
 

 
 

  
 
                                          

                                                                                                         

 

 

 

 

 

 

 

 

 

 

 

    

 

 

 

 

  

  

  

 

 

 

 

  

  

  

 

 

    

    

  

 

 

 

   

 

  

OFFICES OF THE GOVERNORS
 
LINCOLN D. CHAFEE CHRISTINE O. GREGOIRE 

RHODE ISLAND WASHINGTON 

November 30, 2011 

Michele Leonhart, Administrator 

Drug Enforcement Administration 

Attn: Administrator 

8701 Morrissette Drive 

Springfield, VA  22152 

Subject: Rulemaking petition to reclassify cannabis for medical use from a 

Schedule I controlled substance to a Schedule II 

Dear Administrator Leonhart: 

Pursuant to Section 1308.43 of Title 21 of the Code of Federal Regulations (CFR), we hereby 

petition to initiate proceedings for the issuance of an amendment of a rule or regulation pursuant to 

Section 201 of the Controlled Substances Act (CSA).  Specifically, we petition for the 

reclassification of medical cannabis (also known as marijuana) from Schedule I to Schedule II of 

the CSA. 

Attached hereto and constituting a part of this petition are the following as required by the CSA and 

the CFR: 

Exhibit A – The proposed rule.  We seek the amendment of an existing rule, so pursuant to 

21 C.F.R. §1308.43(6), we have included the existing rule together with a reference to the 

section in the CFR where it appears, along with our proposed amendment for your 

consideration. 

Exhibit B – A statement of the grounds upon which we rely for the issuance of an 

amendment of the rule.  As required, the grounds we rely on include a reasonably concise 

statement of the facts, including a summary of relevant medical or scientific evidence in the 

form of an eight factor analysis that the CSA specifies a petitioner must address (21 U.S.C. 

§811(c)).  The Secretary of the United States Department of Health and Human Services 

(HHS) through the Food and Drug Administration (FDA) will consider these factors in a 

report to you for purposes of informing your final decision. The factors include: (1) actual 

and potential for abuse; (2) pharmacology; (3) other current scientific knowledge; (4) history 

and current pattern of abuse; (5) scope, duration and significance of abuse; (6) public health 

risk; (7) psychic or physiological dependence liability; and (8) whether it is an immediate 

precursor of a controlled substance. 
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Page 2 

The attached statement of grounds about the scientific and medical record, considering these 

eight factors, supports recognition of the accepted medical use of cannabis in the United 

States.  Accordingly, we request you to open rulemaking to reschedule cannabis for medical 

purposes under the CSA from a Schedule I to a Schedule II controlled substance.  

Background: 

We are concerned that patients with serious medical conditions who could benefit from medical use 

of cannabis do not have a safe and consistent source of the drug.  As you know, sixteen states and 

the District of Columbia have decriminalized cannabis for limited medical purposes.  Each of these 

jurisdictions is struggling with managing safe access to medical cannabis for patients with serious 

medical conditions.  Our work with the federal agencies has not resolved the matter. Federal 

enforcement policies acknowledge the “compassionate use” for seriously ill patients, but the 
policies do not provide means for safe access of medical cannabis for patients in need. 

The divergence in state and federal law creates a situation where there is no regulated and safe 

system to supply legitimate patients who may need medical cannabis.  State and local governments 

cannot adopt a regulatory framework to ensure a safe supply is available for – and limited to – 
legitimate medical use without putting their employees at risk of violating federal law.  As some 

states seek to increase regulation, United States Attorneys have warned that the federal government 

would prosecute “vigorously against individuals and organizations that participate in unlawful 

manufacturing and distribution activity involving marijuana, even if such activities are permitted 

under state law.” Yet in the absence of state or local regulatory systems, there exists wide spread 

confusion and proliferation of unregulated activities.  

More to the point, it is clear that the long-standing classification of medical use of cannabis in the 

United States as an illegal Schedule I substance is fundamentally wrong and should be changed.  

The federal government could quickly solve the issue if it reclassified cannabis for medical use 

from a Schedule I drug to a Schedule II drug.  Most recently the DEA, as noted in your letter dated 

June 21, 2011 (published July 8, 2011 in the Federal Register), denied a 2002 petition to initiate 

proceedings to reschedule marijuana based on an outdated 2006 HHS/FDA scientific review.  With 

respect to marijuana, the 2006 HHS/FDA review found:  (1) the medical substance has a high 

potential for abuse; (2) has no currently accepted medical use in treatment in the United States; and 

(3) lacks accepted safety for use under medical supervision.  

Upon review of the enclosed petition, we believe you will find that the mounting evidence refutes 

the 2006 review and shows that: (1) cannabis for medical purposes has a relatively low potential for 

abuse, especially in comparison with other Schedule II drugs; (2) the medical community has 

concluded that cannabis has accepted medical use in treatment in the United States; and (3) 

cannabis has accepted safety for use under medical supervision and pharmacy based access.  It is 

now the DEA’s responsibility to make appropriate decisions and update the scheduling of drugs 

based on the changing scientific evidence and the opinion of the medical community.  We submit 

that evidence herein. 
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The American medical community supports rescheduling, and there are safe pharmacy-based 

methods to dispense medical cannabis: 

The medical community supports rescheduling medical cannabis.  In 2009, the American Medical 

Association (AMA) reversed its earlier position that supported Schedule I classification of cannabis.  

The AMA now supports investigation and clinical research of cannabis for medicinal use, and urged 

the federal government to reassess the Schedule I classification.  The American College of 

Physicians recently expressed similar support.  A great many other groups also support 

rescheduling. 

The National Academy of Sciences, Institute of Medicine perhaps states it best:  “Marijuana is not, 

to be sure, a completely benign substance.  It is a powerful drug that affects the body and mind in a 

variety of ways.  However, except for the damage caused by smoking [which this petition clearly 

describes non-smoking methods for medical use], its adverse effects resemble those of many 

approved medications.” [Italics added] 

Categorizing medical cannabis as a Schedule II drug would also allow pharmacy dispensing.  It 

requires federal changes to allow pharmacy dispensing and regulated manufacturing and 

distribution, otherwise pharmacies and pharmacists put their DEA license numbers at risk.  There 

are acceptable methods to safely prescribe and dispense medical cannabis.  A pharmacy based 

method is an existing and effective model that could provide safe and reliable access for patients in 

need, just like it provides for other controlled substances.  The well regulated pharmacy system is 

perfectly suited to providing controlled access to drugs for legitimate medical use. 

Recent scientific development like affordable DNA analysis also supports the pharmacy model.  

With modern DNA analysis, it is easy to obtain an accurate characterization of the plant’s beneficial 

compound.  At the pharmacy level, with current technology readily available today, a compounding 

pharmacist could easily and inexpensively quantify the levels of cannabinoids, and then use the 

appropriate cannabis blend to create a customized medication for an individual patient.  

Compounding is now increasingly offered by community pharmacies.  Moreover, studies have 

shown that pharmacists providing compounding reported increased quality of pharmaceuticals and 

improved collaboration between the patient, physician, and pharmacist.  This paradigm would allow 

safe access to a medicine with proven efficacy and acceptable safety, in a manner that does not 

endanger the patient and allows for reasonable governmental oversight.  It is important to note that 

medical cannabis can be vaporized, not smoked.  Additionally cannabis can be ingested orally, or 

applied topically in a liniment.  These issues are fully addressed in Exhibit B. 

Conclusion: 

A public rulemaking process would allow all interested parties to contribute their comments and 

expertise, and provide a full record for decision.  These interested parties include patients and 

medical professionals and the sixteen states and the District of Columbia, or nearly one-third of the 

nation’s population, that have decriminalized limited possession and use of cannabis for serious 

medical conditions, and at least ten other states are considering similar measures.  
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Please send all notices regarding this petition to: 

Jason T. McGill, Executive Policy Advisor, Health Care 

Governor’s Executive Policy Office 

PO Box 43113
 
Olympia, WA  98504-3113
 

Jason.McGill@gov.wa.gov 

Phone: (360) 902-0448
 
Fax: (360) 586-8380
 

Submitted in quintuplicate pursuant to 21 C.F.R. §1308.43 

mailto:Jason.McGill@gov.wa.gov


     
 

   
   

 
  

   
   

 

  
     

  
  

   
 

   

 
  
 

 
  

 
 

     
 

  
 

  

  

  

    

 
 

 
   

 
 

Exhibit A: Proposed Rule 

We propose the following:  that the rule placing “marihuana” in Schedule I [21 CFR 
1308.11(d)(23) and 21 CFR 1308.11(d)(31)] is repealed and placed as a Schedule II drug.  This 
is not a petition for the removal of marijuana from scheduling under the Controlled Substances 
Act (CSA), but a petition to have marijuana and related items removed from Schedule I and 
rescheduled as “medical cannabis” in Schedule II, and made on the basis of the scientific and 
medical evaluation required pursuant to the CSA, see Exhibit B, Statement of Grounds (21 USC 
811(c)).  

For the purposes of this petition, and in reference to the Drug Enforcement Administration 
(DEA) listing of Schedule I drugs, this will include all tetrahydrocannabinols (THC), which are 
naturally contained in a plant of the genus Cannabis (cannabis plant), as well as synthetic 
equivalents of the substances contained in the cannabis plant, or in the resinous extractives of 
such plant, and/or synthetic substances (not otherwise already classified as Schedule II or III), 
derivatives, and their isomers with similar chemical structure and pharmacological activity to 
those substances contained in the plant, such as the following: 

-1 cis or trans tetrahydrocannabinol, and their optical isomers;
 
-6 cis or trans tetrahydrocannabinol, and their optical isomers; and
 
-3,4 cis or trans tetrahydrocannabinol, and its optical isomers.
 

Given that nomenclature of these substances is not internationally standardized, compounds of 
these structures, regardless of numerical designation of atomic positions covered are included.  

The following is the proposed rule: 

REMOVE:  21 CFR 1308.11(d) (23) and (31) and others sections that may relate to medical 
cannabis use: 

“(d) Hallucinogenic substances. …: 

…(23) Marihuana 7360 

…(31) Tetrahydrocannabinols 7370 

Meaning tetrahydrocannabinols naturally contained in a plant of the genus Cannabis (cannabis 
plant), as well as synthetic equivalents of the substances contained in the cannabis plant, or in 
the resinous extractives of such plant, and/or synthetic substances, derivatives, and their 
isomers with similar chemical structure and pharmacological activity to those substances 
contained in the plant, such as the following: 

-1 cis or trans tetrahydrocannabinol, and their optical isomers 
-6 cis or trans tetrahydrocannabinol, and their optical isomers 



 
   

 
 

 
 

    
  

 

 

 

  
   

   

 

  

   

  

 

-3,4 cis or trans tetrahydrocannabinol, and its optical isomers 

(Since nomenclature of these substances is not internationally standardized, compounds of 
these structures, regardless of numerical designation of atomic positions covered.)” 

RESCHEDULED TO: 21 CFR 1308.12 Schedule II: 

“(a) Schedule II shall consist of the drugs and other substances, by whatever official 
name, common or usual name, chemical name, or brand name designated, listed in this 
section. Each drug or substance has been assigned the Controlled Substances Code 
Number set forth opposite it. 

… 

(f) Hallucinogenic substances. 

(1) … 
(2) Cannabis (also known as Marihuana, including Tetrahydrocannabinols) for medicinal 

purposes only … 

OTHER ISSUES FOR CONSIDERATION: 

We would urge appropriate age and condition limitation.  



      
   

 

 

 
   

   
    
    
    
     
    
    
     
     

 
     

   
     
     
      

 
   

   
  

 
    

  
 

    
   

     
     

       
    

   
   

    
     

     
  

  
   

    
    

   
    

  
   

Exhibit B: Statement of Grounds 
Prepared by Gregory T. Carter, MD, MS,i Mitchell Earleywine, PhD,ii and Jason T. McGill, JDiii 
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Exhibit B: Statement of Grounds 

STATEMENT OF GROUNDS (21 USC 811(c)): 

To remove all forms of cannabinoid medicines that are currently in Schedule I 
classification by the Federal United States Drug Enforcement Agency (DEA) laws, as 
determined by the Controlled Substances Act (CSA), be rescheduled as “medical cannabis” in 
Schedule II, as necessitated and made on the basis of the scientific and medical evaluation 
required by the CSA and in accordance with existing law.  For the purposes of this petition, and 
in reference to the DEA listing of Schedule I drugs, this will include all tetrahydrocannabinols 
(THC), which are naturally contained in a plant of the genus Cannabis (cannabis plant), as well 
as synthetic equivalents of the substances contained in the cannabis plant, or in the resinous 
extractives of such plant, and/or synthetic substances, derivatives, and their isomers with similar 
chemical structure and pharmacological activity to those substances contained in the plant, such 
as the following:  

-1 cis or trans tetrahydrocannabinol, and their optical isomers;
 
-6 cis or trans tetrahydrocannabinol, and their optical isomers; and
 
-3,4 cis or trans tetrahydrocannabinol, and its optical isomers.
 

Given that nomenclature of these substances is not internationally standardized, compounds of 
these structures, regardless of numerical designation of atomic positions covered are included.  
For the remainder of this document, the terms cannabis and marijuana (also spelled “marihuana”) 
will be used interchangeably to refer to any preparation of the cannabis plant intended for 
medicinal purposes.  There are at least three species of the cannabis genus, those being cannabis 
sativa, cannabis indica, and cannabis ruderalis, any of which may be used for medicinal 
purposes. 
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Exhibit B: Statement of Grounds 

BACKGROUND AND OVERVIEW OF EIGHT FACTOR ANALYSIS 

Cannabis is now categorized (scheduled) by the DEA, as determined by the CSA, as a 
Schedule I drug.  Schedule I is a category of drugs not considered legitimate for medical use 
because of limited utility and a high potential for dependence. Sharing this schedule with 
cannabis are heroin, lysergic acid, and methamphetamine.  Schedule II is a category of drugs 
considered to have a strong potential for abuse or addiction but that also have legitimate medical 
use. Included here are opium, morphine, cocaine, and oxycodone. Schedule III drugs are felt to 
have even less abuse or addiction potential than Schedule I or II drugs and have a beneficial 
medical use. Included here are dronabinol, hydrocodone, amphetamine-based stimulants, and 
short-acting barbiturates.  Schedule IV and V drugs are felt to have even less risks. Schedule IV 
drugs include benzodiazepines, while schedule V drugs include antidiarrheals and antitussives 
that contain opioid derivatives.  While the DEA considers cannabis a schedule I drug, it classifies 
dronabinol (Marinol) as schedule III.  Dronabinol is 100 percent THC and is potentially very 
psychoactive.  Natural cannabis typically would be no more than 15 percent THC by weight. 
Thus it is inconsistent that cannabis, with 15 percent THC, remains a Schedule I drug, while 
dronabinol, at 100 percent THC, is schedule III.  

Currently cannabinoid medicines fall into three categories: single molecule 
pharmaceuticals, cannabis-based liquid extracts, and phytocannabinoid-dense botanicals. It is 
this last category which is the primary target of this petition.  The first category includes United 
States Food and Drug Administration (FDA)-approved synthetic or semisynthetic single 
molecule cannabinoid pharmaceuticals available by prescription. Currently, these are dronabinol, 
a Schedule III drug and nabilone, a Schedule II drug. Though both are also used off label, 
dronabinol, a (-)trans- 9-tetrahydrocannabinol (THC) isomer is found in natural cannabis and has 
been approved for two uses since 1985 and 1992 respectively: the treatment of nausea and 
vomiting associated with cancer chemotherapy in patients who have failed to respond adequately 
to conventional antiemetic treatments and the treatment of anorexia associated with weight loss 
in patients with acquired immunodeficiency syndrome (AIDS).(179, 369) Nabilone, a synthetic 
molecule shaped similarly to THC, has also been approved since 1985 for use in the treatment of 
nausea and vomiting associated with cancer chemotherapy.(370, 473) 

The second category of cannabinoid medicines being used in the United States includes a 
line of cannabis-based medicinal extracts developed by several companies. The industry leader 
is GW Pharmaceuticals, a United Kingdom-based biopharmaceutical company whose lead 
product is currently undergoing FDA-approved, multisite clinical trials for the treatment of 
opioid-refractory cancer pain after receiving prior approval for Phase III clinical trials in the 
United States.(601) This botanical drug extract which goes by the nonproprietary name 
nabiximols has already secured approval in Canada for use in the treatment of central 
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Exhibit B: Statement of Grounds 

neuropathic pain in multiple sclerosis (in 2005) and in the treatment of intractable cancer pain (in 
2007).(601) 

This report presents scientific research organized by sections containing research reviews 
on the following eight factors required by the CSA that determine control of a drug or substance 
or its removal from schedules (21 USC 811(c)): 

1.	 Actual and potential for abuse 
2.	 Pharmacology1 

3.	 Other current scientific knowledge 
4.	 History and current pattern of abuse 
5.	 Scope, duration and significance of abuse 
6.	 Public health risk 
7.	 Psychic or physiological dependence liability 
8.	 If an immediate precursor of a controlled substance 

CANNABIS SHOULD BE RESCHEDULED TO SCHEDULE II BECAUSE IT DOES 
NOT MEET THE REQUIREMENTS OF SCHEDULE I (21 U.S.C. 812(b)(1)): 

Past DEA decisions not to reclassify cannabis have relied upon 21 U.S.C. 812(b)(1).  
Therefore, this report provides evidence to prove that cannabis fails to meet the three criteria for 
placing a substance in Schedule I of the CSA under 21 U.S.C. 812(b)(1) because: 

1.	 Cannabis does not have a high potential for abuse compared with other Schedule II 
drugs; 

2.	 Cannabis is currently accepted for medical use in treatment in the United States; and 
3.	 Evidence is clear of accepted safety for use of cannabis under medical supervision. 

ORGANIZATION OF REPORT: 

Due to subject matter flow, the organization of the report discusses the necessary factors 
in this order:  Factors two (Pharmacology), three (Other current scientific knowledge), and eight 
(If an immediate precursor), and then factors one (Actual and potential for abuse), four (History 
and current pattern of abuse), five (Scope, duration and significance of abuse), seven (Psychic or 
physiological dependence liability) and six (Public health risk). 

This includes a sub-factor analysis regarding “currently accepted medical use.” A drug has a “currently accepted 
medical use” if all of the following five elements have been satisfied: 

A.	 The drug's chemistry is known and reproducible 
B.	 There are adequate safety studies 
C.	 There are adequate and well-controlled studies proving efficacy 
D.	 The drug is accepted by qualified experts; and 
E.	 The scientific evidence is widely available. 
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Exhibit B: Statement of Grounds 

1. PHARMACOLOGY (FACTOR TWO) 

The Secretary must consider the scientific evidence of the pharmacological effects of 
cannabis. There are abundant scientific data available on the neurochemistry, toxicology, and 
pharmacology of cannabis. This section and others includes a scientific evaluation of cannabis’ 
neurochemistry, pharmacology, and human and animal behavioral, central nervous system, 
cognitive, cardiovascular, autonomic, endocrinological, and immunological system effects. The 
overview presented below relies upon the most current research literature on cannabinoids. 

In describing the pharmacological effects of cannabis, this section also addresses the five 
elements of currently accepted medical use. Per the DEA, a drug has a “currently accepted 
medical use” if all of the following five elements have been satisfied(25): 

A. The drug’s chemistry is known and reproducible; 
B. There are adequate safety studies; 
C. There are adequate and well-controlled studies proving efficacy; 
D. The drug is accepted by qualified experts; and 
E. The scientific evidence is widely available. 

These issues will now be addressed in full, as means to substantiate the argument that cannabis 
should be re-scheduled to schedule II. 

Meeting the five-factor criteria for “currently accepted medical use”: 

A. The chemistry of cannabis is known and reproducible 

The chemistry of cannabis is remarkably well-known and highly reproducible compared 
to other legal drugs. Cannabis is a complex plant, with several subtypes of cannabis, each 
containing over 400 chemicals.(10,16,18,102,615,616) Approximately 60 are chemically 
classified as cannabinoids.(19) Cannabinoids, consisting of alkylresorcinol and monoterpene 
groups, are unique secondary metabolites that are found only in Cannabis. The cannabinoids are 
21 carbon terpenes, biosynthesized predominantly via a recently discovered deoxyxylulose 
phosphate pathway.(349)  The cannabinoids are lipophilic and not soluble in water. Among the 
most psychoactive of the cannabinoids is delta-9-tetrahydrocannabinol (THC), the active 
ingredient in dronabinol.(19)  Other major cannabinoids include cannabidiol (CBD) and 
cannabinol (CBN), both of which may modify the pharmacology of THC or have distinct effects 
of their own.(591) CBD is not psychoactive and has significant anticonvulsant, sedative, and 
other pharmacological activity likely to interact with THC.(16) In mice, pretreatment with CBD 
increased brain levels of THC nearly threefold and there is strong evidence that cannabinoids can 
increase the brain concentrations and pharmacological actions of other drugs.(562) 

Five endogenous cannabinoids are known, of which anandamide (EAE), 2­
arachidonylglycerol (2 AG), and 2-archidonyl glyceryl ether are the best characterized. There is 
evidence that besides the two cannabinoid receptor subtypes that have been cloned, additional 
cannabinoid receptor subtypes and vanilloid receptors are involved in the complex physiological 
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Exhibit B: Statement of Grounds 

functions of the cannabinoid system that include motor coordination, memory procession, 
control of appetite, pain modulation and neuroprotection.(732) Evidence suggests that the 
physiological roles of these endocannabinoids function as diffusible and short lived intercellular 
messengers that modulate synaptic transmission. Recent studies have provided strong 
experimental evidence that endogenous cannabinoids mediate signals retrogradely from 
depolarized postsynaptic neurons to presynaptic terminals to suppress subsequent 
neurotransmitter release, driving the synapse into an altered state.(562) In hippocampal neurons, 
depolarization of postsynaptic neurons and resultant elevation of calcium lead to transient 
suppression of inhibitory transmitter release. Depolarized hippocampal neurons rapidly release 
both AEA and 2 AG in a Ca2+ dependent manner. In the hippocampus, cannabinoid receptors 
are expressed mainly by GABA (gamma amino butyric acid) mediated inhibitory interneurons. 
Synthetic cannabinoid agonists depress GABA release from hippocampal slices.(562)  However, 
in cerebellar Purkinje cells, depolarization induced elevation of calcium causes transient 
suppression of excitatory transmitter release depolarization induced suppression of 
excitation.(405) Thus endogenous cannabinoids released by depolarized hippocampal neurons 
may function to down regulate GABA release.(405) Further, signaling by the endocannabinoid 
system appears to represent a mechanism by which neurons can communicate backwards across 
synapses to modulate their inputs. 

There are two known cannabinoid receptor subtypes. Subtype 1 (CB1) is expressed 
primarily in the brain whereas subtype 2 (CB2) is expressed primarily in the periphery.(357,543) 
Cannabinoid receptors constitute a major family of G protein-coupled, 7-helix transmembrane 
nucleotides, similar to the receptors of other neurotransmitters such as dopamine, serotonin, and 
norepinephrine.(165,530)  Activation of protein kinases is responsible for some of the cellular 
responses elicited by the CB1 cannabinoid receptor.(590)  

The pharmacological properties have been extensively studied.  More recently, 
biosynthetic pathways of many of the major cannabinoids have been successfully established. 
(212,629)  Several biosynthetic enzymes including geranylpyrophosphate: olivetolate 
geranyltransferase, tetrahydrocannabinolic acid (THCA) synthase, cannabidiolic acid (CBDA) 
synthase and cannabichromenic acid (CBCA) synthase have been purified from young rapidly 
expanding leaves of cannabis sativa. In addition, molecular cloning, characterization and 
localization of THCA synthase have been recently reported.(629)  THCA and cannabigerolic 
acid (CBGA), its substrate, were shown to be apoptosis-inducing agents that might play a role in 
plant defense. Transgenic tobacco hairy roots expressing THCA synthase can produce THCA 
upon feeding of CBGA. 

These results establish the basic and advanced chemistry of cannabis and in the context of 
human pharmacology to prove that the chemistry of cannabis is known and reproducible.  The 
next sections also discuss related issues, so some cross reference is implicit and to a certain 
degree repetitive as necessary to separately address each factor. 

B. Medical use of cannabis is considered safe 

The contemporary era of clinical research with cannabis began when the first FDA-
approved clinical study of cannabis use in a patient population in 15 years enrolled its first 
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subject.(4,415) Overall, the 33 completed and published American controlled clinical trials with 
cannabis have studied its safety, routes of administration, and use in comparison with placebos, 
standard drugs, and in some cases dronabinol, in: appetite stimulation in healthy volunteers, the 
treatment of human immunodeficiency virus (HIV) neuropathy and other types of chronic and 
neuropathic pain, both pathological and experimentally induced, spasticity in multiple sclerosis, 
weight loss in wasting syndromes, intraocular pressure in glaucoma, dyspnea in asthma, both 
pathological and experimentally induced, and emesis, both secondary to cancer chemotherapy 
and experimentally induced. There has been a long-term, prospective, federally funded cannabis 
clinical study jointly administered by National Institute on Drug Abuse (NIDA) and FDA. This 
study has been running for over 30 years without any demonstrable adverse outcomes related to 
chronic medicinal cannabis use.(594)  According to an explanation from the United States Public 
Health Service, this program was closed to new enrollees in 1992 because the government 
believed the program was undermining the illegal status of the substance.(556)   

Wang, et al. performed a systematic review of safety studies of medical cannabinoids 
published over the past 40 years to create an evidence base for cannabis-related adverse events 
and to facilitate future cannabis research initiatives. Ultimately 23 randomized controlled trials 
and eight observational studies of medical cannabis were used in the analysis. In the 23 
randomized controlled trials, the median duration of cannabinoid exposure was two weeks (range 
eight hours to 12 months).  Of all the adverse events reported, 97 percent were considered “not 
serious,” with the most commonly reported “dizziness.” The remaining three percent that were 
considered serious involved relapse of multiple sclerosis, vomiting, and urinary tract 
infection.(714)  There has never been a reported death. 

The recent discovery of an endogenous cannabinoid (endocannabinoid) system with 
specific receptors and ligands has increased our understanding of the actions of cannabis in terms 
of both safety and efficacy. The endocannabinoid system, present throughout the human body, 
helps regulate the function of major systems in the body, making it an integral part of the central 
homeostatic modulatory system—the check-and-balance molecular signaling network that keeps 
the human body healthy.  The discovery and elucidation of the endogenous cannabinoid 
signaling system with widespread cannabinoid receptors and ligands in human brain and 
peripheral tissues, and its known involvement in normal human physiology, specifically in the 
regulation of movement, pain, appetite, memory, immunity, mood, blood pressure, bone density, 
reproduction, and inflammation, among other actions, has led to the progression of our 
understanding of the therapeutic actions of cannabinoid botanical medicines from folklore to 
valid science.  The endocannabinoid system represents a previously unrecognized ubiquitous 
network in the nervous system. There is a dense receptor concentration in the cerebellum, basal 
ganglia, and hippocampus, accounting for the effects on motor tone, coordination and mood 
state.(14,15,103,104,714)  

There are very few cannabinoid receptors in the brainstem, which may account for the 
remarkably low toxicity. Recently MRI studies investigated brain morphology related to current 
and lifetime degree of cannabis use in long term, heavy cannabis users without intensive use of 
other illicit drugs. Voxel-based morphometry was used to assess differences in regional grey and 
white matter volume between 33 heavy cannabis users and 42 matched controls.(148) Grey and 
white matter volume analyses showed that regional grey matter volume in the anterior 
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cerebellum was actually larger in heavy cannabis users.(148) Gray matter is the cortex of the 
brain which contains nerve cell bodies and appears gray in color.  White matter is the part of the 
brain that contains myelinated nerve fibers. It is called white matter because the color of myelin 
appears white.  In essence, gray matter is the functional brain tissue, and white matter is the 
supporting structure. Volume changes appeared to be focused in the orbitofrontal cortex, 
anterior cingulate cortex, striatum, amygdala, hippocampus, in addition to the cerebellum.  These 
are all regions known to be high in CB1receptor concentrations.  No associations were found 
between white matter volume and measures of cannabis use or dependence. However, the 
clinical implications of this are not known.  There are very few studies done examining cannabis 
abuse in relation to brain structure and the results have been variable and inconsistent.  This 
likely reflects differences in methodology of imaging, as well as the degree of cannabis abuse, 
and the concomitant use of other substances. 

i. The safety of cannabis: cannabis has never caused a lethal overdose 
(LD50 standard) 

There has never been a lethal overdose of marijuana reported in humans.(16,509) In 
clinical pharmacology, a lethal dose (LD) 50 is the most commonly used indicator for the 
toxicity of a drug.  The LD50 is the dose at which 50 percent of subjects who ingest this drug 
will die.  There is no known LD50 for any form of cannabis or any cannabinoid based 
medicine.(105) In its 4,000+ years of documented use, there is no report of death from overdose 
with cannabis.(31,106,107) If a very large dose of cannabis is consumed (“over dose”), which 
typically occurs via oral ingestion of a concentrated preparation of cannabis flowers’ resin (e.g., 
in the form of an alcohol tincture or lipophillic extract), agitation and confusion, progressing to 
sedation, is generally the result.(443) This is time limited and disappears entirely once the 
cannabis and its psychoactive components are fully metabolized and excreted. This usually 
occurs within three-to-four hours, although oral ingestion may prolong the duration of these 
effects. 

ii. Cannabis is safer than current, legal Schedule II opiate drugs 
Contrast the remarkable safety of cannabis with the equally remarkable toxicity of 

opioids. As little as two grams of dried opium poppy sap (roughly 200 mg morphine sulfate) can 
result in death in an average size human (70 kilogram male) due to profound respiratory 
suppression.(702)  

This growing documentation of usefulness and safety of cannabis comes at a time when 
there have been near epidemic increases in deaths related to prescription opioid 
analgesics.(134,145,229,230,341,520,527,618,639,640,740) A number of studies have now 
clearly linked risk of fatal and nonfatal opioid overdose to prescription use, with the risk 
increasing with the prescribed dosages.(134,618,537) According to the Centers for Disease 
Control and Prevention (CDC), from the years 1999 through 2006, the number of prescription 
opioid poisoning deaths in the United States (US) nearly doubled, from approximately 20,000 to 
37,000.(116) This increase coincided with a nearly fourfold increase in the use of prescription 
opioids nationally. 
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iii. History of cannabis evidences safety 
Cannabis was criminalized in the 1930s, and against the advice of most major medical 

societies, the use of cannabis for any purpose, including medicinal, was criminalized in the 
United States by 1942.(307, 435,478) Prior to this, there were many cannabis-based prescription 
medications commercially manufactured by companies including Eli-Lilly, Parke Davis, and 
Sharp Dohme (now Merck Sharp Dohme). 

Thus, over the past decades there have been further developments in opioid-based 
medicines while research in cannabinoid-based medicines was significantly slowed down.  
Today there are a multitude of opioid medicines widely available, in pills, patches, as well as for 
injection, inhalation, and implantation.  The only form of a DEA-approved cannabinoid based 
medicine available in the United States is dronabinol (Marinol).  According to research, 
potentially much of the morbidity and mortality caused by opioid toxicity over the past 70 years 
could have been reduced or prevented if cannabis had remained available on the United States 
pharmacopeia to serious illnesses.(35,37) 

iv. The side effects of cannabis are milder than the other Schedule II 
drugs 

As with any drug, cannabis is not without side effects.  A patient does not need to be 
intoxicated to get a beneficial medical effect.(102) Cannabis may induce euphoria and, as such, 
may be psychologically addictive, but much less so than other Scheduled II drugs. There is no 
severe physical withdrawal syndrome associated with cannabis.(18,20)  Cannabis addiction is 
amenable to treatment.(102) Cannabis may induce paranoia and disorientation, particularly in 
novice users, but again, less so than other Schedule II drugs.(11)  

Many of the undesired psychoactive effects of cannabis are due to THC, which is among 
the reasons that dronabinol is not a suitable alternative (because dronabinol is 100 percent THC 
as opposed to natural cannabis which is only 15 percent THC).(11)  However newer medicinal 
strains of cannabis are lower in THC and higher in the non-psychoactive, more therapeutic 
cannabinoids, such as CBD, and CBN. These compounds further improved the efficacy of 
cannabis.(18) 

C. There are adequate and well-controlled studies proving the medical efficacy of 
cannabis 

Regarding the degree and adequacy of well-controlled studies proving efficacy of 
cannabis as medicine, a review of the current scientific evidence is provided herein, followed by 
historical and societal perspectives.  Regarding the accessibility and availability of these studies, 
all of the research studies cited herein, are available on the National Library of 
Medicine/PubMed (http://www.ncbi.nlm.nih.gov/pubmed). 

i.   Review of the current scientific evidence proves the medical efficacy 
of cannabis 

Four reviews of modern human clinical studies with cannabis and cannabinoids in the 
United States and elsewhere have recently been published in peer-reviewed literature. (49,197, 
471,569)  Musty et al. reviewed seven state health department-sponsored clinical trials with data 
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from a total of 748 patients who received a dose of cannabis and 345 patients who received oral 
THC for the treatment of nausea and vomiting following cancer chemotherapy in Tennessee 
(1983), Michigan (1982), Georgia (1983), New Mexico (1983 and 1984), California (1989), and 
New York (1990).(471) To assess the evidence from these clinical trials, the authors 
systematically performed a meta-analysis of the individual studies, to assess possible beneficial 
effects. These trials were randomized, although it is not clear that they were truly blind. The 
authors found that patients who received a dose of cannabis experienced 70-100 percent relief 
from nausea and vomiting, while those who used oral THC experienced 76-88 percent 
relief.(471) Even judged using the strictest of evidence-based medicine (EBM) criteria, the 
evidence is convincing that cannabis does relieve nausea and vomiting in this setting. Bagshaw, 
et al. performed a systematic, comprehensive review of 80 human studies of cannabis and 
cannabinoids, and found similar conclusive evidence in support of cannabis use in the treatment 
of refractory nausea and appetite loss resulting from cancer treatment.(35) 

Ben Amar et al., performed a meta-analytic review of all articles published on Medline 
and PubMed from inception of up till July 1, 2005.(49) The key words used were cannabis, 
marijuana, marihuana, hashish, hashich, haschich, cannabinoids, tetrahydrocannabinol, THC, 
dronabinol, nabilone, levonantradol, randomised, randomized, double-blind, simple blind, 
placebo-controlled, and human. The research also included studies published in English, French, 
and Spanish. For the final selection, the authors only included properly controlled clinical trials. 
Open label studies were excluded. Seventy-two controlled studies evaluating the therapeutic 
effects of cannabis and cannabinoids were identified.  The forms of cannabis and approximate 
dosages were included as well as efficacy, and adverse effects. The authors concluded that on 
the basis of the reviewed studies, cannabinoids present significant therapeutic potential as 
antiemetic, appetite stimulants, analgesics, and also shows significant benefit in the treatment of 
multiple sclerosis, spinal cord injuries, Tourette’s syndrome, epilepsy, and glaucoma.(49) 

Rocha et al. performed a systematic review and metaanalysis identified 30 randomized, 
controlled clinical trials that evaluated the antiemetic efficacy of cannabinoids in comparison 
with conventional drugs and placebo.(569) A Cochrane-style meta-analysis of 18 studies, 
including 13 randomized, controlled clinical trials comparing cannabis to standard antiemetics 
for treatment of nausea and vomiting in cancer patients receiving chemotherapy, revealed a 
statistically significant patient preference for cannabis or its components versus a control drug, 
the latter being either placebo or an antiemetic drug such as prochlorperazine, domperidone, or 
alizapride.(49) 

ii. Medicinal dosing paradigms are safe and effective and alternatives 
to smoking are recommended 

Dosing paradigms for medicinal cannabis have been previously described.(16,105)  With 
simple trial and error, most patients are able to get the right combination of cannabinoids that 
will address their symptoms and meet their needs.  While research has not shown cannabis 
smoke definitely causes lung cancer, it can irritate bronchial mucosal membranes.(37,340)  

In any case, cannabis does not need to be smoked to be effectively used as medicine.  
Cannabis can be vaporized.  Cannabinoids are volatile and will vaporize at temperatures in the 
range of 250 degrees Fahrenheit, much lower than actual combustion.(193,438,698)  Heated air 
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is drawn through cannabis and the active compounds vaporized, which are then inhaled.  This 
rapid delivery of the cannabinoids allows for easy titration to desired effect, much as with 
smoking yet without health risks.(87,374,428) Additionally, cannabis can be ingested orally, or 
applied topically in a liniment.(105) 

iii.  Many known cannabinoids (not including THC) have therapeutic 
value with little or no cognitive or psychoactive side-effects; dronabinol 
(Marinol) is not an appropriate substitute for cannabis due to its 
100 percent THC and lacking therapeutic cannabinoids 

There are many known cannabinoids in the cannabis plant that have tremendous 
therapeutic value, yet have little or no cognitive or psychoactive effects.(11,18,102) The 
cannabinoids are lipophilic, 21 carbon terpenes, and include delta-9 THC and delta-8 THC, of 
which the THC produces the majority of psychoactive effects.(679)  While the DEA considers 
cannabis a Schedule I drug, it classifies dronabinol (Marinol) as Schedule III.  Dronabinol is 100 
percent THC and is potentially very psychoactive.  Natural cannabis typically would be no more 
than 15 percent THC by weight.  Thus it is inconsistent that cannabis, with 15 percent THC, 
remains a Schedule I drug, while dronabinol, at 100 percent THC, is Schedule III.  

In addition, many patients find dronabinol too sedating and associated with too many 
psychoactive effects due to its 100 percent THC.  Dronabinol is not an appropriate substitute for 
natural cannabis because other major cannabinoids include cannabidiol (CBD) and cannabinol 
(CBN) in the natural substance, both of which significantly modify the effects THC and have 
distinct therapeutic and advantageous effects of their own.  CBD appears to modulate and reduce 
any untoward effects of THC.(72,87,339,374,428,462,595,746)  CBN appears to have distinct 
pharmacological properties that are quite different from cannabidiol.(72) CBN has significant 
anticonvulsant, sedative, and other pharmacological activities likely to interact with the effects of 
THC.(72) CBN may induce sleep and may provide some protection against seizures for 
epileptics.(339) Of relevance for pain management for serious illnesses, in addition to analgesia, 
the following dose-dependent pharmacologic actions have been observed in studies: muscle 
relaxation, anti-inflammatory effects, neuroprotection in ischemia and hypoxia, enhanced well­
being, and anxiolysis.(16) The ratios of the various cannabinoids differ according to the plant 
strain, and, to some extent, how the plant is grown.(678) 

Sharing Schedule I with cannabis are heroin, lysergic acid, and methamphetamine. 
Schedule II is a category of drugs considered to have a strong potential for abuse or addiction, 
but that also have legitimate medical use.  Included here are opium, morphine, cocaine, and 
oxycodone.  Schedule III drugs are felt to have even less abuse or addiction potential than 
Schedule I or II drugs and have a beneficial medical use. Included here are dronabinol, 
hydrocodone, amphetamine-based stimulants, and short-acting barbiturates.  Schedule IV and V 
drugs are felt to have even less risks. Schedule IV drugs include benzodiazepines, while 
Schedule V drugs include antidiarrheals and antitussives that contain opioid derivatives.  For 
further perspective, the DEA does not schedule carisoprodol (Soma) at all, implying that this 
agency does not consider it a dangerous drug.  Carisoprodol is a widely used muscle relaxant 
whose active metabolite is the barbiturate meprobamate.  Carisoprodol also shows serotonergic 
activity at higher levels and has produced overdose in humans.  Abrupt cessation in patients 
taking large doses of carisoprodol will produce withdrawal, characterized by vomiting, insomnia, 
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tremors, psychosis, and ataxia.  Given that dronabinol, being 100 percent THC and highly 
psychoactive, is Schedule III, and the potentially addictive drug carisoprodol is unscheduled, it is 
inconsistent that cannabis remains a Schedule I drug.  Schedule II is entirely appropriate for 
cannabis. 

Potential analgesic sites of action for cannabinoids have been identified at brain, spinal 
cord and peripheral levels.(87,374,428,595) There is strong data indicating that neurons in the 
rostroventral medulla and periaqueductal grey are involved the brain-mediated analgesic effects 
of cannabinoids.(213) There are also spinal mechanisms of analgesia, including cannabinergic 
inhibition of gamma amino butyric acid (GABA), glycine, and glutamate release. (122, 226, 304, 
305, 464, 600, 636)  There is also a growing body of evidence showing a peripheral analgesic 
action of cannabinoids, particularly if inflammation is present.(196,688) Animal studies have 
demonstrated analgesic effects of locally delivered cannabinoids at doses that would not be 
systemically effective.(196) The mechanisms of these peripheral analgesic actions are not 
completely understood but appear to be related to the anti-inflammatory effects of cannabinoids. 
Cannabinoids have profound effects on cytokine production, although the direction of such 
effects is variable and not always mediated by cannabinoid receptors. Another proposed 
mechanism for the anti-inflammatory actions is cannabinoid-induced increased production of 
eicosanoids that promote the resolution of inflammation. This differentiates cannabinoids from 
cyclooxygenase-2 inhibitors that suppress the synthesis of eicosanoids that promote the induction 
of the inflammatory process.(16,35) 

D. Cannabis has been accepted by the medical community as meeting the current, 
modern accepted standards for what constitutes medicine 

On November 10, 2009, the American Medical Association (AMA) voted to reverse its 
long-held position that cannabis remain a Schedule I substance. The AMA adopted a report 
drafted by the AMA Council on Science and Public Health (CSAPH) entitled, “Use of Cannabis 
for Medicinal Purposes,” which affirmed the therapeutic benefits of marijuana and called for 
further research. The AMA CSAPH report concluded that, “short term controlled trials indicate 
that smoked cannabis reduces neuropathic pain, improves appetite and caloric intake especially 
in patients with reduced muscle mass, and may relieve spasticity and pain in patients with 
multiple sclerosis.” Furthermore, the report urges that “the Schedule I status of marijuana be 
reviewed with the goal of facilitating clinical research and development of cannabinoid-based 
medicines, and alternate delivery methods.” 

The AMA’s position change on medical cannabis followed a resolution adopted in 2008 
by the American College of Physicians (ACP), the country’s second largest physician group and 
the largest organization of doctors of internal medicine. The ACP resolution also called for 
reconsideration of moving medicinal cannabis out of schedule I after performing an “evidence­
based review of the current science” on the medical efficacy of cannabis, which this report 
provides in part. 

The Institute of Medicine (IOM), a very prestigious organization of clinical and basic 
science researchers, was among the first major physician based group to adopt a new stance, 
issuing the landmark publication, “Marijuana and Medicine” on April 7, 2003.  This consensus 
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report addressed the scientific basis and the therapeutic effects of cannabis to treat a multitude of 
medical conditions. The IOM consensus book specifically evaluates how well cannabis meets all 
of the current, modern accepted standards for what constitutes “medicine.”  This document is 
available on the IOM website:  http://iom.edu/Reports/2003/Marijuana-and-Medicine-Assessing­
the-Science-Base.aspx 

There is now consensus of medical opinion concerning medical acceptability of cannabis 
among the largest groups of physicians in the United States.  The medical community has 
increasingly recommended cannabis as an accepted form of therapeutic medicine for multiple 
serious illnesses.  Members of the medical community have adopted effective treatment 
protocols for certain conditions.  The medical community continues to develop methods of safe, 
consistent and effective dose and potency customized to individual patients' needs. 

Much research as described throughout this report has proven cannabis’ effectiveness, 
and allowing patients to access and use cannabis for medical use consistently enjoys widespread 
support among clinicians.  The available medical research indicates that cannabis is highly 
effective in treating a number of problems commonly encountered in medicine.  Arguably, to 
reclassify it, only one accepted treatment modality is necessary: for example, treatment for 
neuropathic pain and wasting associated with HIV/AIDS, which is undisputable among any 
physician across the United States—that alone provides sufficient justification to reclassify 
cannabis for medical purposes. Many patients who are currently on long term opioids could 
potentially be treated with either cannabis alone or in combination with a lower dose of opioids 
(instead of far more harmful long-acting opioid medication).  

From a pharmacological perspective, cannabinoids are considerably safer than opioids 
and have broad therapeutic applicability.  Cannabis is a medicine that has proved efficacious and 
could be potentially very beneficial for patients and much safer than other “legal” options such 
as opioid based medicines. This is an opinion that doctors share across the county.  Further 
doctors have developed dosing and potency applicability and methods for specific patients’ 
condition, and these methods have become accepted and more widespread across the medical 
community in our nation and beyond.  

E. The scientific evidence is widely available 

The scientific evidence is replete and widely available. As the previous sections fully 
elucidate, the scientific evidence supports the rescheduling of cannabis for medical use.  The 
evidence is widely available in complete form through published journals and on the internet just 
like any other medicinal drugs. The evidence is far more than anecdotal self-reported effects by 
patients.  Double-blind placebo studies have shown effectiveness following the FDA’s 
regulations to prove drug efficacy. 

i. Scientific evidence regarding the safety and efficacy of cannabis is 
readily available directly from the National Library of Medicine 

The scientific evidence regarding the safety and efficacy of cannabis is readily available 
directly from the National Library of Medicine (http://www.ncbi.nlm.nih.gov/pubmed/ also 
known as MEDLINE(R) or PubMed Central).  This is the United States government’s repository 
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for peer-reviewed scientific research.  On this website the independently peer-reviewed research 
papers can be identified with the abstracts of research, a summarized form of a paper published 
in the medical literature.  The full, complete data set can be accessed from the specific journal 
that the work is published in.  For some journals there may be a small fee required to access this 
unless the person accessing the journal has a subscription or works at an institution with a group 
subscription. 

There are now considerably more randomized, double-blinded, placebo-controlled 
clinical trials documenting the efficacy of cannabis for medicinal treatment of any number of 
conditions (pain, nausea, spasticity, glaucoma) than would typically be required of a standard 
prescription medication to obtain FDA approval for a given purpose (especially compared with 
the last time the FDA reviewed the matter in 2006).  This is now being documented summarily in 
the Cochrane Library data base as well.  There are several well done Cochrane reviews that 
summarize the multiple controlled, large scale, clinical trials that have been conducted with 
cannabis for efficacy as well as safety.(14) In fact, a simple word search on PubMed using just 
one keyword phrase “medical marijuana” reveals more than 2,389 published papers in peer-
reviewed journals.  Doing a search using the keyword “hydrocodone,” the most widely 
prescribed opioid analgesic in the United States, reveals a total of only 508 published papers 
(search done November 27, 2011; 12:00 PST, English language literature only): *hydrocodone is 
the most commonly prescribed opioid medication in the United States, and the active ingredient 
in Vicodin; **active opioid ingredient in Percocet®; +active opioid ingredient in tapentadol® 

ii.  Table One compares the number of Medline citations for medical 
marijuana compared to other commonly prescribed opioid medications 
(as of 11/27/2011; 12:00 PST): 

Medication (name/search term) Number of Medline (peer reviewed) Citations 
Medical marijuana 2,389 
Hydrocodone* 508 
Oxycodone** 1553 
Tapentadol+ 81 
TABLE ONE 

For the purposes of example, the results of a series of randomized, placebo-controlled 
FDA-approved clinical trials performed by regional branches of the University of California 
(UC) demonstrated that inhaled cannabis holds therapeutic value that is comparable to or better 
than conventional medications, particularly in the treatment of multiple sclerosis.  These findings 
were publicly presented to the California legislature, and also appear online here: 
http://www.cmcr.ucsd.edu/images/pdfs/CMCR_REPORT_FEB17.pdf. 

Further, the UC findings paralleled those previously reported by the American Medical 
Association’s Council on Science and Public Health. The research on medicinal cannabis is 
subject to all the standard procedural protocols required for all medical research.  This provides 
ample opportunity for peer members of the scientific community to fully vet and scrutinize the 
data demonstrating safety and efficacy of cannabis. 

With respect to the Department of Health and Human Services (HHS) regarding the five 
cited elements required to make a determination of “currently accepted medical use” for medical 
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cannabis, all of these have been fulfilled as described herein. As noted above, there is a more 
complete scientific analysis of the chemical components found in cannabis than in the most 
commonly prescribed opioid medications.  In fact, there are over four times more studies 
assessing the efficacy and safety of cannabis for medical use than there are for hydrocodone.  
These studies must pass through the same vetting process as any other study published in a peer 
reviewed journal.  In fact, the data above is from only the peer reviewed journals accepted by the 
National Library of Medicine, which has its own stringent criteria for citing journal articles (see: 
http://www.ncbi.nlm.nih.gov/pubmed). 

Research on the medical use of cannabis has unmistakably progressed to the point that it 
can be considered to have a “currently accepted medical use” as required by 21 U.S.C. 
812(b)(2)(B)). 

iii. With respect to a consensus of medical opinion, currently all of the 
following health organizations have issued statements in favor of 
medical cannabis 

International and National Organizations 

AIDS Action Council 
AIDS Treatment News 
American Academy of Family Physicians 
American College of Physicians 
American Medical Association 
American Medical Student Association 
American Nurses Association 
American Preventive Medical Association 
American Public Health Association 
American Society of Addiction Medicine 
Arthritis Research Campaign (United Kingdom) 
Australian Medical Association (New South Wales) Limited 
Australian National Task Force on Cannabis 
Belgian Ministry of Health 
British House of Lords Select Committee on Science and Technology 
British House of Lords Select Committee on Science and Technology (Second Report) 
British Medical Association 
Canadian AIDS Society 
Canadian Special Senate Committee on Illegal Drugs 
Dr. Dean Edell (surgeon and nationally syndicated radio host) 
French Ministry of Health 
Health Canada 
Kaiser Permanente 
Lymphoma Foundation of America 
The Montel Williams MS Foundation 
Multiple Sclerosis Society (Canada) 
The Multiple Sclerosis Society (United Kingdom) 
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National Academy of Sciences Institute Of Medicine (IOM) 
National Association for Public Health Policy 
National Nurses Society on Addictions 
Netherlands Ministry of Health 
New England Journal of Medicine 
New South Wales (Australia) Parliamentary Working Party on the use of Cannabis for Medical 
Purposes 
Dr. Andrew Weil (nationally recognized professor of internal medicine and founder of the 
National Integrative Medicine Council) 

State and Local Organizations 

Alaska Nurses Association 
Being Alive: People With HIV/AIDS Action Committee (San Diego, CA) 
California Academy of Family Physicians 
California Medical Association 
California Nurses Association 
California Pharmacists Association 
Colorado Nurses Association 
Connecticut Nurses Association 
Florida Governor's Red Ribbon Panel on AIDS 
Florida Medical Association 
Hawaii Nurses Association 
Illinois Nurses Association 
Life Extension Foundation 
Medical Society of the State of New York 
Mississippi Nurses Association 
New Jersey State Nurses Association 
New Mexico Medical Society 
New Mexico Nurses Association 
New York County Medical Society 
New York State Nurses Association 
North Carolina Nurses Association 
Rhode Island Medical Society 
Rhode Island State Nurses Association 
San Francisco Mayor's Summit on AIDS and HIV 
San Francisco Medical Society 
Vermont Medical Marijuana Study Committee 
Virginia Nurses Association 
Washington State Medical Association 
Washington State Pharmacy Assocaition 
Whitman-Walker Clinic (Washington, DC) 
Wisconsin Nurses Association 
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2. OTHER CURRENT SCIENTIFIC KNOWLEDGE (FACTOR THREE) 

The third factor the Secretary must consider is the state of current scientific knowledge 
regarding cannabis. Thus, this section, in combination with the previous pharmacology section, 
discusses the chemistry, human pharmacokinetics, and medical uses of cannabis. In addition, 
there are a multitude of new randomized, controlled clinical trials using cannabis that have been 
published in the past five years, which are new since the previously cited (FDA 2006 report) 
metanalyses.(5,6,7,35,143,197,280,281,471,711)  These investigations were done primarily in 
HIV-related painful neuropathy, spasticity in multiple sclerosis (MS), and appetite stimulation in 
HIV patients.  

All of these recent studies have shown statistically significant improvements in pain 
relief, spasticity, and appetite in the cannabis-using groups compared with controls.(5,6,7,35, 
143,197,280,281,471,711) A very recent systematic review and meta-analysis was done to 
evaluate the clinical effectiveness of analgesics in treating painful HIV-related sensory 
neuropathy (HIV-SN).(198)  The Medline, Cochrane central register of controlled trials 
(www.clinicaltrials.gov, www.controlled-trials.com and the reference lists of retrieved articles) 
were all searched for prospective, double-blinded, randomized controlled trials investigating the 
pharmacological treatment of painful HIV-SN with 44 studies identified, 19 were RCTs.  Of 
these, 14 fulfilled the inclusion criteria. Interventions demonstrating greater efficacy than 
placebo were cannabis, topical capsaicin, and recombinant human nerve growth factor (rhNGF), 
and of those three, cannabis had the strongest overall beneficial clinical effect. No superiority 
over placebo was reported in RCTs that examined amitriptyline, gabapentin, pregabalin, 
prosaptide, peptide-T, acetyl-L-carnitine, mexilitine, and lamotrigine.(198) 

While nearly all of the published controlled clinical trials with cannabis conducted in the 
United States have shown statistically significant and measurable benefits in subjects receiving 
the treatment, there have been negative results.(121,198,299,536)  Most notable perhaps was a 
study done by Greenberg, et al, in which 10 patients with spastic multiple sclerosis and 10 
healthy controls showed a clinical improvement in pain and spasticity in some patients, but 
impairment in posture and balance was noted in the MS group.(299) Another study in 18 healthy 
females using a cannabis extract did not show an affect on heat pain thresholds in a sunburn 
model, but this hyperalgesia effect had not been previously seen nor has this been substantiated 
by another study.(563) 

The vast majority of modern research indicates that cannabis has significant therapeutic 
efficacy in the treatment of a wide range of clinical applications. These include relief of pain 
associated with serious illnesses like cancer, spasticity, anorexia, nausea, glaucoma, and 
movement disorders. In addition, an emerging body of research suggests that the medicinal 
properties of cannabis may help the body in the setting of neurodegenerative disorders including 
ALS, Parkinson Disease, among others, as well as help against some types of malignant 
tumors.(3-5,13-16,30,31,37,72,102-109,122) 
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3.	 CANNABIS IS NOT AN IMMEDIATE PRECURSOR TO A CONTROLLED 
SUBSTANCE (FACTOR EIGHT) 

The eighth factor the Secretary must consider is whether cannabis is an immediate 
precursor of a controlled substance. Cannabis is not an immediate precursor of another 
controlled substance. It is a controlled substance, and it would not metabolize into another 
controlled substance.  Nothing more is required to address for this factor. 

4.	 ACTUAL AND POTENTIAL FOR ABUSE (FACTOR ONE) 

Generally, this factor (actual and potential for abuse) is similar to and best read together 
with the following sections that discuss the other factors required for this rule-making petition 
(dependence liability; pattern of abuse; and scope, duration and significance of abuse).  The 
organization of this report reflects this grouping, while addressing each required factor 
independently for purposes of ensuring full analysis and compliance with the rule-making 
petition requirements. 

This section discusses the issues involved with drug abuse, and begins with a review of 
the distinctions between the terms “addiction,” “compulsive use,” “abuse,” “dependence,” and 
“problems.” These terms and related clinical and social concepts have evolved over time such 
that views of what was addiction a few decades ago no longer are the same in the general 
medical community today. 

A. Background: definitions 

Some researchers claim that cannabis is not particularly addictive. Experts assert that 
cannabis’s addictive potential parallels caffeine’s.(200,228) Hilts (1994) asked two prominent 
drug researchers to rank features of six common drugs: nicotine, caffeine, heroin, cocaine, 
alcohol, and cannabis.(200) Both experts ranked cannabis last in its ability to produce 
withdrawal, tolerance, and dependence. Another study had experts rank 18 drugs on how easily 
they ‘hook’ people and how difficult they are to quit. Cannabis ranked 14th, behind the legal 
drugs nicotine (ranked first), alcohol (ranked 8th), and caffeine (ranked 12th). (See chart in 
section C of this factor regarding “Addictiveness Ratings for Drugs of Abuse”). 

The results above reflect expert opinions.  Other evidence also suggests that marijuana is 
not particularly addictive. For example, only a fraction of those who try cannabis eventually use 
it regularly. Nevertheless, some users still develop troubles related to the drug, and many request 
assistance in limiting their consumption.(573) In the face of these problems, the low ratings of 
addictive propensity seem confusing. This confusion may arise from diverse meanings for the 
word addiction. 

The term ‘addiction’ developed to describe the repetition of a habit. Addiction initially 
did not necessarily involve drugs. Its Latin root, ‘addictus,’ means state, proclaim, or bind. The 
origin suggests an obvious, stated connection between addicted people and their actions. The 
word connotes surrender, and implies that an activity or substance has bound the person.(383) 
Addiction was usually treated as a bad habit, similar to biting one’s nails compulsively. At the 
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beginning of the 20th century, at least in America, the term changed from a description of actions 
to a medical condition. This distinction may seem subtle, but converting a bad habit into a 
physiological disorder brings it into the domain of medical intervention. This medical approach 
implies that addiction is not just a troublesome activity; it is a personal condition. Medicine has 
transformed many troubling behaviors into biological illnesses, with many repercussions, 
including inconsistent and unclear clinical meaning.(225,671) 

Some medical texts support the term ‘addiction’ as the proper expression for drug 
problems. This definition emphasizes preoccupation with the substance, compulsive use, and 
frequent relapses. People who spend considerable time and effort trying to obtain the drug 
appear preoccupied. 

Compulsive use describes the subjective sense that one is forced to consume the drug. It 
need not mean intoxication at every moment. Compulsive use also can include consistent 
consumption under identical circumstances, such as using a drug at the same time each evening. 
Repeated use despite attempts to stop also typifies this definition of addiction. Proponents of this 
approach to defining problems emphasize loss of control. Loss of control implies that the initial 
use of the substance impairs the ability to stop. A tacit assumption in some medical settings 
suggests that these symptoms arise from a biological process, an interaction of a foreign 
chemical with internal physiology.(453) This approach may have inspired the disease model of 
addiction. 

B. Background: the disease model of addiction 

The disease model generates considerable emotion in many who investigate, treat, or 
experience drug problems. The controversy surrounding the model reflects the history of human 
reactions to personal difficulties as a moral issue or a moral model of addiction. 

The moral model attributed troubles to ignoble thoughts, actions, or character. Some 
adherents to the moral model suggested that those with drug problems were weak-willed. The 
moral approach identified the initial source of the disorder as being inside the individual. 

A shift to use of a disease model asserted that drug problems served as symptoms of an 
illness. This illness led people, through no fault of their own, to the problematic consumption of 
substances. The disease model minimized blaming addicts for symptoms beyond their control 
(e.g., few people fault people for contracting a disease like anthrax or influenza). No one tells 
people with these diseases to ‘use willpower’ to combat symptoms, whereas some believe 
resolving drug problems is a matter of willpower. The disease model suggests that 
condemnation wastes effort that could be better spent on therapy. This model underlies one of 
the most popular approaches to substance abuse treatment, the 12-step program. 

Critics of the disease model suggest that viewing drug problems as a disease can have 
drawbacks. In an effort to minimize blaming people for addictive behavior, proponents of the 
disease model may have created another set of problems. The definition of disease has grown 
slippery. Addiction may not qualify because it does not parallel other illnesses. No bacteria or 
viruses lead to substance abuse the way they create anthrax or HIV/AIDS. Genes do not cause 
addiction in the direct way they produce Down Syndrome or hemophilia. The symptoms of 
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cancer do not flare up in certain environments the way that craving for liquor may increase in 
certain contexts. Despite these facts, some advocates of the disease model treat addiction as a 
purely biological phenomenon. This emphasis on biology can exclude important economic, 
societal, and psychological contributors.(524) 

The opinion that drug problems reflect a medical disorder has certain drawbacks. The 
idea ignores social aspects of addiction, creates a dependence on medical treatments, and may 
lead to higher rates of relapse. Viewing addiction as a purely biological phenomenon minimizes 
established links between social class and drug problems.(34,448) This approach may blind 
people to the potential for limiting drug problems through social change. A purely biological 
approach may also lead people to rely inappropriately on medications rather than psychological 
treatment. Changing personal behavior is often difficult. Changing societal and cultural mores 
can prove even tougher. Prescribing medication for a disease is often more straightforward. The 
disease model also may contribute to higher rates of relapse because of a central idea about loss 
of control. A belief in this symptom, which describes an inability to use a drug in small 
amounts, may actually increase relapse rates.(419, 524) 

Increases in the risk of relapse may serve as a prime example of a drawback associated 
with the disease model. Problem users frequently report that initial consumption of a drug 
invariably leads to using markedly more than they ever intended. Many assumed that a chemical 
process associated with the experience of intoxication impaired their ability to stop consumption. 
This loss of control became synonymous with addictive disease. Yet, alcoholics surreptitiously 
given alcohol do not show signs of uncontrolled drinking. In contrast, alcoholics who believe 
they have consumed alcohol after drinking a placebo do show less control over their 
drinking.(419) These results suggest that what people think is more important than what they 
consume. 

In one relevant study, cannabis users in treatment reported about their relapses. Some 
used on a single occasion, considered it a ‘slip,’ and returned to abstinence quickly. Others 
considered the single use a sign of weak will or disease and ended up consuming markedly 
more.(651) These data suggest that this sort of loss of control likely arises from a psychological 
rather than a biological process. Many researchers view these data as evidence against the 
disease model. 

Other definitions of both addiction and disease have added to the controversy. Peele 
emphasizes tolerance, withdrawal, and craving as essential to addiction.(524) His work returns 
to the old definition of addiction, which can include actions that do not require chemicals. He 
extends the concept beyond drugs to nearly every behavior imaginable.(523) Yet he remains one 
of the most outspoken critics of the disease model. Tolerance, withdrawal, and craving all vary 
with features of the environment, suggesting that more than biology contributes to addictive 
behavior. Peele (1998) asserts that this evidence helps discredit the disease model. Other 
researchers argue that Peele misunderstands addiction.(710) The word may have so many 
different uses that it has lost its meaning. Thus, other terms have developed to describe trouble 
with drugs. 
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Because many define addiction quite broadly and disparately, some mental health 
professionals prefer the terms ‘dependence’ and ‘abuse.’ Others see these words as pejorative 
and judgmental compared to ‘addiction.’(453) Oddly enough, the World Health Organization 
(WHO) proposed the word ‘dependence’ to avoid the derogatory aspects of the word 
‘addiction.’(195) Addiction may imply a purely physical, biological process that might neglect 
psychological contributors to drug problems.(245) Other terms have developed to focus on the 
observable behavior without hypothesizing an internal process or disease. 

The foregoing discussion and debate provides background for the remaining discussion 
on this and the following three factors.  In the end, regardless of the term applied or the clinical 
definition used, cannabis use, abuse, misuse, or dependence is within reasonable levels, 
especially as compared to other Schedule II drugs. 

C. Cannabis use indicates a lower likelihood of addiction and abuse potential as 
compared to other substances (Table 2): 

Addictiveness Ratings for Drugs of Abuse from 746 Drug Professionals.(250) 

A survey of 746 mental health professionals and addictions researchers asked them to 
rate the addictiveness of various drugs on a seven-point scale with seven standing for extremely 
addictive.  Participants included members of the National Association of Alcoholism and Drug 
Abuse Counselors, authors of papers published in peer-reviewed journals on substance abuse, 
and psychologists, social workers, licensed substance abuse counselors, and psychiatrists. The 
sample was evenly split among men and women. As the figure reveals, these experts rated licit 
and illicit drugs as more addictive than cannabis, with caffeine, amphetamine, alcohol, cocaine, 
methamphetamine, oxycodone, crack cocaine, nicotine and heroin receiving significantly higher 
scores. Effect sizes ranged from .18 standard deviations for caffeine to 1.53 standard deviations 
for heroin. 
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5. PSYCHIC OR PHYSIOLOGIC DEPENDENCE LIABILITY (FACTOR SEVEN) 

Focusing on observable behavior has been a recurring theme for the Diagnostic and 
Statistical Manual (DSM) developed by the American Psychiatric Association (APA). This book 
attempts to define all psychiatric illnesses. Dependence and abuse appear in this work; addiction 
does not. Their definitions have gone through many revisions, and probably will continue to do 
so. The first version of the manual (the DSM I) appeared in 1952 (26); it is now in its fourth 
edition. Originally, the opinions of many mental health professionals contributed to the 
definition of any disorder. Gradually, researchers attempted to clarify the diagnoses based on 
science rather than opinion. Early versions of the dependence diagnosis simply required 
‘evidence of habitual use or a clear sense of need for the drug.’(27) This definition proved too 
subjective to diagnose reliably. Current definitions focus on a maladaptive pattern of use that 
leads to impairment or distress. Other symptoms are required for the diagnoses, as described 
below. 

A. Cannabis has low relative dependence risk and does not reach the severity
 
associated with other drugs
 

The DSM-IV defines drug dependence as a collection of any three of severe symptoms. 
All must create meaningful distress and occur within the same year. The diagnosis requires a 
certain amount of judgment on the clinician’s part, but the symptoms tend to be obvious. Each 
symptom reflects the idea that a person requires the drug to function and makes maladaptive 
sacrifices to use it. The current diagnosis focuses on consequences, not the amount or frequency 
of consumption. In contrast, earlier versions of the DSM once employed the frequency of 
intoxication as a symptom. For example, the diagnosis of a disorder known as ‘habitual 
excessive drinking’ required intoxication 12 times per year.(27) This approach proved inexact, 
and failed to relate to the magnitude of difficulties. Thus, current diagnoses of drug dependence 
focus on negative consequences. They include tolerance and withdrawal, which were once 
considered the hallmarks of dependence. The additional symptoms are: use that exceeds initial 
intention, persistent desire for the drug or failed attempts to decrease consumption, loss of time 
related to use, reduced activities because of consumption, and continued use despite problems. 

Tolerance is one of the hallmarks of physiological dependence. It occurs when repeated 
use of the same dose no longer produces as dramatic an effect. This symptom can indicate 
extensive use, and may motivate continued consumption. People do not grow tolerant to a drug, 
but to its effects. After repeated use, some of the effects of a drug may decrease while others 
may not. Tolerance to the desired effects of cannabis may encourage people to use more. Many 
people report using cannabis to enhance their moods.(628) Yet, tolerance develops to the mood-
enhancing effect of THC.(278) This tolerance may lead people to use more to achieve the same 
emotional reactions. The increased use may coincide with a greater chance for problems. 
Ironically, tolerance to negative effects may also encourage more consumption. For example, 
using marijuana creates dry mouth, but this effect diminishes with use.(719) This negative effect 
may have inhibited use initially. People might stop using if their mouths became too dry. But 
once tolerance develops, their mouths do not grow as dry and they may use more. Thus, 
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tolerance to marijuana’s effects may lead to increased consumption, and serves as a symptom of 
dependence. 

The second symptom of dependence is withdrawal. Withdrawal refers to discomfort 
associated with the absence of the drug. Many drugs produce withdrawal, including the most 
common ones: caffeine, nicotine, and alcohol. The most notorious drug withdrawal may come 
from heroin. This opiate has a reputation for producing dramatic withdrawal symptoms. No two 
people experience withdrawal in the exact same way. Many assert that cannabis does not 
produce any withdrawal at all. It certainly does not create the dramatic symptoms characteristic 
of alcohol or heroin, and many users do not experience any problems after discontinuing 
use.(609) Nevertheless, people who are given synthetic THC for a few consecutive days report 
negative moods and disturbed sleep after they stop taking the drug.(278) People who use 
cannabis a few days in a row report more anxiety without the drug.(279) Cannabis can lead to 
withdrawal, and thus dependence, but it does not reach the severity of dependence associated 
with other drugs like alcohol or opiates. 

The lack of flagrant, obvious cannabis withdrawal symptoms inspired the American 
Psychiatric Association to distinguish between types of dependence. Early versions of the 
diagnosis of dependence specifically noted that cannabis might cause problems in individuals 
who do not experience withdrawal.(14,27) The DSM-IV distinguishes between dependence with 
and without a physiological component. If tolerance or withdrawal appear among the three 
required symptoms, a diagnosis of physiological dependence is appropriate. Nevertheless, even 
without tolerance or withdrawal, individuals may receive a diagnosis of substance dependence 
without a physiological component.  If they show three other symptoms, they will still receive 
the diagnosis. This change in procedure has made the diagnosis of marijuana dependence 
potentially more common. 

A third symptom of dependence involves use that exceeds initial intention. This 
symptom suggests that individuals may plan to consume a certain amount of a drug, but once 
intoxication begins, they use markedly more. Use that exceeds intention was once known as loss 
of control. Many people misinterpreted the idea of loss of control, suggesting it meant an 
unstoppable compulsion to use the entire drug available. Use that exceeds intention specifically 
does not imply this dramatic, unconscious consumption. This symptom simply suggests that 
dependent users may have trouble using a small amount if they intend to. 

Dependence also includes a fourth symptom: failed attempts to decrease use, or a 
constant desire for the drug. An inability to reduce drug consumption despite a wish to do so 
certainly suggests that the drug has altered behavior meaningfully. Yet, someone with no 
motivation to quit would likely never qualify for a failed attempt. Thus, people who have not 
attempted to quit may still qualify for this symptom if they show a persistent, continuous craving 
for the drug. An inability to stop or a constant desire suggests dependence. 

A fifth symptom of dependence involves loss of time related to use. The time lost can be 
devoted to experiencing intoxication, recovering from it, or seeking drugs. Because marijuana is 
illegal, users may spend considerable time in search of it. People addicted to caffeine, nicotine, 
or alcohol may prove less likely to lose time in search of these substances. The number of hours 
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required to qualify for a meaningful loss of time is unclear, making this symptom seem 
subjective. Clear-cut cases include anyone whose day is devoted to finding drugs, getting 
intoxicated, and recovering. Anyone who spends a few hours each day on these activities would 
also qualify, depending on circumstances. In contrast, individuals who use cannabis for medical 
purposes would see increased productivity and might argue that they have lost little time in 
comparison with the medical benefits, so they would not likely qualify for this symptom. 
However, the subjective assessment of a meaningful amount of time may contribute to problems 
with the diagnosis of dependence. 

The sixth symptom of dependence is reduced activities because of drug use. This 
symptom focuses on work, relationships, and leisure. The presence of this symptom suggests 
that the drug has taken over so much of daily life that the user would qualify as dependent. Any 
impairment in job performance because of intoxication, hangover, or devoting work hours to 
obtaining drugs would qualify for the symptom. Anyone who misses work habitually might 
qualify for reduced activities. Sufficient functioning at work, however, does not ensure against 
dependence. Even with stellar job performance, impaired social functioning can also indicate 
problems. If a user’s only friends are also users and they only socialize while intoxicated, the 
substance has obviously had a marked impact on friendships. Recreational functioning is also 
important to the diagnosis. A user who formerly enjoyed hiking, reading, and theatre, but now 
spends all free time intoxicated would qualify for the symptom. This approach to the diagnosis 
implies that cannabis users who are not experiencing a multifaceted life can improve the way 
they function by using less, but it would not suggest that a medical cannabis user who improves 
performance would qualify. 

The last symptom of dependence requires continued use despite problems. People who 
persist in using the drug despite obvious negative consequences would qualify for this symptom. 
Recurrent use regardless of continued occupational, social, interpersonal, psychological, or 
health trouble obviously shows dependence. Continued consumption in the face of conflicts with 
loved ones, employers, and family might qualify for this symptom. This creates an odd 
diagnostic situation because the symptom may vary with the person’s environment. These 
interpersonal conflicts may arise from different interpersonal situations. This situation supports 
the idea that anyone who continues to use despite negative consequences must have a strong 
commitment to the drug, but members of a drug-oriented subculture might be less likely to be 
diagnosed with this symptom. Other problems need not involve people in the user’s life. For 
example, anyone with emphysema who continues smoking tobacco would qualify for this 
symptom. People who report guilt or a loss of self-respect because of their drug use also qualify 
for this symptom. Those who continue using even when it leads them to have a negative view of 
themselves show a genuine sign of dependence. However, a medical cannabis user’s quality of 
life would improve because of relief provided from their debilitating condition. 

B. Conclusion: low risk of dependence does not reach the severity necessary to keep 
cannabis classified as a Schedule I substance 

The seven symptoms of dependence do not indicate a risk to justify continued Schedule I 
placement of medical cannabis.  Clearly risk is present, but it is significantly less than other legal 
and Schedule II drugs, especially for medical users of cannabis because performance would 
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likely improve in comparison with what a debilitating illness causes.  Thus, reclassifying 
cannabis for medical use as a Schedule II is appropriate. 

6. HISTORY AND CURRENT PATTERN OF ABUSE (FACTOR FOUR) 

The fourth factor the Secretary must consider is the history and current pattern of abuse 
of cannabis. The history and current pattern of abuse can be confusing to estimate because a 
large percentage of United States citizens have tried marijuana at least once, but that is not as 
relevant to this analysis as the prevalence of use and misuse. 

Some estimates suggest that over 40 percent of the nation has tried the plant.  Rates were 
particularly high during peak eras of the 1970s.(14) For some age groups, trying marijuana is 
normative. For example, over 50 percent of those aged 18-25 report trying marijuana in their 
lifetimes, as has been the case each year from 2002-2010.(14) These reports from the National 
Study on Drug Use and Health (NSDUH) are available through the Substance Abuse and Mental 
Health Services Administration (SAMHSA) website: http://www.oas.samhsa.gov. Despite this 
prevalence, negative consequences remain rare. Most important, trying marijuana once should 
not be confused with a health problem, let alone a diagnosis of dependence or abuse. 

A. Cannabis rates of dependence or abuse are remarkably low in comparison with 
other drugs 

Rates of dependence or abuse are remarkably low. A survey of over 700 health 
professionals revealed that cannabis was considered less addictive than a host of other drugs, 
including the licit drugs alcohol, nicotine, and caffeine as well as Schedule II drugs like 
oxycodone, amphetamine, and methamphetamine.(250) The presence of marijuana dependence 
was extremely difficult to identify for many decades.(193) Recent work suggests that the 
diagnosis of both dependence and abuse remains extremely controversial.  It is unfortunate that 
the term “dependence” is also used for illicit drugs with markedly more severe addictive 
potential and abuse dependence, including opiates.  What qualifies as marijuana dependence 
lacks the severity and negative consequences common to dependence on alcohol or 
opiates.(128,193) 

Even using these controversial diagnoses, rates of dependence and abuse are low. 
Interviews for the National Longitudinal Alcohol Epidemiologic Survey ([NLAES] and National 
Epidemiologic Survey on Alcohol and Related Conditions ([NESARC] each confirm that rates of 
dependence or abuse of cannabis have never exceed two percent in a given year.(138) These are 
huge studies, each with samples sizes over 40,000 people, employing extensive interviews with 
highly trained professionals.  They likely create the most accurate estimates available. In 
contrast, alcohol abuse and dependence appears in seven to eight percent of the population in a 
given year.(138) The non-medical use of prescription drugs is markedly less common than using 
marijuana one time (approximately 10 percent), but over 20 percent of those people later qualify 
for a diagnosis of abuse.(428) Again, these SAMHSA-NSDUH reports are all available at: 
http://www.oas.samhsa.gov 
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B. Cannabis dependence causes much less severe negative consequences than other 
Schedule II drugs 

Another important point to consider when interpreting data on marijuana problems 
involves a lack of focus on medical users. Currently, no large study of symptoms of dependence 
or abuse of marijuana focuses on patients with physician recommendations.  At worst it is 
reasonable to generalize that if the two percent rate of dependence or abuse would generalize to 
medical users, then cannabis represents a far less harmful drug than other legal Schedule II 
substances.  

One symptom of dependence involves time lost obtaining the drug. Obviously, a 
legitimate source of cannabis comparable to the pharmacies that provide Schedule II drugs 
would eliminate this symptom. In addition, given the low severity of the most common 
symptoms of dependence (like tolerance), it cannot be concluded that this risk always outweighs 
medical utility. 

7. SCOPE, DURATION, AND SIGNIFICANCE OF ABUSE (FACTOR FIVE) 

A subset of individuals may experience negative consequences from drugs that do not 
qualify for dependence but still lead to the diagnosis of substance abuse. This diagnosis requires 
significant impairment or distress directly related to the use of the drug. This dysfunction and 
strain are necessary to identify abuse. The diagnosis requires only one of the four symptoms that 
appear in the current criteria.(28) These symptoms include: interference with major obligations, 
intoxication in unsafe settings, legal problems, and continued use in the face of troubles. Each of 
these signs requires some interpretation on a diagnoser’s part, but trained individuals apply the 
category reliably. Most experienced diagnosticians can agree who meets criteria for substance 
abuse and who does not.(694). This definition remains distinctly separate from dependence, 
which requires different symptoms and more of them. Although a diagnosis of abuse clearly 
serves as a sign of genuine troubles, many clinicians consider dependence more severe. Thus, 
those who qualify for dependence would not receive the less severe diagnosis of abuse. 

The first symptom of abuse, interference with major obligations, requires impaired 
performance at work, home, or school. The idea that abuse requires interference with major 
obligations reflects concerns about optimal functioning. The impairment may arise because of 
intoxication, recovery from intoxication, or time devoted to searching for drugs. The definition 
is necessarily broad in order to apply to people with a variety of responsibilities. The symptom 
applies to employees who miss work or students who fail tests because of intoxication. One 
curious aspect of this symptom concerns the way some potential abusers arrange their lives to 
minimize the impact of their drug use on obligations. Anyone with few major obligations may 
become intoxicated more often or more severely without qualifying for the symptom. 

The second symptom requires intoxication in an unsafe setting. The DSM specifically 
lists driving a car and operating machinery as hazardous situations where intoxication could 
create dangerous negative consequences.(632) Driving while intoxicated is unacceptable and 
qualifies as substance abuse. 
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The intoxicated performance of any task can lead to this diagnosis if impairment might 
create negative consequences. Driving a forklift or using power tools might qualify. Note that 
no negative consequences actually need to occur; their increased likelihood can qualify for 
abuse. Thus, those who drive intoxicated but never receive tickets or have accidents would still 
qualify for abuse because they have increased their likelihood of negative consequences. 

The third symptom included in the diagnosis of substance abuse concerns legal problems. 
(76,266) The definition of this symptom makes users of legal drugs less likely to get a diagnosis 
of abuse than users of illegal drugs. Any arrest that arises from drug-impaired behavior, such as 
public intoxication or driving under the influence, clearly qualifies as abuse. Other legal 
problems qualify even if they do not arise from intoxication. If medical cannabis were 
rescheduled, the purchase and possession with the proper prescriptions would not be considered 
“abuse” alone, so legal problems that some individuals may currently experience should not be 
factored into an evaluation of the potential for abuse under the rescheduled drug. 

The fourth symptom of drug abuse concerns consistent use despite problems. This 
symptom is identical to the last symptom of dependence (discussed under section 5. Psychic or 
Physiologic Dependence Liability). Note that recurrent use in the face of occupational, social, 
interpersonal, psychological, or health troubles qualifies as abuse. Medical use of cannabis that 
helps a patient withstand the effects of a serious illness, would obviously not qualify. 

A. The prevalence and significance of potential abuse are limited for cannabis, 

especially in relation to other Schedule II substances
 

One of the most comprehensive studies of abuse and dependence began with interviews 
of over 42,000 people. This research focused on people who had used cannabis in the previous 
year, and revealed that 23 percent qualified for a diagnosis of abuse and six percent qualified for 
a diagnosis of dependence.  Abuse appeared more often among rural users. Dependence 
appeared more often among users who were depressed.(257) 

Other studies have concentrated on negative consequences rather than diagnoses.  Recent, 
large-scale investigations focused on problems related to social functioning, health troubles, or 
psychological symptoms.(257) In a large sample of Americans, 85 percent of people who had 
used marijuana in the previous year reported none of these problems. Fifteen percent reported 
one, eight percent reported at least two, and four percent reported at least three negative 
consequences that they attributed to cannabis use. Thus, more than four out of five people who 
had used cannabis in the previous year reported no problems related to the drug.(482) 

This information certainly helps provide estimates of marijuana problems, but the data 
raise questions. At first glance, it appears that 15 percent of marijuana users experience 
problems with the drug. However, the control group failed to account for people who did not use 
marijuana but also experience comparable social, medical, or psychological troubles. A 
meaningful control group that included people who never used marijuana would certainly help 
interpretations of this study. Some of the users in this study may have experienced these 
symptoms even if they had never used cannabis. Yet, the tacit assumption, that the cannabis 
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created the problems is not proved. If cannabis users reported more of these sorts of troubles 
than nonusers, the idea that cannabis caused the problems would be more supportable. The 
current approach, however, may overestimate marijuana’s negative impact. 

The limitations of this one study do not mean that cannabis does not cause problems. 
Other research supports the idea that a percentage of cannabis users experience troubles with the 
drug. Approximately nine percent of one group of users followed for five years developed 
negative consequences.(718) These researchers defined problems in four aspects of life. These 
included negative effects of the drug, problems controlling use, and interpersonal difficulties. 
They also included unfavorable opinions about use. Adverse opinions included feeling that 
marijuana use had grown excessive, guilt-inducing, or objectionable. 

Unlike the NIDA study above, which focused on problems that could have occurred to 
anyone, this study identified troubles that concentrate more on marijuana. The nine percent of 
the sample labeled problem users experienced troubles in at least three of these domains. These 
studies both suggest that cannabis use is not harmless, and that some individuals experience 
negative consequences from the drug. Even those who may not qualify for addiction, abuse, or 
dependence might benefit from altering their marijuana consumption. A focus on problems may 
enhance the prevention of addiction, abuse, or dependence, however they are defined. However, 
the prevalence of associated problems is less than other legal medicine. 

B. Conclusions 

Cannabis is the most commonly consumed drug that is currently in Schedule I, with 200­
300 million users worldwide. Approximately a third of Americans have tried the substance at 
least once. Less than five percent of Americans report using the drug every week. Estimating 
the exact number of users is difficult. The amounts that people consume are also hard to 
estimate. A variety of definitions of abuse and misuse of the drug exist. These include 
addiction, dependence, abuse, and problems. Addiction does not have a universal definition, 
making the term difficult to use scientifically. Abuse and dependence are diagnosed reliably and 
clearly can apply to problem marijuana users. Nevertheless, the abuse and dependence 
diagnoses may not provide the clear information one might learn from a simple list of marijuana 
problems. More to the point, cannabis problems are not particularly common, but six to nine 
percent of users report some difficulties with the drug, which is significantly less than other 
categories of legal Scheduled II and III drugs. 
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8. PUBLIC HEALTH RISK (FACTOR SIX) 

This section will review and show that cannabis plays little role in producing social 
problems like amotivation, reckless driving, and aggression or hostility.  Details of the relevant 
studies appear below. 

A. Amotivational syndrome generally is not a dangerous side-effect, and data shows 
little correlation with cannabis use 

Some concern has been expressed about the drug’s long-term impact on motivation.(475­
480)  By the late 1960s, researchers coined the expression ‘amotivational syndrome’ to describe 
indifferent, apathic people who used marijuana, yet data has not proven that marijuana actually 
alters motivation. As a result, varied definitions and measurements of amotivational syndrome 
have led to some review of the concept. 

To measure motivation or amotivational syndrome, some investigators have examined 
employment history and educational achievement, and others reviewed performance on 
laboratory tasks. Nearly all measurement strategies reflect generalized values about 
productivity. Many researchers tacitly assume that motivated people perform well in school, 
work hard for their employers, and persevere on laboratory tasks. Yet, there are many 
exceptions of the world’s most famous achievers failing in these domains. People do not share 
all goals, or value the pursuit of objectives in the same way. Some cultures emphasize different 
values than others.(86) 

The notion of amotivational syndrome can inadvertently pathologize behaviors that many 
people in other cultures find fulfilling.(467) For example, vacation time varies dramatically 
from country to country, reflecting different attitudes about leisure and productivity.(568) In 
addition, motivation and achievement do not necessarily lead to happiness or increased 
satisfaction in life. The idea of amotivational syndrome may present a false promise that 
accomplishments lead invariably to happiness. 

Even within our society, the definitions of amotivational syndrome vary considerably. 
There is no formal diagnosis or established list of symptoms. Most researchers employ their own 
unique measures of motivation, making comparisons between studies difficult. Reports usually 
describe amotivation as a subtle shift in priorities. Achievement becomes less important; leisure 
becomes more important. Sufferers purportedly have few long-term goals or no concrete plans 
for attaining them. They may lose the ability to concentrate, endure frustration, and participate 
in life. Even if a cannabis-induced amotivational syndrome exists, its symptoms are far less 
problematic than the obvious problems associated with the abuse of other drugs. Chronic 
cannabis users rarely report the drastic financial, social, and occupational difficulties typical of 
addiction to opiates. 

The purported symptoms of amotivational syndrome are hardly unique to cannabis use. 
Clinical depression often includes the fatigue, poor concentration, and apathy typical of 
amotivation. This overlap suggests that a subset of depressed people who use marijuana may 
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account for clinical observations of amotivational syndrome. People who are depressed or 
unmotivated may happen to use cannabis, giving the impression that the drug has created the 
symptoms. In fact, the links among depression, amotivation, and cannabis consumption are not 
straightforward. 

Recent data reveal that cannabis consumption has no significant association with 
depression in adults. A subset of people who use marijuana to cope with problems show more 
depressive symptoms, but it is not clear that cannabis use caused their depression. People who 
first tried marijuana before age 16 showed more depression later in life, yet this relationship 
disappeared when the use of other drugs was taken into account.(261) A separate study revealed 
that measures of motivation correlated more with depression than with marijuana consumption, 
even among heavy users.(471) Thus, depression rather than cannabis may cause amotivational 
symptoms, and medical cannabis users feel less pain and are often less depressed as a result. 

The idea that cannabis use diminishes motivation requires the same firm evidence of 
association, temporal antecedence, and isolation on the gateway effect. Marijuana must precede 
and correlate with amotivation to cause it. The symptoms also must not stem from some other 
contributor like personality, depression, or the use of another drug. Ensuring that amotivational 
syndrome arises from cannabis requires experiments. Researchers can randomly assign people 
to receive cannabis or placebo. This arrangement ensures that everyone is equally likely to end 
up in the group that uses cannabis, assuring that any identified deficits arise from cannabis rather 
than personality, depression, or other drug use. 

In an alternative approach, participants work after use of a placebo and at other times 
after cannabis use. This strategy, known as a within-subjects design, ensures that all the people 
work both intoxicated and sober. Investigators can then compare each person’s intoxicated 
performance to his or her own work in the absence of the drug. Under these circumstances, any 
identified impairment must stem from cannabis. Thus, laboratory experiments can rule out 
alternative explanations for the impact of cannabis on motivation. This type of research requires 
extensive time, effort, and funding. Cannabis use over many days should produce the lethargy 
and lack of ambition typical of the disorder. As the next section discusses, laboratory 
experiments on repeated daily exposure reveals no evidence for amotivaltional sydrome. 

i.	 Laboratory performance does not indicate amotivational 
syndrome in cannabis users 

In one of the first studies of chronic cannabis administration, researchers employed six 
men to build chairs for 70 days. They earned two dollars per chair initially, but went on strike 
twice and raised their fees. They had periods without cannabis, and weeks when they could 
purchase as much as they wanted. For 28 days the researchers required that they use at least two 
doses containing a total of 17 mg of THC. Generally, the men built fewer chairs and worked 
fewer hours when required to consume cannabis. They also built fewer chairs immediately after 
they went on strike and increased their wages. The men showed no other signs of amotivation. 

This study supports the idea that intoxication can decrease productivity.(444) Yet, it is 
unclear if this would qualify as evidence for amotivational syndrome. Arranging for a strike to 
increase wages likely required motivation, organization, and drive. Making fewer chairs might 
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reflect lower motivation, but it more likely offers further evidence that intoxication impairs 
performance. 

In another study of chronic administration, researchers paid 30 men to stay in the hospital 
for 94 days. They ingested no drugs for the first 11 days, used cannabis for the next 64, took a 
break from the drug for a week, used daily for nine more days, and then did not use the last three. 
They were paid for daily work on two different tasks. One required adding large numbers on a 
calculator. The other required answering textbook questions. Participants received ten cents for 
each correct answer on these two tasks. Acute intoxication and chronic exposure had no impact 
on any measure of performance. The men showed statistically comparable total responses, total 
correct responses, errors and time worked throughout the 94 day period.(135,136) These data 
offer no support for amotivational syndrome. 

In another detailed experiment, 20 young men lived in a hospital for three months. They 
made belts for money, and used cannabis at various rates. The men were abstinent for certain 
periods, and could use as much as they chose at other times. On some days, researchers required 
that participants use a specific amount of cannabis, up to 30 mg of THC.  Generally, the larger 
doses briefly reduced productivity.  The men made fewer belts on days when they were forced to 
use high doses. People who used as much as they wanted initially performed more work than 
people who were forced to use larger amounts. Participants reportedly disliked the mandatory 
doses. Some even threatened to leave the experiment. However, over time, they developed 
tolerance, minimizing any effects on productivity, and they did not show overt signs of 
amotivational syndrome, including no decline in physical condition, personal hygiene, social 
functioning, or intellectual abilities. These signs remained absent even on days when the men 
made fewer belts.(96) Thus, the men in this study showed no symptoms of a motivational 
disorder. When they were required to use large doses of cannabis, they showed an initial drop in 
productivity, which quickly returned to normal. 

The long-term studies discussed above offer little support for cannabis-induced losses of 
productivity. One standard way to manipulate motivation in the laboratory requires offering 
extra cash for good performance on tasks. In one study of marijuana’s effects, researchers 
attempted to increase motivation and performance on simple tasks by offering financial 
incentives. On a reaction-time task, intoxicated people did not respond to this incentive as 
dramatically as the people who had not used cannabis. Offering extra money did not motivate 
people to react more quickly while intoxicated, but it did speed reaction times for people who 
were not intoxicated. The authors emphasize that this result offers little support for 
amotivational syndrome. Instead, these data mean that intoxicated people do not react to 
standard techniques for enhancing motivation.(538) 

Two other studies performed in a residential laboratory revealed that intoxicated men 
were less likely to perform tasks that they disliked.(221-223) After using cannabis, these people 
spent less time on work and chores and more time on recreational activities.  Articles often refer 
to these studies as evidence for amotivational syndrome. At worst, intoxication decreases a 
person’s willingness to work on unappealing projects, but this effect hardly parallels the apathy 
typical of most definitions of amotivation. If these results qualify as evidence for amotivational 

32 



  

  

   
   

 
  

   
 

    
   

  
   

   
  

 
 

   
      

   
     

    
   

 
  

   
 

 
   

   
    

  
      

     
   

 

 
   

   
   

 
 

      
 

 
   

Exhibit B: Statement of Grounds 

syndrome, then most psychoactive drugs could serve as a cause. In fact, anything that might 
create procrastination, including watching television, could serve as a source of amotivation. 

Intoxication can impair performance on some tasks in some conditions. Nevertheless, the 
evidence lacks to prove clear amotivational syndrome. Many critics dismiss this laboratory 
evidence as irrelevant due reasons like short duration of exposure, yet that is not the case and 
there are other studies that demonstrate longer term exposure does not cause amotivation in 
animals.(630) The term often implies a failure to achieve in life, not simple deficits on 
laboratory tasks. To further test the role of cannabis in motivation, other investigators have 
examined marijuana’s correlation with educational and work performance. Impairments on these 
life tasks appear more relevant to the idea of amotivational syndrome. 

ii.	 Correlations with education and work do not support 
amotivational syndrome in cannabis users 

Surveys of associations between drug use and job or school activities lack the 
experimental control found in the chronic administration studies. Investigators can only assume 
that cannabis use causes poor performance at work or school. Alternative explanations remain 
equally tenable. For example, poor adjustment in work or school might lead some people to use 
cannabis. A third factor may account for the association, too. Depressed people might perform 
poorly and choose to use cannabis. People with certain personality characteristics might choose 
to use marijuana and make school or work a low priority. Thus, a simple association between 
cannabis consumption and education or work does not prove that amotivational syndrome exists. 
Nevertheless, the absence of an association between cannabis and achievement might undermine 
arguments for cannabis-induced amotivation. 

Parents and educators express understandable concern about marijuana, amotivational 
syndrome, and schoolwork. Research has focused on academic achievement in college and 
intoxicated school students. Contrary to popular belief, over half a dozen studies reveal that 
cannabis users and nonusers have comparable grades in college. One typical report surveyed 
1,400 undergraduates, revealing no differences between users and nonusers on grades, changes 
in their majors, or number of colleges attended. Chronic users (those who used at least three 
times a week for three years) took more time off from their schooling, but were also more likely 
to plan to earn a graduate degree.(302) 

Surprisingly, there is some evidence of improved academic performance in marijuana 
users than in nonusers, although no one has ever proposed that cannabis could help school 
performance.(239) Users and nonusers also show no differences in their orientations towards 
achievement, their extracurricular activities, or their participation in sports. Thus, research on 
college students provides no support for the idea of amotivational syndrome.(751) 

Although cannabis consumption in college has no link to school performance, high 
school students who use cannabis have lower grades and quit school more often. Cannabis users 
in school also spend less time on their homework and miss more days of school.(347) At first 
glance, this association between cannabis and school performance seems consistent with the idea 
of amotivation. Perhaps cannabis destroys motivation in young teens, so an age restriction 
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would be appropriate. Yet, data do not support this restricted form of amotivational syndrome, 
either. Most heavy users earned lower grades prior to their cannabis consumption, suggesting 
that other factors besides cannabis might have caused the poorer performance.(621,622) For 
example, high school students who use cannabis heavily also tend to use alcohol and other illicit 
substances. These results suggest that drugs other than cannabis might lower grades.(276) 

Cannabis alone probably does not cause poor school performance. Instead, the regular 
consumption of cannabis in school serves as part of a general pattern of deviance. Heavy users 
appear more unconventional in general. They are more critical of society, less involved in 
church and school, and more involved in delinquent acts. They often behaved this way before 
they ever discovered cannabis.(171) Because these young people showed these qualities before 
using cannabis, the drug seems an unlikely cause of amotivational syndrome in high school 
students. Thus, depressed, unmotivated, unconventional adolescents may choose to use 
marijuana, but the drug does not appear to create their deviance. Nonetheless, the DEA should 
apply age restrictions for the medical use of the cannabis.  

Two contradictory attitudes have developed about marijuana’s impact on job 
performance. Many people believe the drug destroys motivation and detracts from efficiency, 
yet others use the drug to enhance their work, which can be said in the case of many medical 
cannabis users who continue working while suffering a debilitating illness because cannabis 
helps. 

The results seem to depend upon the type of job involved. People who perform 
repetitive, simple tasks may turn to cannabis to relieve from painful jobs. For example, laborers 
in India increased their ganja consumption 50 percent during the harvest season.(125) In 
Jamaica, farm hands who used cannabis actually worked harder than those who did not.(137,515) 
Perhaps marijuana makes monotonous physical labor more bearable. In contrast, jobs that 
require complex or rapid decisions likely suffer during intoxication.(119) Thus, the acute effects 
of cannabis on performance may vary dramatically with different jobs and the condition of the 
user. 

The enduring lack of initiative that defines amotivational syndrome requires more than 
brief changes in work performance during intoxication. Wages, hours, and employment history 
may serve as better indices of motivation on the job. Research performed in countries where 
workers frequently use cannabis has shown little difference between heavy users, occasional 
users, and abstainers. These groups had comparable forms of employment in Costa Rica and 
Jamaica.(73,110) 

In the United States, where cannabis consumption is less prevalent, the impact of the drug 
on wages, hours, and job turnover still does not support the idea of amotivational syndrome. 
Data actually suggest some positive links between cannabis consumption and work, but only for 
adults. One survey of over 8,000 adults who held a variety of jobs showed higher wages with 
increased use.(344) Other studies of employment histories and drug use reveal that marijuana 
users do not appear to lose their jobs more often than nonusers, even though employers are more 
likely to fire users of other illicit drugs.(494, 517) 
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iii. Summary for amotivational syndrome 

Laboratory studies of humans and primates offer little support for amotivational 
syndrome for cannabis users. Employment data show no links between cannabis use and lower 
wages, poor work performance, or job turnover. School performance does not vary with 
cannabis consumption in college students. High school students who use cannabis do worse in 
school, but most performed poorly before they used cannabis, and many used other drugs that 
likely contributed to their lower grades more than cannabis. Nonetheless, appropriate age 
restrictions are necessary. Employment data show no links between cannabis use alone and 
lower wages, poor work performance, or job turnover in adults. 

Self-reports in heavy users show that a percentage of people think cannabis affects their 
motivation, but consumption of other drugs or the presence of physical and emotional problems 
more likely are the cause of their lack of motivation.  More importantly, these were not medical 
users who clearly indicate a beneficial therapeutic experience when using cannabis for severe 
medical conditions. Additionally, no studies show pervasive lethargy, dysphoria, and apathy 
appear in all heavy users. Thus, the evidence for a cannabis-induced amotivational syndrome is 
weak. Yet, a subset of depressed users may show the symptoms of amotivational 
syndrome.(185) These people would likely benefit from cognitive-behavioral treatments for 
depression, which can improve mood, motivation, and achievement. 

B. Cannabis use has risks similar to other legal Schedule II substances 

i. Overview 
Amotivational syndrome is not the only social problem attributed to marijuana. The 

drug’s potential role in auto accidents has also generated considerable concern. In 1997, traffic 
accidents in the U.S. numbered 16 million and caused 43,000 deaths. Comparable numbers of 
crashes and fatalities have likely occurred in more recent years.(84) These statistics raise an 
understandable concern about impaired driving. Many drugs can increase highway mishaps. 
Alcohol is the most common and notorious cause of accidents. Common antidepressants, 
antihistamines, and tranquilizers also reduce driving skill.(566) 

Cannabis intoxication clearly alters thought and memory, leading many researchers to 
investigate its role in highway fatalities. Data supports that marijuana does not significantly 
contribute to accidents.(413, 669) Research on cannabis and traffic safety relies on two 
approaches: epidemiological studies of crashes and laboratory experiments with intoxicated 
drivers. In general, studies reveal that marijuana has no effect on culpability for fatal crashes if a 
driver’s age and blood alcohol concentration are taken into account. There is no data regarding 
whether marijuana intoxication increases the chances of other more minor accidents. Regardless, 
driving while intoxicated is never acceptable and cannot be tolerated.  

Laboratory experiments using driving simulators and actual performance on the road 
reveal that motorists intoxicated with cannabis compensate for the drug’s cognitive effects. They 
drive more slowly, leave more space between cars, and take fewer risks. Nevertheless, 
dangerous situations might require rapid responses to avoid an accident, and recent work reveals 
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that the combination of alcohol and cannabis can meaningfully increase driving problems. Given 
marijuana’s proven ability to impair attention and rapid responses, users must avoid driving 
while intoxicated.(485) Driving after consuming alcohol, particularly in combination with 
cannabis or any other drug, legal or illegal, even antihistamines, is extremely dangerous and ill-
advised. These risks are similar to other Schedule II drugs. 

ii. Epidemiological studies 
Nearly a dozen studies from all around the globe report the frequent presence of THC in 

the bloodstreams of motorists involved in accidents that caused death or injury. It is important to 
note that depending on the study, as many as 84 percent of these users were intoxicated with 
alcohol at the time. Ethanol’s detrimental effect on driving is well established, and seems the 
most parsimonious explanation for these mishaps. 

For example, data from over 1,000 drivers involved in fatal accidents in Australia 
revealed that cannabis was present in 11 percent of them. Ratings of the accident reports 
revealed that drivers who had consumed alcohol or the combination of alcohol and cannabis 
were culpable more often than drivers who were free of drugs.(181). 

Curiously, many studies of cannabis and traffic safety found that the odds of causing 
death or injury were slightly lower in cannabis users than in people who had not consumed 
drugs.(41) For example, the study of Australian motorists mentioned above showed that users of 
cannabis were 30 percent less likely to cause accidents as drivers who had not used any drug. A 
study of over 300 drivers involved in fatal crashes in California focused on motorists who tested 
positive for cannabis but no other drug. Unexpectedly, they were half as likely to be responsible 
for accidents as those who were free of substances.(730)  Another investigation of over 1,800 
fatal crashes in the U.S. found that drivers who used only cannabis were 70 percent as likely to 
have caused an accident as the drug-free group.(680) 

Although, driving while intoxicated on any psychoactive substance is a problem, none of 
these estimates revealed statistically significant increases in causes of accidents as a result of 
using cannabis alone.  Nevertheless, as the next section discusses, the consistency of these results 
raises interesting questions in which laboratory research provides a potential explanation. 

iii. Laboratory experiments 
Another approach to answering questions about cannabis and traffic safety involves 

randomly assigning motorists to ingest THC or placebo before driving. This approach has 
several advantages over epidemiological work. Critics might argue that epidemiological studies 
of THC’s presence in crashes may create a confounding bias. They assert that people who 
choose to use marijuana and drive may be more disinhibited than those who do not drive during 
cannabis intoxication. Thus, any epidemiological evidence for elevated THC rates in drivers 
involved with accidents may simply reflect an underlying driving deficit correlated with the 
propensity to use cannabis before operating a motor vehicle. 

Laboratory experiments can bypass this problem in two ways. First, researchers can 
randomly assign drivers to receive cannabis or placebo. This arrangement ensures that good and 
bad drivers are equally likely to end up in the group that uses marijuana before driving. Random 
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assignment assures that any identified deficits arise from intoxication rather than a biased 
sample. In an alternative approach, participants drive once after using a placebo and again after 
using cannabis. This technique, known as a within-subjects design, ensures that all the people 
drive both intoxicated and sober. Then, investigators can compare each individual’s 
performance while intoxicated to his or her own performance in the absence of the drug. Again, 
under these circumstances, any identified impairment must stem from intoxication. Thus, 
laboratory experiments rule out alternative explanations for marijuana’s impact on driving (and 
provide a safe laboratory environment for the test). 

A review of over a dozen of these experiments reveals three findings. First, after using 
marijuana, people drive more slowly. In addition, they increase the distance between their cars 
and the car in front of them. Third, they are less likely to attempt to pass other vehicles on the 
road. All of these practices can decrease the chance of crashes and certainly limit the probability 
of injury or death if an accident does occur. These three habits may explain the slightly lower 
risk of accidents that appears in the epidemiological studies. These results contrast dramatically 
to those found for alcohol. Alcohol intoxication often increases speed and passing while 
decreasing following distance, and markedly raises the chance of crashes.(632) 

Additional work has confirmed these effects.(555,556) One recent, comprehensive paper 
reported four different experiments examining the impact of THC and alcohol alone and in 
combination.(555) Men and women used cannabis containing zero, 100, 200, or 300 
micrograms of THC per kilogram of body weight. The active doses correspond to approximately 
one-half, one, or one-and-a-half of a cannabis dose for a 150 pound person. Participants drank 
placebos or enough alcohol to maintain breath alcohol concentrations of approximately .04 
percent (this dose corresponds approximately to drinking two beers quickly on an empty stomach 
for a 150 pound man). Participants then drove in different places on separate occasions, 
including a deserted stretch of road, in regular highway traffic, and on city streets. A driving 
instructor in a specially equipped training car, sat beside them, rating their performance (a 
second wheel and controls allowed the instructor to drive if needed). These studies have 
advantages over research that employs driving simulators because performance in a real car in 
regular traffic likely better generalizes to other driving situations. 

In other tests, participants performed two different driving tasks. One task, the road-
tracking test, simply involved maintaining a constant speed of 90 kilometers (roughly 55 miles) 
per hour and staying within a designated lane.(556) The other task, the car-following test, 
involved maintaining a constant distance behind a vehicle that altered its speed and acceleration. 
Marijuana produced two consistent effects. First, the drug significantly increased lateral 
movement within the traffic lane. That is, participants’ cars weaved from side to side within the 
lane more after using cannabis than placebo. Second, cannabis caused drivers to increase their 
distance from the vehicle in front of them during the car-following test. Marijuana did not alter 
any other way that the drivers handled the vehicle, maneuvered through traffic, or turned the car. 
In contrast, alcohol not only increased lateral movement in the lane, it also impaired vehicle 
handling and maneuvers. The two drugs combined produced the most impairment.(556) 

Thus, although traffic accidents kill thousands each year and driving while intoxicated 
with cannabis is not tolerable, its role alone in reckless driving is markedly smaller than once 
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believed. Epidemiological research reveals that those who test positive for cannabis and no other 
drug do not cause accidents any more often than people who are drug free. Laboratory research 
shows that cannabis intoxication increases lateral motion within the traffic lane but does not 
impair handling, maneuvering, or turning. Obviously, no one should operate dangerous 
machinery of any kind under the influence of cannabis or other psychoactive drugs. 
Nevertheless, the impact of cannabis alone on reckless driving appears extremely small. 
Although traffic fatalities remain a serious social problem, cannabis use alone does not appear to 
be a significant causative factor. 

C. Cannabis use does not increase aggression 

i. Overview 
In addition to concerns about loss of motivation and reckless driving, many people fear 

that cannabis intoxication can lead to hostility. Summaries of studies on marijuana and 
aggression may reveal these biases more than any other area of research. Interpretations of this 
literature are incredibly disparate. One author’s evidence for marijuana’s connection to violence 
serves as another author’s proof that the drug does not cause aggression. 

An interpretation of a study of murderers illustrates this point. In this research, 
interviews with 268 incarcerated murderers revealed that 72 of them had used cannabis within a 
day of the homicide. Of these 72, 18 claimed that marijuana contributed to the murder in some 
way. Fifteen of these 18 were intoxicated with other drugs at the time.(643) The researchers 
reported these facts clearly, but interpretations of their meaning vary dramatically. One review 
cites this study as an example of cannabis leading to violence.(667) Another uses it as an 
illustration of the rarity of cannabis-induced hostility, emphasizing how other drugs account for 
the relationship between cannabis and aggression.(751) Thus, any interpretations of data from 
this field require a close reading of the original studies. 

People have assumed drugs lead to violence at least since the seventeenth century, and 
certainly intoxication, withdrawal, and chronic use of alcohol and stimulants clearly increase 
aggressive acts.(358) Despite evidence for increased aggression that is otherwise associated with 
other drugs, the vast majority of work shows that cannabis does not induce hostility. This 
research includes the standard series of case studies, correlational reports, and laboratory 
experiments. 

Each of these research approaches has strengths and weaknesses, but the general 
conclusions remain the same: direct links between cannabis intoxication and violence do not 
appear in the general population. A few studies show correlations between marijuana 
consumption and violent acts, but these links frequently stem from personality characteristics or 
the use of other drugs. People who are violent or who use drugs that lead to violence often also 
use cannabis, but it is not clear that the cannabis use causes the violence. 

Laboratory studies also find no link between THC intoxication and violence. Most 
people who ingest THC before performing a competitive task in the laboratory do not show more 
aggression than people who receive placebos; occasionally they show decreased hostility. 
Numerous scientific panels sponsored by various governments invariably report that marijuana 
does not lead to violence.(751) 
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ii. Historical precedent 
Cannabis use dates back more than a thousand years.  There have been many differing 

reports about cannabis throughout history, some supportive of its medical use, and some reports 
have focused on its negative, or in most cases, perceived negative side-effects.(114) Harry 
Anslinger, the first head of the Federal Bureau of Narcotics, cited the negative history as 
evidence of marijuana-induced aggression.(69)  Modern authors still suggest that the drug leads 
to hostility.(613) It is clear that this misunderstanding stems from biases and poor interpretations 
of history and individual case studies. 

Some of the most sensationalistic case studies came from the Bureau of Narcotics in the 
1930s that told of users who committed heinous crimes. Many times the details did not reveal if 
the crime actually occurred during marijuana intoxication or some other issue. Yet, some 
focused on marijuana’s link to violence. A classic example concerned a Florida murder case 
from 1933. Initial newspaper reports attributed the murders to the drug, and Harry Anslinger 
used the case as an example for many years. Despite these reports of this event, further 
investigation revealed that the murderer suffered from a serious psychotic, mental illness, and 
many members of his family also struggled with psychotic disorders. He may have had a history 
of violence prior to his drug use, yet none of these possibilities appeared in press.(350) A close 
look at another case study that the Bureau of Narcotics frequently cited revealed that the criminal 
had claimed to use marijuana when, in fact, he had not.(80) 

iii. Crime 
A more scientific way to investigate marijuana’s alleged link to violence appeared in 

studies of crime rates. Researchers have looked for an association between violent crime and 
cannabis consumption for at least 70 years. This association does not prove that marijuana 
causes aggression, but any theory linking cannabis and violence would suggest that the two 
should covary. Early studies of military personnel, arrestees, and patients in mental hospitals 
revealed no relationship between cannabis and violent crime. 

One typical study examined rates of aggressive crime in military prisoners. Marijuana 
users were no more likely to commit crimes of violence than nonusers.(79) Some studies 
revealed fewer antisocial behaviors in cannabis users than in users of other drugs.(2) Later 
research confirmed these findings. For example, a study of 109 delinquent juveniles revealed 
that violent offenses had no link with cannabis consumption, but significant associations with 
cocaine and amphetamine use.(627) 

A few recent studies reported small but statistically significant associations between 
marijuana consumption and violence in select groups of adolescents. Yet, the effects were 
extremely small, meaning that the amount of violence increased only a little as the amount of 
cannabis consumption increased a lot. (Correlations were approximately .20 and only reached 
statistical significance because of the large sample sizes). These studies asked teens about their 
marijuana use as well as the frequency of their aggressive acts, but failed to assess if they were 
intoxicated when they were hostile. Thus, they alone do not support the idea that cannabis 
causes violence. Instead, a subset of teens may choose both to use marijuana and behave 
aggressively because of an underlying personality characteristic or tendency.(1, 665, 725, 726) 
People who have trouble inhibiting themselves might engage in both cannabis consumption and 

39 



  

  

  
    

   
 

 
   

 
   

   
    
 

 

   
 

  
   

   
      

    
    

  
     

   
 

   
  

    
  

  

     
     

  
       

  
 

    
  

 

Exhibit B: Statement of Grounds 

violent behavior, yet neither one caused the other. The use of other drugs, including alcohol, 
may be a more likely explanation for the aggression. In fact, when one group of researchers 
included previous violence and alcohol consumption in their analyses, the links between 
marijuana and aggression disappeared.(725) 

Other studies suggest that these small links between cannabis consumption and hostility 
do not mean that marijuana intoxication leads to aggression. For example, a group of 
adolescents charged with violent crimes reported that cannabis was likely to decrease 
aggressiveness.(685) Less than four percent of people report that they think marijuana makes 
them angry or hostile.(272, 608) Research participants have lower scores on questionnaires 
designed to assess hostility, anger, and aggressiveness if they answer after using cannabis.(2) 
Yet, some of the most compelling evidence that the drug does not increase hostility stems from 
laboratory work that actually measures belligerent behavior. 

iv. Laboratory research 
A sophisticated way to examine marijuana’s impact on aggression requires providing 

THC to participants in the laboratory. Few people behave in a hostile fashion in a formal setting, 
so most studies provoke participants to see if they will aggress in response. A popular paradigm 
uses a competitive game. The participant competes against an opponent to provide a faster, 
correct response. The winner of each trial can give the loser a mild electric shock. (A later 
version of the task allows the winner to take money or points from the loser). In fact, the 
opponent is bogus and the results are fixed. The participant loses a specified number of times. 
The experimenter makes it seem as if the opponent provides increasing or heavy penalties in an 
effort to provoke aggression. This paradigm may seem an absurd analogue to hostile interactions 
in everyday life, yet former prisoners with histories of aggressive acts do behave more 
aggressively in this game. Frustration, drug withdrawal, and other conditions that should 
increase violence also increase aggression in the game.(124) Laboratory studies using this 
paradigm find that marijuana intoxication rarely heightens hostile responses. Participants gave 
stronger shocks when intoxicated with alcohol, but THC had no impact. A high dose of THC 
actually lowered aggression, despite the provocation inherent in the task.(472, 679) These 
results suggest that cannabis intoxication does not increase aggression in a normal population. 

v. Conclusion: cannabis alone does not cause aggression 
Cannabis intoxication does not lead to aggression in the general population. Self-reports 

of experienced users suggest that the drug makes them feel calm rather than hostile and 
unfriendly. History and research on crime reveals little impact of cannabis on violence. The vast 
majority of laboratory research shows that cannabis intoxication does not increase hostility and 
action. Associations between cannabis and aggression arise in small subsets of the population, 
usually involving individuals experiencing other unrelated co-occurring conditions. The drug’s 
general absence of an impact on hostility has led every major commission report to conclude that 
cannabis does not increase aggression. 
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D. Conclusions on public health factor 

Some have concerns that cannabis creates meaningful social problems, including 
amotivational syndrome, reckless driving, and aggression. However, research in each of these 
domains reveals that these concerns are unfounded. Evidence for a cannabis-induced 
amotivational syndrome is lacking. A subset of depressed users may have inspired a few case 
studies that report apathy, indifference, and dysphoria, but cannabis likely does not cause these 
symptoms. The drug does not correlate with low grades in college students. High school 
students who use marijuana have lower grades, but their poor school performance occurred prior 
to their consumption of cannabis. Cannabis users do not show worse performance on the job, 
more frequent unemployment, or lower wages. In addition, long-term exposure to cannabis in 
the laboratory fails to show any meaningful or consistent impact on productivity. 

Clearly, no one should drive while intoxicated.  Yet links between cannabis use and 
reckless driving are weak, and usually stem from co-occurring alcohol consumption.  People 
with THC but no alcohol in their blood do not have higher rates of culpability for traffic 
accidents than drug-free drivers. Laboratory experiments that administer THC and placebo to 
motorists reveal an increased weaving within the lane that accompanies intoxication. Yet, these 
drivers also spontaneously slow their speed, increase their following distance, and rarely attempt 
to pass other cars. In contrast, alcohol, even at relatively low doses, clearly impairs driving. 

The association between cannabis intoxication and aggression is also unlikely. Most 
studies of violent crime show no link to marijuana use or small correlations that suggest a few 
aggressive people also happen to use cannabis. Laboratory research on general samples shows 
no increases in aggression during intoxication. Concerns about productivity, impaired driving, 
and hostility are certainly important, but restricting marijuana consumption seems to have little 
impact on these social problems. 
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CONCLUSION AND POSSIBLE FUTURE DIRECTIONS 

The United States Justice Department remains committed to the enforcement of the 
Controlled Substances Act.  Because the department “is also committed to making efficient and 
rational use of its limited investigative and prosecutorial resources,” and must appropriately 
reclassify drug substances when medical and scientific evidence requires as presented in this 
report, the DEA after the FDA scientific review, following the eight-factor analysis and evidence 
presented here, should reclassify cannabis as a Schedule II substance.(682)  

The Obama administration has acknowledged the “compassionate use” that some states’ 
electorates have provided for.  While cannabis is not a benign drug, mounting scientific evidence 
and consensus of medical opinion support rescheduling to Schedule II, the most highly regulated 
schedule. 

Some very ill people have had very difficult times finding safe and reliable sources, and 
some have had to fight long court battles to defend themselves for the use of a compound that 
irrefutably works to help relieve painful symptoms from serious illnesses like treatment for 
HIV/AIDS wasting syndrome, amyotrophic lateral sclerosis (ALS), also known as Lou Gehrig’s 
disease, and multiple sclerosis (MS).  

On multiple occasions the DEA has studied the medicinal properties of cannabis.  A DEA 
Administrative Law Judge concluded that, “the evidence clearly shows that marijuana is capable 
of relieving the distress of great numbers of very ill people, and doing so with safety under 
medical supervision…it would be unreasonable, arbitrary and capricious for the DEA to continue 
to stand between those sufferers and the benefits of this substance.”(40)  However, the DEA 
overruled the opinion, and then denied two subsequent petitions despite the mounting scientific 
evidence. Since the last FDA review in 2006, the scientific process has identified and clarified 
even more of the therapeutic effects of cannabis through ongoing research and assessment of 
available data. This petition presents this further evidence.  It is now time for the DEA to 
reschedule the substance. 

There are other possible futures and ways to make the medicinal use of cannabis viable 
for patients in need while addressing public health issues.  Concerns are often raised about lack 
of quality control in using medicinal cannabis, including lack of dosing paradigms, safe methods 
of use, and inability to safely access cannabis.  One possible future would be to allow for the 
legal, regulated growth of cannabis for medicinal use. It is now a relatively easy and affordable 
task to use DNA analysis via polymerase chain reaction (PCR) and gel electrophoresis testing to 
provide an extremely accurate characterization of a plant’s genetic make-up.  Accurate analytical 
kits are available that would make this accessible to even small scale farmers. These techniques 
would also foster the creation of unique genetic hybrids grown specifically to maximize 
therapeutic medicinal potential. 

At the pharmacy level it is now possible to easily and inexpensively perform quantitative 
analysis to identify the levels of cannabinoids, including chemical and physical properties, such 
as chemical reactivity, solubility, molecular weight, melting point, etc. via techniques such as gas 
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chromatography-mass spectrometry (GC-MS), mass selective detectors (MSD), operating in 
either electron ionization (EI) or negative-ion chemical ionization (NICI) mode. These methods 
are fully validated, and the validated parameters included linearity, selectivity, accuracy, 
precision, and extraction efficiency.  Thus cannabis plants could be grown under controlled 
settings, with harvesting of the flowers, which after proper drying, would be quantitatively 
evaluated for specific cannabinoid levels.  

These dried, cured flowers would then go to a compounding pharmacist. Pharmaceutical 
compounding is a longstanding traditional role for pharmacists. It is a process by which a 
pharmacist combines ingredients into a customized medication for an individual patient. 
Compounding is now increasingly offered by community pharmacies as a specialized service. 
Studies have shown that pharmacists providing compounding reported that this has increased the 
quality of pharmaceuticals and improves collaboration between the patient, physician, and 
pharmacist, while empowering the patient and improving professional satisfaction of the 
physician and pharmacist.(422) This would allow safe access to a medicine with proven efficacy 
and acceptable safety, in a manner that does not endanger the patient and allows for reasonable 
regulatory oversight. 

The evidence presented in this report proves the addiction, dependence, abuse and misuse 
potential are all low compared with other Schedule II drugs.  Like other controlled substances in 
schedule II or III, the public health concerns remain, but none that outweigh the fact that 
cannabis is a medically acceptable drug for patients with serious conditions.  Cannabis does not 
present a potential for abuse to justify remaining a Schedule I substance.  It remains that no one 
should drive a vehicle intoxicated, and children should not use cannabis – both statements are 
true for almost all other Schedule II substances.  There are well researched accepted medical 
uses; there are ways to safely administer the drug; and, there are effective non-smoking methods 
like vaporization, oral ingestion or topical application.  The DEA and FDA should use this rule-
making process to clarify appropriate use standards, including age restrictions.  

The National Academy of Sciences, Institute of Medicine perhaps sums it up best (715):  
“Marijuana is not, to be sure, a completely benign substance.  It is a powerful drug that affects 
the body and mind in a variety of ways.  However, except for the damage caused by smoking 
[which this petition clearly describes non-smoking methods for medical use], its adverse effects 
resemble those of many approved medications.” [Italics added] 

Current federal rules preclude the adoption of reasonable and workable frameworks for 
providing access to patients while maintaining the ability of law enforcement agencies to address 
non-medical/illegal distribution and use of cannabis.  The situation has become untenable.  The 
solution lies with the federal government.  The DEA should initiate rulemaking proceedings to 
reclassify medical cannabis as a Schedule II drug so qualifying patients who follow law may 
obtain the medication they need through the traditional and safe method of physician prescribing 
and pharmacy dispensing.  

43 



  

  

 
 

 
 

 
 

 
 

 
 

  
 

 
  

 
  

  
 

 
 

 
  

  
 

    

 
 

 
 

 
 

 
 

 
  

 
  

  
 

Exhibit B: Statement of Grounds 

REFERENCES 

1. A. C. Nielson Co. (2008). TV statistics. http://www.tvta.org/stats.html.
 
Abel, E. (1977). The relationship between cannabis and violence: A review. Psychological
 
Bulletin, 84, 193-211.
 

2. Abel EL: Marihuana, the First Twelve Thousand Years. New York: Plenum Press, 1980.
 

3. Abrahamov, A., Abrahamov, A. & Mechoulam, R. (1995). An efficient new cannabinoid 

antiemetic in pediatric oncology. Life Sciences, 56, 2097-2102. 


4. Abrams DI, Couey P, Shade SB, Kelly ME, Benowitz NL. Cannabinoid-Opioid Interaction in 

Chronic Pain. Clin Pharmacol Ther 2011 [Epub ahead of print PMID: 22048225]
 

5. Abrams DI, Jay CA, Shade SB, et al.: Cannabis in painful HIV-associated sensory neuropathy:
 
A randomized placebo controlled trial. Neurology 2007; 68: 515-521.
 

6. Abrams DI, Vizoso HP, Shade SB, et al.: Vaporization as a smokeless cannabis delivery
 
system: A pilot study. Clin Pharmacol Ther 2007; 82: 572-578.
 

7. Abrams DI, Hilton JF, Leiser RJ, et al.: Short-term effects of cannabinoids in patients with 

HIV-1 infection. A randomized, placebo-controlled clinical trial. Ann Intern Med. 2003;
 
139:258-266.
 

8. Adamec, C., Pihl, R. O. & Leiter, L. (1976). An analysis of the subjective marijuana
 
experience. The International Journal of the Addictions, 11, 295-307
 

9. Adams, A. J., Brown, B., Haegerstrom-Portnoy, G. & Flom, M. C. (1976). Evidence for acute
 
efffects of alcohol and marijuana on color discrimination. Perception and Psychophysics, 20, 

119-124.
 

10. Adams, I.B., and Martin, B.R. Cannabis: Pharmacology and toxicology in animals and 

humans. Addiction 91(11):1585 1614, 1996.
 

11. Adams, I.B., and Martin, B.R. Cannabis: Pharmacology and toxicology in animals and 

humans. Addiction 91(11):1585 1614, 1996.
 

12. Adelman, S. A. & Weiss, R. D. (1989). What is therapeutic about inpatient alcoholism
 
treatment?  Hospital and Community Psychiatry, 40, 515-519. 


13.  Agarwal N, Pacher P, Tegeder I, et al. Cannabinoids mediate analgesia largely via peripheral
 
type 1 cannabinoid receptors in nociceptors. Nat Neurosci. 2007;10(7):870-9.
 

44 

http://www.tvta.org/stats.html


  

  

 

 
 

 
 

 
  

 
 

   

 
 

 
 

 
 

 
 

 
 

 
 

 
  

 
 

 
  

 
  

 
 

 

 
 

   
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

14. Aggarwal SK, Carter GT, Sullivan MD, Morrill R, ZumBrunnen C, Mayer JD. Medicinal 
use of cannabis in the United States: historical perspectives, current trends, and future directions.  
J Opioid Manag 2009; 5(3):153-168 

15. Aggarwal SK, Carter GT, Sullivan MD, Morrill R, ZumBrunnen C, Mayer JD. 
Characteristics of patients with chronic pain accessing treatment with medicinal cannabis in 
Washington State.  J Opioid Manag 2009; 5(5):257-286 

16. Aggarwal SK, Kyashna-Tocha M, Carter GT. Dosing Medical Marijuana: Rational 
Guidelines on Trial in Washington State. MedGenMed 2007; 9(3):52.   

17. Aggarwal S, Carter GT, Steinborn J. Clearing the air: What the latest Supreme Court 
decision regarding medical marijuana really means. Am J Hosp Palliat Care 2005; 22(5):327­
329. 

18. Agurell, S.; Halldin, M.; Lindgren, J.E.; Ohlsson, A.; Widman, M.; Gillespie, H.; and 
Hollister, L. Pharmacokinetics and metabolism of delta 1 tetrahydrocannabinol and other 
cannabinoids with emphasis on man. Pharmacol Rev 38(1):21 43, 1986. 

19. Agurell, S.; Halldin, M.; Lindgren, J.E.; Ohlsson, A.; Widman, M.; Gillespie, H.; and 
Hollister, L. Pharmacokinetics and metabolism of delta 1 tetrahydrocannabinol and other 
cannabinoids with emphasis on man. Pharmacol Rev 38(1):21 43, 1986. 

20. Akinshola BE; Chakrabarti A; Onaivi ES. In vitro and in vivo action of cannabinoids. 
Neurochem Res 24(10):1233 40, 1999. 

21. Alcott, L. M. (1869/1976). Plots and counterplots: More unknown thrillers of Louisa May 
Alcott. M. Stern (Ed.). New York: William Morrow. 

22. Aldrich, M.R. (1997). History of therapeutic cannabis. In M.L. Mathre (Ed.), Cannabis in 
medical practice (pp.35-55). London: McFarland. 

23. Aldrich, M. R. & Mikuriya, T. (1988). Savings in California marijuana law enforcement 
costs attributable to the Moscone Act of 1976-- A summary. Journal of Psychoactive Drugs, 20, 
75-81. 

24. Ali, R., Christie, P., Hawks, D. , Lenton, S., Hall, W. Donnelly, N., Brooks, A., Humeniuk, 
R., Heale, P. Bennett, M., Sutton, A., McMillan, L., Allsop, S., Ask, A., Moss, J. (1998). The 
social impacts of the cannabis expiation notice scheme in South Autralia. Department of Health 
and Family Services: Canberra, Australia. 

25. Alliance for Cannabis Therapeutics v. DEA, 15 F.3d 1131, 1135 (D.C. Cir. 1994) 

26. American Psychiatric Association. (1952). Diagnostic and statistical manual of mental 
disorders (1st ed.) Washington, DC: Author. 

45 



  

  

 
 

 
 

 
 

  
 

 
 

 
 

  
   

 

 
 

 
 

 
  

 
 

 
  

 
 

 
 

 

 
 

  
 

 
 

 
 

    
 

  
 

 

Exhibit B: Statement of Grounds 

27. American Psychiatric Association. (1968). Diagnostic and statistical manual of mental 
disorders (2nd ed.) Washington, DC: Author. 

28. American Psychiatric Association. (1994). Diagnostic and statistical manual of mental 
disorders (4th ed.) Washington, DC: Author. 

29. American Management Association. (1998). Drug testing and monitoring survey. New York: 
Author. 

30. Ames, F. R. (1986). Anticonvulsant effect of cannabidiol. South African Medical Journal, 69, 
14. 

31. Amtmann D, Weydt P, Johnson KL, Jensen MP, Carter GT. Survey of cannabis use in 
patients with amyotrophic lateral sclerosis. Am J Hosp Palliat Care 2004; 21(2):95-104  

32. Andreasson, S., Allebeck, P. & Rydberg, U. (1989). Schizophrenia in users and non-users of 
cannabis. Acta Psychiatrica Scandinavica, 79, 505-510. 

33. Andreoli, T. E., Carpenter, C. C., Bennet, C. J. & Plum, F. (Eds.). (1997). Cecil essentials of 
medicine. Philadelphia: W. B. Saunders. 

34. Armor, D. J., Polich, J. M. & Stambul, H. B. (1978). Alcoholism and treatment. New York: 
Wiley. 

35. Bagshaw SM, Hagen NA: Medical efficacy of cannabinoids and marijuana: A 
comprehensive review of the literature. J Palliat Care. 2002; 18: 111-122. 

36. Baker, D., Pryxe, G., Croxford, J.L., Brown, P., Pertwee, R. G., Huffman, J. W. & Layward, 
L. (2000). Cannabinoids control spasticity and tremor in a multiple sclerosis model. Nature, 404, 
84-87. 

37. Baker D, Pryce G, Giovannoni G, et al.: Therapeutic potential of cannabis. Lancet Neurol. 
2003; 2: 291-298. 

38. Balzac, H. (1900). Letters to Madame Hanska. Boston: Little, Brown. 

39. Basavarajappa, B. S. & Hungund, B. L. (1999). Chronic ethanol increases the cannabinoid 
receptor agonist anandamide and its precursor N-arachidonoylphosphatidylethanolamine in SK­
N-SH cells. Journal of Neurochemistry, 72, 522-528. 

40. Basu, D., Malhotra, A., Bhagat, A. & Varma, V. K. (1999). Cannabis psychosis and acute 
schizophrenia: A case control study from India. European Addiction Research, 5, 71-73. 

41. Bates, M. N. & Blakely, T. A. (1999). Role of cannabis in motor vehicle crashes. 
Epidemiological Reviews, 21, 222-232. 

46 



  

  

 
 

 

 
 

    
 

 

 
 

  
  

 
 

 
 

  
  

 
  

 
 

  
  

 
   

 
 

 
 

 

 
 

 
 

 
 

 
 

Exhibit B: Statement of Grounds 

42. Baudelair, C. (1861/1989). The flowers of evil. M. Mathews  & J. Mathews (Eds.) New 
York: New Directions. 

43. Beal, J. E., Olson, R., Laubenstein, L., Morales, J. O., Bellman, P., Yangco, B., Lefkowitz, 
L., Plasse, T. F. & Shepard, K. V. (1995). Dronabinol as a treatment for anorexia associated with 
weight loss in patients with AIDS. Journal of Pain and Symptom Management, 10, 89-97. 

44. Beal, J. E., Olson, R., Lefkowitz, L., Laubenstein, L., Bellman, P., Yangco, B., Morales, J. 
O., Murphy, R., Powderly, W., Plasse, T. F., Mosdell, K. W. & Shepard, K. V. (1997). Long-
term efficacy and safety of dronabinol for acquired immunodeficiency syndrome-associated 
anorexia. Journal of Pain and Symptom Management, 14, 7-14. 

45. Bech, P.,  Rafaelsen, L. &  Rafaelsen, O. J. (1973). Cannabis and alcohol: Effects on 
estimation of time and distance. Psychopharmacologia, 32, 373-381. 

46. Beck, A. T., Wright, F. D., Newman, C. F. & Liese, B. S. (1993). Cognitive therapy of 
substance abuse. New York: Guilford. 

47. Bell, J. (1857). On the haschish or Cannabis Indica. Boston Medical and Surgical Journal, 56, 
209-216. 

48. Bello, J. (1996). The benefits of marijuana: Physical, psychological, and spiritual. Boca 
Raton: Lifeservices. 

49. Ben Amar M: Cannabinoids in medicine: A review of their therapeutic potential. J 
Ethnopharmacol. 2006; 105: 1-25. 

50. Benet, S. (1975). Early diffusion and folk uses of hemp. In V. Rubin, (Ed.), Cannabis and 
culture (pp. 39-50). The Hague: Mouton. 

51. Benjamin, D. K. & Miller, R. L. (1991). Undoing drugs. New York: Basic Books. 

52. Bennett, W. (1991). The plea to legalize drugs is a siren call to surrender. In M. Lyman & G. 
Potter (Eds.) Drugs in society. (p. 339). Cincinnatti: Anderson. 

53. Bhattacharyya S, Crippa JA, Martin-Santos R, Winton-Brown T, Fusar-Poli P. Imaging the 
neural effects of cannabinoids: current status and future opportunities for psychopharmacology. 
Curr Pharm Des. 2009;15(22):2603-14. 

54. Bidaut-Russell,  M., Devane, W. A. & Howlett, A. C. (1990). Cannabinoid receptors and 
modulation of cyclic AMP accumulation in the rat brain. Journal of Neurochemistry, 55, 21-55. 

55. Bishop, J. L. (1966/1868). A history of American manufactures. New York: Augustus M. 
Kelley. 

47 



  

  

    
 

 
 

 
 

 
 

 
 

 
 

 

 
 

 

 
 

 

 
 

    
 

 
 

   
 

 
 

 
 

 
 

 
 

 
 

 
  

  

Exhibit B: Statement of Grounds 

56. Blaze-Temple, D. & Lo, S. K. (1992). Stages of drug use: a community survey of Perth 
teenagers. British Journal of Addiction, 87, 215-225. 

57. Bleiberg, J. L.,  Devlin, P., Croan, J., Briscoe, R. (1994). Relationship between treatment 
length and outcome in a therapeutic community. International Journal of the Addictions, 29, 729­
740. 

58. Block R. I. & Ghoneim, M. M. (1993). Effects of chronic marijuana use on human cognition. 
Psychopharmacology, 110, 219-228. 

59. Block R. I. &  Wittenborn J. R. (1986). Marijuana effects on the speed of memory retrieval in 
the letter-matching task. International Journal of the Addictions, 21, 281-285. 

60. Block, R. I., Erwin, W. J., Farinpour, R. & Braverman, K. (1998). Sedative, stimulant, and 
other subjective effects of marijuana: Relationships to smoking techniques. Pharmacology, 
Biochemistry and Behavior, 59, 405-412. 

61. Block, R. I., O’Leary, D. S., Hichwa, R. D.,  Augustinack, J. C., Ponto, L. L. B.,  Ghoneim, 
M. M., Arndt, S., Erhardt, J. C., Hurtig, R. R., Watkins, G. L., Hall, J. A., Nathan, P. E. & 
Andreasen, N. C. (2000). Cerebellar hypoactivity in frequent marijuana users. NeuroReport, 11, 
749-753. 

62. Block, R. I., Erwin, W. J., Farinpour, R. & Braverman, K. (1998). Sedative, stimulant and 
other subjective effects of marijuana: Relationships to smoking techniques. Pharmacology, 
Biochemistry and Behavior, 59, 405-412. 

63. Block, R. I., Farinpour, R. & Braverman, K. (1992). Acute effects of marijuana on cognition: 
Relationships to chronic effects and smoking techniques. Pharmacology, Biochemistry and 
Behavior, 43, 907-917. 

64. Block, R. I. & Wittenborn, J. R. (1984). Marijuana effects on semantic memory: verification 
of common and uncommon category members. Psychological Reports, 55, 503-512. 

65. Block, R. I., O’Leary, D. S., Erhardt, J. C., Augustinack, J. C., Ghoneim, M. M., Arndt, S. & 
Hall, J. A. (2000). Effects of frequent marijuana use on brain tissue volume and composition. 
NeuRoreport, 11, 491-496. 

66. Bloom, J. W., Kaltenborn, W. T., Paoletti, P., Camilli, A. & Leibowitz, M. S. (1987). 
Respiratory effects of non-tobacco cigarettes. British Medical Journal, 295, 516-518. 

67. Blum, R. H. (1984). Handbook of abusable drugs. New York: Gardner. 

68. Boire, R. G. (1992). Marijuana law. Berkeley, California: Ronin. 

69. Bonnie, R. J. & Whitebread, C.H. (1974). The marijuana conviction: A history of marihuana 
prohibition in the United States. University Press of Virginia: Charlottesville. 

48 



  

  

 

  
 

 
 

 

  
  

 
 

    
 

 
 

 
  

 
 

 
 

  
 

   
 

 

 
 

  
 

 
 

 
 

 

  
 

 

 
 

Exhibit B: Statement of Grounds 

70. Borg, J., Gershon, S. & Alpert, M. (1975). Dose effects of smoked marijuana on human 
cognitive and motor functions. Psychopharmacologia, 42, 211-218. 

71. Bornheim, L. M., Kim, K. Y., Li, J., Perotti, B. Y. & Benet, L. Z. (1995). Effect of 
cannabidiol pretreatment on the kinetics of tetrahydrocannabinol metabolites in mouse brain. 
Drug Metabolism & Disposition, 23, 825-831. 

72. Borrelli F, Aviello G, Romano B, Orlando P, Capasso R, Maiello F, Guadagno F, Petrosino 
S, Capasso F, Di Marzo V, Izzo AA. Cannabidiol. a safe and non-psychotropic ingredient of the 
marijuana plant Cannabis sativa, is protective in a murine model of colitis. J Mol Med 2009; 
87(11):1111-21. 

73. Bowman, M. & Pihl, R. O. (1973). Cannabis: psychological effects of chronic heavy use: A 
controlled study of intellectual functioning in chronic users of high potency cannabis. 
Psychopharmacologia, 29, 159-170. 

74. Braden, W., Stillman, R. C. & Wyatt, R. J. (1974). Effects of marijuana on contingent 
negative variation and reaction time. Archives of General Psychiatry, 31, 537-541. 

75. Brazis, M. Z. & Mathre, M. L. (1997). Dosage and administration of cannabis. In M.L. 
Mathre (Ed.), Cannabis in medical practice  (pp. 142-156). London: McFarland. 

76. Brecher, E. M. (1972). Licit and illicit drugs. Boston: Little, Brown. 

77. Breuera, E. & Higginson, I. (Eds.) (1996). Cachexia-anorexia in cancer patients. New York: 
Oxford University. 

78. British Medical Association. (1997). Therapeutic uses of cannabis. Amsterdam, The 
Netherlands: Harwood Academic. 

79. Bromberg, W. & Rodgers, T. C. (1946). Marihuana and aggressive crime. American Journal 
of Psychiatry, 102, 825-827. 

80. Bromberg, W. (1939). Marihuana: A psychiatric study. Journal of the American Medical 
Association, 113, 4-12. 

81. Brown, E. J., Flanagan, T. J. & McLeod, M. (Eds.) (1984). Sourcebook of criminal justice 
statistics-1983. U.S. Department of Justice, Bureau of Justice Statistics. Washington D.C.: U.S. 
Government Printing Office. 

82. Brown, S. A. (1993). Recovery patterns in adolescent substance abuse. In J. S. Baer, G. A. 
Marlatt & R. J. McMahon (Eds.) Addictive behaviors across the life span (pp. 161-183). 
Newbury Park: Sage Publications. 

49 



  

  

 

 
 

 
  

 
 

 
  

 
 

   
  

 
 

  
 

 
 

   
 

 

  
 

   

 
 

 
  

 
  

  
 

 
 

 
  

 
 

 
 

Exhibit B: Statement of Grounds 

83. Bruce, T. J.,  Spiegel, D. A. & Hegel, M. T. (1999). Cognitive-behavioral therapy helps 
prevent relapse and recurrence of panic disorder following alprazolam discontinuation: A long-
term follow-up of the Peoria and Dartmouth studies. Journal of Consulting and Clinical 
Psychology,  67, 151-156. 

84. Bureau of Census. (1999). Statistical abstract of the U.S. Washington, D. C.: Congressional 
Information Services. 

85. Burish, T. G. & Tope, D. M. (1992). Psychological techniques for controlling the adverse 
side effects of cancer chemotherapy: Findings from a decade of research. Journal of Pain and 
Symptom Management, 7, 287-301. 

86. Burke, J. (1999). It’s not how hard you work but how you work hard: Evaluating 
workaholism components. International Journal of Stress Management, 6, 225-239. 

87. Burstein SH, Zurier RB. Cannabinoids, endocannabinoids, and related analogs in 
inflammation. AAPS J 2009;11(1):109-19. 

88. Burton, R. (1621/1977) Anatomy of melancholy New York: Vintage. 

89. Cabral, G. A. (1999). Cannabinoid receptors in sperm. In G. G. Nahas, K. M. Sutin, D. J. 
Harvey & S. Agurell (Eds.). Marijuana and medicine (pp. 317-326). Totowa, New Jersey: 
Humana. 

90. Callahan, E. J. (1980). Alternative strategies in the treatment of narcotic addiction: A review. 
In W. R. Miller (Ed.), The addictive behaviors (pp. 143-168). New York: Pergamon. 

91. Cami, J., Guerra, D., Ugena, B., Segura, J. & De La Torre, R. (1991). Effects of subject 
expectancy on THC intoxication and disposition from smoked hashish cigarettes. Pharmacology, 
Biochemistry and Behavior, 40,  115-119. 

92. Campbell, A. M. G., Evans, M., Thomson, J. L. G. & Williams, M. J. (1971). Cerebral 
atrophy in young cannabis smokers. Lancet, 2, 1219-1224. 

93. Campbell CI, Weisner C, Leresche L, et al. Age and gender trends in long-term opioid 
analgesic use for noncancer pain. Am J Public Health 2010;100(12):2541-7. 

94. Canadian Centre on Substance Abuse. (1998). Cannabis control in Canada: Options 
regarding possession. Ottawa, Canada: CCSA. 

95. Caplan, P. J. (1995). They say you’re crazy. Reading, Massachusetts: Addison Wesley. 

96. Cappell, H. D. & Pliner, P. L. (1973). Volitional control of marijuana intoxication: a study of 
the ability to ‘come down’ on command. Journal of Abnormal Psychology, 82, 428-434. 

50 



  

  

 
 

 
 

 
 

 
 

 
 

 

 
 

 
 

 

 
 

  
  

 
 

 
  

 
 

  
 

 
 

 
 

 
 
  

 
 

 
 

 
 

 
 

Exhibit B: Statement of Grounds 

97. Carlin, A. S., Post, R. D., Bakker, C. B. & Halpern, L. M. (1974). The role of modeling and 
previous experience in the facilitation of marijuana intoxication. Journal of Nervous and Mental 
Disease, 159, 275-281. 

98. Carlin, A. S., Bakker, C. B., Halpern, L. & Post, R. D. (1972). Social facilitation of 
marijuana intoxication: impact of social set and pharmacological activity. Journal of Abnormal 
Psychology, 80, 132-140. 

99. Carlin, A. S. & Trupin, E. W. (1977). The effect of long-term chronic marijuana use on 
neuropsychological functioning. International Journal of the Addictions, 12, 617-624. 

100. Carlini, E. A. & Cunha, J. M. (1981). Hypnotic and antiepileptic effects of cannabidiol. 
Journal of Clinical Pharmacology, 21, 417S-427S. 

101. Carrier, L. (1962). The beginnings of agriculture in America. New York: Johnson Reprint 
Co. 

102. Carter GT, Weydt P. Cannabis: old medicine with new promise for neurological disorders. 
Curr Opin Investig Drugs 3(3):437-440, 2002. 

103. Carter GT, Abood ME, Aggarwal SK, Weiss MD.  Cannabis and amyotrophic lateral 
sclerosis: practical and hypothetical applications, and a call for clinical trials.  Am J Hosp Palliat 
Med 2010; 27(5):347-56; 

104. Carter GT, Mirken B. Medical marijuana: politics trumps science at the FDA.  Medscape 
General Medicine 2006; 8(2):46.  

105. Carter GT, Weydt P, Kyashna-Tocha M, Abrams DI. Medical marijuana: rational guidelines 
for dosing. IDrugs 2004; 7(5):464-470  

106. Carter GT, Weydt P. Cannabis: old medicine with new promise for neurological disorders. 
Curr Opin Investig Drugs 2002; 3(3):437-440  

107. Carter GT, Rosen BS. Marijuana in the management of amyotrophic lateral sclerosis.  Am J 
Hosp Palliat Care 2001; 18(4):264-70   

108. Carter GT, Mirken B. Medical marijuana: politics trumps science at the FDA.  Medscape 
General Medicine 2006; 8(2):46.    

109. . Carter GT, Flanagan A, Earleywine M, Abrams DI, Aggarwal SK, Grinspoon L: Cannabis 
in palliative medicine: improving care and reducing opioid-related morbidity.  Am J Hosp Palliat 
Med 2011; 28(5):297-303 

110. Carter, W. E. (1980). Cannabis in Costa Rica. Philadelphia: Institute of the Study of Human 
Issues. 

51 



  

  

 
 

 
 

 
 

 
 

 
   

 
 

 
  

 
 

  
   

 
 

  
 

 
  

  
 

  
  

 
  

 
  
   

 
 

  
  

 
  

  
 

 
 

Exhibit B: Statement of Grounds 

111. Caspari, D. (1999). Cannabis and schizophrenia: results of a follow-up study. European 
Archives of Psychiatry and Clinical Neuroscience, 249, 45-49. 

112. Casswell, S. (1975). Cannabis intoxication: effects of monetary incentive on performance, a 
controlled investigation of behavioural tolerance in moderate users of cannabis. Perceptual and 
Motor Skills, 41, 423-434. 

113. Casswell, S. & Marks, D. F. (1973). Cannabis and temporal disintegration in experienced 
and naive subjects. Science, 179, 803-805. 

114. Casto, D. M. (1970). Marijuana and the assassins -- An etymological investigation. 
International Journal of the Addictions, 5, 747-757. 

115. Center on Addiction and Substance Abuse (CASA). (1996). National survey of American 
attitudes on substance abuse II: Teens and their parents. New York: CASA at Columbia 
University. 

116. Centers for Disease Control and Prevention (CDC).  Overdose deaths involving 
prescription opioids among Medicaid enrollees - Washington, 2004-2007. MMWR Morb Mortal 
Wkly Rep 2009; 58(42):1171-5. 

117. Chait, L. D. (1990) Subjective and behavioral effects of marijuana the morning after 
smoking. Psychopharmacology, 100, 328-333. 

118. Chait, L. D., Fischman, M. W. & Schuster, C. R. (1985) Hangover effects the morning after 
marijuana smoking. Drug & Alcohol Dependence, 15, 229-238. 

119. Chait, L. D. & Pierri, J. (1992). Effects of smoked marijuana on human performance: a 
critical review. In  L. Murphy & A. Bartke (Eds.), Marijuana/cannabinoids: neurobiology and 
neurophysiology (pp. 387-423). Boca Raton: CRC. 

120. Chang, K. (1968). The archeology of ancient China. New Haven: Yale University. 

121. Chang AE, Shiling DJ, Stillman RC, et al.: A prospective evaluation of delta-9 
tetrahydrocannabinol as an antiemetic in patients receiving adriamycin and cytoxan 
chemotherapy. Cancer 1981; 47: 1746-1751 

122. Chapman V: The cannabinoid CB1 receptor antagonist, SR141716A, selectively facilitates 
nociceptive responses of dorsal horn neurones in the rat. Br J Pharmacol (1999) 127:1765-1767. 

123. Chen, J., Marmur, R., Pulles, A., Paredes, W. & Gardner, E. L. (1993). Ventral tegmental 
microinjection of delta-9-tetrahydrocannabinol enhances bentral tegmental somatodendritic 
dopamine levels but not forebrain dopamine levels: Evidence for local neural action by 
marijuana’s psychoactive ingredient. Brain Research, 621, 65-70. 

52 



  

  

 
 

 
 

 
 

 
  

 
 

 
 

 
  

   
 

 
  

  
 

 
    

 
 

 
 

 
  

 
 

 
 

 
 

  
 

 
 

 
  

 
 

 
 

Exhibit B: Statement of Grounds 

124. Cherek, D. R., Moeller, F. G., Schnapp, W. & Dougherty, D. M. (1997). Studies of violent 
and nonviolent male parolees: I. Laboratory and psychometric measurements of aggression. 
Biological Psychiatry, 41, 514-522. 

125. Chopra, I. C. & Chopra, R. N. (1957). The use of cannabis drugs in India. Bulletin on 
Narcotics, 1, 4-29. 

126. Chowdhury, A. N. & Bera, N. K. (1994). Koro following cannabis smoking: Two case 
reports. Addiction, 89, 1017-1020. 

127. Chowdhury, A. N. & Bagchi, D. J. (1993). Koro in heroin withdrawal. Journal of 
Psychoactive Drugs, 25, 257-258. 

128. Chung T, Martin CS, Winters KC, Cornelius JR, Langenbucher JW. Limitations in the 
assessment of DSM-IV cannabis tolerance as an indicator of dependence in adolescents. 
Experimental and Clinical Psychopharmacology. 2004;12:136–146. 

129. Clark, W. C., Janal, M. N., Zeidenberb, P. & Nahas, G. (1981). Effects of moderate and 
high doses of marijuana on thermal pain: A sensory decision analysis. Journal of Clinical 
Pharmacology, 21, 299S-310S. 

130. Clarke, R. C. (1998). Hashish! Los Angeles: Red Eye. 

131. Clifford, D. B. (1983). Tetrahydrocannabinol for tremor in multiple sclerosis. Annals of 
Neurology, 13, 669-671. 

132. Co, B. T., Goodwin, D. W., Gado, M., Mikhael, M. & Hill, S. Y. (1977). Absence of 
cerebral atrophy in chronic cannabis users: evaluation by computerized transaxial tomography. 
Journal of the Amereican Medical Association, 237, 1229-1230. 

133. Coates, R. A., Farewell, V. T., Raboud, J., Read, S. E., MacFadden, D. K., Calzavara, L. 
M., Shepherd, F. A. & Fanning, M. M. (1990). Cofactors of progression to acquired 
immunodeficiency syndrome in a cohort of male sexual contacts of men with immunodeficiency 
virus disease. American Journal of Epidemiology, 132, 717-722. 

134. Coffin PO, Galea S, Ahern J, Leon AC, Vlahov D, Tardiff K. Opiates, cocaine and alcohol 
combinations in accidental drug overdose deaths in New York City, 1990-98. Addiction. 2003; 
98(6):739-47. 

135. Cohen, J. (1986). Statistical power analysis for the behavioral sciences. Hillsdale, NJ: 
Lawrence Erlbaum. 

136. Cohen, M. J. & Rickles, W. H., Jr. (1974). Performance on a verbal learning task by 
subjects of heavy past marijuana usage. Psychopharmacologia, 37, 323-330. 

53 



  

  

 
  

 
 

  
 

 

 
 

 

 
 

 
 

 
 

 
 

 
  

 
 

  
 

  

 
 

 
 

 
 

 
 

  
   

 
 

 

Exhibit B: Statement of Grounds 

137. Comitas, L. (1976). Cannabis and work in Jamaica: A refutation of the amotivational 
syndrome. Annals of the New York Academy of Science, 282, 24-34. 

138. Compton WM, Grant BF, Colliver JD, Glantz MD, Stinson FS. Prevalence of Marijuana 
Use Disorders in the United States: 1991–1992 and 2001–2002. Journal of the American Medical 
Association. 2004;291:2114–2121. 

139. Consroe, P., Sandyk, R., Snider, S. R. (1986). Open label evaluation of cannabidiol in 
dystonic movement disorders. International Journal of Neuroscience, 30, 277-282. 

140. Consroe, P., Laguna, J., Allender, J., Snider, S. Stern, L., Sandyk, R., Kennedy, K. & 
Schram, K. (1991). Controlled clinical trial of cannabidiol in Huntington’s disease. 
Pharmacology, Biochemistry and Behavior, 40, 701-708. 

141. Consroe, P., Musty, R., Rein, J., Tillery, W. & Pertwee, R. G. (1997). The perceived effects 
of smoked cannabis on patients with multiple sclerosis. European Neurology, 38, 44-48. 

142. Coombs, R. H. & West, L. J. (1991). Drug testing: Issues and options. New York: Oxford 
University. 

143. Corey-Bloom J, Wolfson T, Gamst A, et al.: Short-term effects of medicinal cannabis on 
spasticity in multiple sclerosis. 60th Annual Meeting of the American Academy of Neurology, 
Chicago, IL, 2008.  Available at www.cmcr.ucsd.edu/geninfo/jcb_aan_poster.pdf. Accessed 
September 21, 2011. 

144. Cornish, J. W., McNicholas, L. F. & O’Brien, C. P. (1995). Treatment of substance related 
disorders. In A. F. Schatzberg & C. B. Nemeroff (Eds.), Textbook of psychopharmacology (pp. 
575-637). Washington, DC: American Psychiatric Association. 

145. Cornish R, Macleod J, Strang J, Vickerman P, Hickman M. Risk of death during and after 
opiate substitution treatment in primary care: prospective observational study in UK General 
Practice Research Database. BMJ 2010; 26;341:c5475. 

146. Cosgrove, J. & Newell, T. G. (1991). Recovery of neuropsychological functions during 
reduction in use of phencyclidine. Journal of Clinical Psychology, 47, 159-169. 

147. Cousens, K. & DiMascio, A. (1973). Delta-9-THC as an hypnotic: An experimental study 
of three dose levels. Psychopharmacologia, 33, 355-364. 

148. Cousijn J, Wiers RW, Ridderinkhof KR, van den Brink W, Veltman DJ, Goudriaan AE. 
Grey matter alterations associated with cannabis use: Results of a VBM study in heavy cannabis 
users and healthy controls. Neuroimage 2011; Sep 29. [Epub ahead of print] 

149. Crane v. Campbell, 245 U.S. 304; 38 S. Ct. 98 (1917). 

54 

www.cmcr.ucsd.edu/geninfo/jcb_aan_poster.pdf


  

  

 
 

 
  

 
 

 
 

   
 

 
 

 
 

 
     

   
  

 
  

 

  
 

 
 
 

 
 

 
   

  
 

 
    

   
 

 
  

     
 

 
  

 

Exhibit B: Statement of Grounds 

150. Creason, C. R. & Goldman, M. (1981). Varying levels of marijuana use by adolescents and 
the amotivational syndrome. Psychological Reports, 48, 447-454. 

151. Culver, C. M. & King, F. W. (1974). Neuropsychological assessment of undergraduate 
marihuana and LSD users. Archives of General Psychiatry, 31, 707-711. 

152. Cunha, J. M., Carlini, E. A., Pereira, A. E., Ramos, O. L., Pimental, C., Gagliardi, R., 
Sanvito, W. L., Lander, N., Mechoulam, R. (1980). Chronic administration of cannabidiol to 
healthy volunteers and epileptic patients. Pharmacology, 21, 175-185. 

153. Da Orta, G. (1563/1913). Colloquies on the simples & drugs of India (Goa). (Sir Clements 
Markham, Trans.). London: Henru Sotheran. 

154. Dansak, D. A. (1997). As an antiemetic and appetite stimulant for cancer patients. In M. L. 
Mathre, (Ed.) Cannabis in medical practice (69-83). London: McFarland & Company. 

155. Davis, K. H., Jr., McDaniel, I. A., Jr., Cadwell, L. W. & Moody, P. L. (1984). Some 
smoking characteristics of marijuana cigarettes. In S. Agurell, W. L. Dewey & R. E. Wilette 
(Eds.) Cannabinoids: Chemical, pharmacologic, and therapeutic aspects (pp. 97-110). New York: 
Academic. 

156. Dawes, R. M. (1994). House of cards. New York: The Free Press. 

157. Day, N.L., Richardson, G.A., Geva, D., & Robles, N. (1994). Alcohol, marijuana, and 
tobacco: effects of prenatal exposure on offspring growth and morphology at age six. 
Alcoholism: Clinical and Experimental Research, 18, 786-794.  

158. De Petrocellis, L., Melck, D., Bisogno, T., Milone, A. & Di Marzo, V. (1999). Finding of 
the endocannabinoid signalling system in Hydra, a very primitive organism: possible role in the 
feeding response. Neuroscience, 92, 377-387. 

159. De Petrocellis, L., Melck, D., Palmisano, A., Bisogno, T., Laezza, C., Bifulco, M. & Di 
Marzo, V. (1998). The endogenous cannabinoid anandamide inhibits human breast cancer cell 
proliferation. Proceedings of the National Academy of Sciences of the United States of America, 
95, 8375-8380. 

160. De Zwart, W. M., Stam, H. & Kuiplers, S. B. M. (1997). Key Data -- smoking, drinking, 
drug use, and gambling among pupils aged 10 years or older. Netherlands: Netherlands Institute 
of Health and Addiction. 

161. Dennis, R. J. (1990). The American people are starting to question the drug war. In A. S. 
Trebach & K. B. Zeese (Eds.)  The great issues in drug policy (pp. 141-186). Washington: Drug 
Policy Foundation. 

162. Department of Health and Human Services. (1998). National household survey on drug 
abuse: population estimates, 1997. Washington, D.C.: U.S. Government Printing Office. 

55 



  

  

 

 
 

 
 

  
 

 
  

 
 

 
  

 
 

 
 

 
 

  
 

  
 

 
  

  
 

 
 

 
 

 
    

 
 

   
 

 
 

 

Exhibit B: Statement of Grounds 

163. Devane, W. A., Hanus, L., Breuer, A., Pertwee, R. G., Stevenson, L. A., Griffin, G., 
Gibson, D., Mandelbaum, A., Etinger, A. & Mechoulam, R. (1992). Isolation and structure of a 
brain consitituent that binds to the cannabinoid receptor. Science, 258, 1946-1949. 

164. Devane, W. A. Dysarz, F.A., Johnson, M. R., Melvin, L. S. & Howlett, A. C. (1988). 
Determination and characterization of a cannabinoid receptor in rat brain. Molecular 
Pharmacology, 34, 605-613. 

165. Di Marzo; Bisogno T; De Petrocellis L. Endocannabinoids: new targets for drug 
development. Curr Pharm Des 6(13):1361 80, 2000. 

166. Di Marzo, V., Sepe, N., De Petrocellis, L., Berger, A., Crozier, G., Fride, E. & Mechoulam, 
R. (1998). Tirck or treat from food cannabinoids? Nature, 396, 636. 

167. Diaz, J. (1997). How drugs influence behavior. Upper Saddle River, New Jersey: Prentice 
Hall. 

168. Dixon, L., Haas, G., Weiden, P. J., Sweeney, J., Frances, A. J. (1991). Drug abuse in 
schizophrenic patients: Clinical correlates and reasons for use. American Journal of Psychiatry, 
148, 224-230. 

169. Doblin, R. (1994). The MAPS/California NORML marijuana waterpipe/vaporizer study. 
Newsletter of the Multidisciplinary Association for Psychedelic Studies, 5, 19-22. 

170. Donaldson, S. I., Sussman, S., MacKinnon, D. P., Severson, H. H., Glynn, T., Murray, D. 
M. & Stone, E. J. (1996). Drug abuse prevention programming: Do we know what content 
works? American Behavioral Scientist, 39, 868-883. 

171. Donovan, J. E. (1996). Problem behavior theory and the explanation of adolescent 
marijuana use. Journal of  Drug Issues, 26, 379-404. 

172. Donovan, J. E. & Jessor, R. (1983). Problem drinking and the dimension of involvement 
with drugs: A Guttman scalogram analysis of adolescent drug use. American Journal of Public 
Health, 73, 543-552. 

173. Doorenbos N., Fetterman, P., Quimby, M. & Turner, C. (1971). Cultivation, extraction, and 
analysis of Cannabis sativa L. Annals of the New York Academy of Science, 191, 3-14. 

174. Dornbush, R. L. (1974). Marijuana and memory: effects of smoking on storage. 
Transactions of the New York Academy of Science, 36, 94-100. 

175. Dornbush, R. L., Fink, M. & Freedman, A. M. (1971). Marijuana, memory, and perception. 
American Journal of Psychiatry, 128, 194-197. 

176. Doweiko, H. E. (1999). Concepts of chemical dependency. New York: Brooks Cole.. 

56 



  

  

 
 

 
 

  
 

 
  

 
 

 
 

 
 
 

 
 

  
 

 
 

  
 

  
  

 
 

 
 

 
 

 
 

 
 

 
  

 
 

 
 

  
  

 

Exhibit B: Statement of Grounds 

177. Dreher, M. C., Nugent, K. & Hudgins, R. (1994). Prenatal marijuana exposure and neonatal 
outcomes in Jamaica: An ethnographic study. Pediatrics, 93, 254-260. 

178. Dreher, M. C. (1997). Cannabis and pregnancy. In M. L. Mathre (Ed.). Cannabis in 
Medical Practice (pp. 159-170). London: MacFarland. 

179. Dronabinol approval history 2008. Available at 
www.accessdata.fda.gov/scripts/cder/drugsatfda/index.cfm?fuseaction 
Search.Overview&DrugName MARINOL. Accessed September 08, 2011. 

180. Drug Watch Oregon. (1996). Marijuana research review. Portland, Oregon: Author. 

181. Drummer, O. H. (1994). Drugs in drivers killed in Australian road traffic accidents. (Report 
no. 0594). Melbourne, Australia: Victorian Institute of Forensic Pathology, Monash University. 

182. Du Toit (1975). Dagga: The history and ethnographic setting of Cannabis sativa in Southern 
Africa. In V. Rubin (Ed.) Cannabis and culture (pp. 51-62). The Hague: Mouton. 

183. Du Toit, B. M. (1980). Cannabis in Africa. Rotterdam: Balkema. 

184. Dumas, A. (1844/1998). The Count of Monte Cristo. New York: Oxford University. 

185. Duncan, D. F. (1987). Lifetime prevalence of ‘amotivational syndrome’ among users and 
non-users of hashish. Psychology of Addictive Behaviors, 1, 114-119. 

186. Dunn, M. & Davis, R. (1974). The perceived effects of marijuana on spinal cord injured 
males. Paraplegia, 12, 175. 

187. DuPont, R. (1984). Getting tough on gateway drugs. Washington, DC: American 
Psychiatric. 

188. Dutch Ministry of Health, Welfare, and Sport, (1995). Drug policy in the Netherlands-­
continuity and change. Netherlands: Dutch Ministry. 

189. Earleywine, M. & Finn, P. R. (1991). Sensation seeking explains the relation between 
behavioral inhibition and drinking. Addictive Behaviors, 16, 123-128. 

190. Earleywine, M. & Newcomb, M. (1997). Concurrent versus simultaneous polydrug use: 
Prevalence, correlates, discriminant validity, and prospective effects on health outcomes. 
Experimental and Clinical Psychopharmacology, 5, 353-364. 

191. Earleywine, M., Finn, P. R. & Martin C. S. (1990). Personality risk for alcoholism and 
alcohol consumption: A latent variable analysis. Addictive Behaviors, 15, 183-187. 

57 

www.accessdata.fda.gov/scripts/cder/drugsatfda/index.cfm?fuseaction


  

  

   
  

 
 

 
 

  
 

  
  

 
  

 
 

 
 

 
 

 
  

 
 

 
 

 
 

  
 

 
 
 

 
 

 
 

 
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

192. Earlywine M: Understanding Marijuana: A New Look at the Scientific Evidence. New 
York: Oxford University Press, 2002. 

193. Earleywine M, Barnwell SS. Decreased respiratory symptoms in cannabis users who 
vaporize.  Harm Reduct J 2007; 4:11. 

194. Eaton, C. (1966). A history of the old south. New York: Macmillan. 

195. Eddy, N. B., Halbach, H., Isbell, H. & Seevers, M. H. (1965). Drug dependence: Its 
significance and characteristics. Bulletin of the World Health Organization, 32, 721-733. 

196. Egertova M, Elphick MR: Localisation of cannabinoid receptors in the rat brain using 
antibodies to the intracellular C-terminal of CB1. J Comp Neurol 2000; 422:159-171. 

197. Ellis RJ, Toperoff W, Vaida F, et al.: Smoked medicinal cannabis for neuropathic pain in 
HIV: A randomized, crossover clinical trial. Neuropsychopharmacology. 2009; 34(3): 672-680. 

198. Ellis RJ, Toperoff W, Vaida F, et al. Smoked medicinal cannabis for neuropathic pain in 
HIV: a randomized, crossover clinical trial. Neuropsychopharmacology 2009;34(3):672-80. 

199. Elmore, A. M. & Tursky, B. (1981). A comparison of two psychophysiological approaches 
to the treatment of migraine. Headache, 21, 93-101. 

200. Elmore, A. M. & Tursky, B. (1981). A comparison of two psychphysiological approaches to 
the treatment of migraine. Headache, 21, 93-101. 

201. ElSohly, M.A. Holley, J. H. & Turner, C. E. (1985). Constituents of cannabis stava L. 
XXVI. The delta-9-tetrahydrocannabinol content of confiscated marijuana, 1974-1983. In D. J. 
Harvey, (Ed.), Marijuana ’84  (pp. 233-247). Oxford: IRL. 

202. ElSohly, M.A., Ross, S.A., Mehmedic, Z.,  Arafat, R., Yi, B. & Banahan, B.F. (2000) 
Potency trends of delta-9-THC and other cannabinoids in confiscated marijuana from 1980-1997. 
Journal of Forensic Sciences,  45, 24-30. 

203. Employment Division v. Smith, 494 U.S. 872 (1990). 

204. Emrich, H. M., Weber, M. M., Wendl, A., Zihl, J., Von Meyer, L. & Hanishc, W. (1991). 
Reduced binocular depth inversion as an indicator of cannabis induced censorship impairment. 
Pharmacology, Biochemistry and Behavior, 40, 689-690. 

205. Ennett, S. T., Tobler, N. S., Ringwalt, C. L., Flewelling, R. L. (1994). How effective is drug 
abuse resistance education? A meta-analysis of Project DARE outcome evaluations. American 
Journal of Public Health, 84, 1394-1401. 

206. Entin, E. E. & Goldzung, P. J. (1973). Residual effects of marijuana use on learning and 
memory. Psychological Record, 23, 169-178. 

58 



  

  

  

 
  

 
 

 
 

  
  

 
 

   
  

 
 

 
 

 
 

  
 

  
 

 
  

 
 

   
 

 
  

 
 

   

 
 

   
 

 
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

207. Evans, L. (1999). Last words: Wedding day dreams. Hemp Times, 3, 90. 

208. Evans, M. A., Martz, R., Brown, D. J., Rodda, B. E., Kiplinger, G. F., Lemberger, L. & 
Forney, R. B.  (1973). Impairment of performance with low doses of marihuana. Clinical 
Pharmacology and Therapeutics, 14, 936-940. 

209. Evans, M. A., Martz, R., Rodda, B. E., Lemberger, L. & Forney, R. B. (1976). Effects of 
marihuana-dextroamphetamine combination. Clinical Pharmacology and Therapeutics, 350-361. 

210. Evans, M. D., Hollon, S. D., Derubeis, R. J., Pinsecki, J. M., Grove, W. M., Garvey, J. J. & 
Tuasons, V. B. (1992). Differential relapse following cognitive therapy and pharmacotherapy for 
depression. Archives of General Psychiatry, 49, 802-808. 

211. Evans, R. M. (1998). What is “legalization”? What are “drugs”?  In J. M. Fish (Ed.) How to 
legalize drugs (pp. 369-387). Northvale, New Jersey: Jason Aronson. 

212. Fan Y, Hooker BA, Garrison TR, El-Kouhen OF, Idler KB, Holley-Shanks RR, Meyer MD, 
Yao BB. Pharmacological and molecular characterization of a dorsal root ganglion cell line 
expressing cannabinoid CB(1) and CB(2) receptors. Eur J Pharmacol 2011;659(2-3):161-8. 

213. Farquhar-Smith WP, Egertova M, Bradbury EJ, McMahon SB, Rice ASC, Elphick MR: 
Cannabinoid CB1 receptor expression in rat spinal cord. Mol Cell Neurosci 2000; 15:510-521. 

214. Farquhar-Smith WP, Egertova M, Bradbury EJ, McMahon SB, Rice ASC, Elphick MR: 
Cannabinoid CB1 receptor expression in rat spinal cord. Mol Cell Neurosci 2000; 15:510-521. 

215. Federal Bureau of Investigation. (1997). Crime in the United States, 1996, FBI  uniform 
crime report. Washington, D.C.: U.S. Government Printing Office. 

216. Ferguson, T. J., Rule, B. G. & Lindsay, R. C. (1982). The effects of caffeine and 
provocation on aggression. Journal of Research in Personality, 16, 60-71. 

217. Fiore, M. C., Smith, S. S., Jorenby, D. E. & Baker, T. B. (1994). The effectiveness of the 
nicotine patch for smoking cessation. Journal of the American Medical Association, 271, 1940­
1947. 

218. Fiorentine, R. & Anglin, M. D. (1997). Does increasing the opportunity for counseling 
increase the effectiveness of outpatient drug treatment? American Journal of Drug and Alcohol 
Abuse, 23,  369-382. 

219. Fish, J. M. (Ed.). (1998). How to legalize drugs. Northvale, New Jersey: Jason Aronson. 

220. Fletcher, J. M. & Satz, P. (1977). A methodological commentary on the Egyptian study of 
chronic hashish use. Bulletin on Narcotics, 29, 29-34. 

59 



  

  

 
 

 
  

   
 

 
 

 
 

 
 

 
    

  
 

 

 
 

  
 

 
  

 
 

 
 
 

 
   

 
 

  
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

221. Foltin, R. W.,  Fischman, M. W. & Byrne, M. F. (1988). Effects of smoked marijuana on 
food intake and body weight of humans living in a residential laboratory. Appetite, 11, 1-14. 

222. Foltin, R. W., Fischman, M. W., Brady, J. V., Bernstein, D. J., Capriotti, R. M., Nellis, M. J. 
& Kelly, T. H. (1990). Motivational effects of smoked marijuana: Behavioral contingencies and 
low-probability activities. Journal of the Experimental Analysis of Behavior, 53, 5-19. 

223. Foltin, R. W.,  Fischman, M. W., Brady, J. V., Kelly, T. H., Bernstein, D. J. & Nellis, M. J. 
(1989). Motivational effects of smoked marijuana: Behavioral contingencies and high-
probability recreational activities. Pharmacology, Biochemistry and Behavior, 34, 871-877. 

224. Fossier, A. E. (1931). The marijuana menace. New Orleans Medical and Surgical Journal, 
84, 247-252. 

225. Foucault, M. (1973). Madness and civilization: A history of insanity in the age of reason. 
New York: Random House. 

226. 108. Fox A, Kesingland A, Gentry C, et al. The role of central and peripheral CB1 receptors 
in the antihyperalgesic activity of cannabinoids in a model of neuropathic pain. Pain 2001;;92(1­
2):91-100. 

227. Frankel, J. P., Hughes, A., Lees, A. J. & Stern, G. M. (1990). Marijuana for parkinsonian 
tremor. Journal of Neurology, Neurosurgery and Psychiatry, 53, 436. 

228. Franklin, D. (1990). Hooked-not hooked: Why isn’t everyone an addict? Health, 9, pp. 39­
52. 

229. Franklin GM, Mai J, Wickizer T, Turner JA, Fulton-Kehoe D, Grant L. Opioid dosing 
trends and mortality in Washington State workers' compensation, 1996-2002. Am J Ind Med. 
2005 Aug;48(2):91-9. 

230. Franklin GM, Rahman EA, Turner JA, Daniell WE, Fulton-Kehoe D. Opioid use for 
chronic low back pain: A prospective, population-based study among injured workers in 
Washington state, 2002-2005. Clin J Pain 2009; 25(9):743-51. 

231. Franzini, L. R. & & Grossberg, J. M. (1995). Eccentric and bizarre behaviors. New York: 
Wiley. 

232. Fride, E. & Mechoulam, R. (1993). Pharmacological activity of the cannabinoid receptor 
agonist, anandamide, a brain constituent. European Journal of Pharmacology, 231, 313-314. 

233. Fried, P. A., Watkinson, B. & Gray, R. (1992). A follow-up study of attentional behavior in 
6-year-old children exposed prenatally to marijuana, cigarettes, and alcohol. Neurotoxicology 
and Teratology, 14, 299-311. 

60 



  

  

 
  

 
 
 

 
   

 
 

  
 

   

 
 

 
 

 
  

 
 

  
  

 
 

   
 

  
 

   
 

 
 

 
 

 
  

 
 
 

 
  

 
 

Exhibit B: Statement of Grounds 

234. Fried, P. A., Watkinson, B. & Willan, A. (1984). Marijuana use during pregnancy and 
decreased length of gestation. American Journal of Obstetrics and Gynecology, 150, 23-27. 

235. Fuentes, J. A., Ruiz-Gayo, M., Manzanares, J., Vela, G., Reche, I & Corchero, J. (1999). 
Cannabinoids as potential new analgesics. Life Sciences, 65, 675-685. 

236. Garraty, J. A. & Gay , P. (1981). The Columbia history of the world. New York: Harper and 
Row. 

237. Gautier, T. (1846/1966). The hashish club. In D. Solomon (Ed.), The marijuana papers (pp. 
121-135). New York: Bobbs Merril. 

238. Gerard, C. M., Mollereau, C., Vassart, G. & Parmentier, M. (1991). Molecular cloning of a 
human cannabinoid receptor which is also expressed in testis. Biochemistry Journal, 279, 129­
134. 

239. Gergen, M. K., Gergen, K. J. & Morse, S. J. (1972). Correlates of marijuana use among 
college students. Journal of Applied Social Psychology, 2, 1-16. 

240. Gianutsos, R. & Litwack, A. R. (1976). Chronic marijuana smokers show reduced coding 
into long-term storage. Bulletin of the Psychonomic Society, 7, 277-279. 

241. Gieringer, D. (1996). Marijuana water pipe and vaporizer study. Newsletter of the 
Multidisciplinary Association for Psychedelic Studies, 6, 5-9. 

242. Ginsberg, A. (1966). First manifesto to end the bringdown. In  D. Solomon (Ed.), The 
marijuana papers (pp. 183-200). New York: Bobbs-Merril. 

243. Godwin, H. (1967). The ancient cultivation of hemp. Antiquity, 41, 42-49. 

244. Gold, D. (1989). Cannabis alchemy: The art of modern hashmaking. Berkeley: Ronin. 

245. Goldberg, R. (1997). Drugs across the spectrum. Englewood, Colorado: Morton. 

246. Goldberg, L., Bents, R., Bosworth, E., Trevistan, L. & Elliot, D. C. (1991). Anabolic steroid 
education and adolescents: Do scare tactics work? Pediatrics, 87, 283-286. 

247. Goldschmidt, L. Day, N. L. & Richardson, G. A. (2000). Effects of prenatal marijuana 
exposure on child behavior problems at age 10. Neurotoxicology and Teratology, 22, 325-336. 

248. Golub, A. & Johnson, B. D. (1994). The shifting importance of alcohol and marijuana as 
gateway substances among serious drug abusers. Journal of Studies on Alcohol, 55, 607-614.  

249. Gordon, D. R. (1994). The return of the dangerous classes- drug prohibition and policy 
politics. New York: W. W. Norton. 

61 



  

  

 
 

  
 

 
 

  
 

 
 

  
 

  
 

 

 
 

  
    

 
 

 
  

  
 

 
 

 
 

 

 
 

 
 

 

 
 

 
 

 

Exhibit B: Statement of Grounds 

250. Gore, R. L. & Earleywine, M. (2007). Marijuana’s perceived addictiveness: A survey of 
clinicians and researchers. In M. Earleywine, (Ed.) Pot politics: The cost of prohibition. New 
York: Oxford University Press. 

251. Gorenstein, E. E. ( 1987). Cognitive-perceptual deficits in an alcoholism spectrum disorder. 
Journal of Studies on Alcohol, 48, 310-318. 

252. Gorenstein, E. E., Mammato, C. A. & Sandy, J. M. (1989). Performance of inattentive-
overactive children on selected measures of prefrontal-type function. Journal of Clinical 
Psychology, 45, 619-632. 

253. Gorman, T. J. (1996). Marijuana is NOT medicine. Santa Clarita, California: California 
Narcotic Officers’ Association. 

254. Gorter, R. (1991). Management of anorexia-cachexia associated with cancer and HIV 
infection. Oncology (Supplement), 5, 13-17. 

255. Gougeon, D. (1984-1985). CEEB SAT mathematics scores and their correlation with 
college performance in math. Educational Research Quarterly, 9, 8-11. 

256. Gralla, R. J., Tyson, L. B., Bordin, L. A., Clark, R. A., Kelsen, D. P., Kris, M. G., Kalman, 
L. B. & Groshen, S. (1984). Antiemetic therapy: a review of recent studies and a report of a 
random assignment trial comparing metoclopramide with delta-9-tetrahydrocannabinol. Cancer 
Treatment Reports, 68, 163-172. 

257. Grant, B. F. & Pickering, R. (1998). The relationship between cannabis use and DSM-IV 
cannabis abuse and dependence: Results from the national longitudinal alcohol epidemiological 
survey. Journal of Substance Abuse, 10, 255-264. 

258. Grant, I., Rochford, J., Fleming, T. & Stunkard, A. (1973). A neuropsychological 
assessment of the effects of moderate marihuana use. Journal of Nervous and Mental Disease, 
156, 278-280. 

259. Grattan, J. H. G.,  & Singer, C. (1952). Anglo-Saxon magic and medicine. London: Oxford 
University. 

260. Gray, L.C. (1958). History of agriculture in the Southern United States. Gloucest, 
Massachusetts: Peter Smith. 

261. Green, B. E. & Ritter, C. (2000). Marijuana use and depression. Journal of Health and 
Social Behavior, 41, 40-49. 

262. Greenberg HS, Werness SAS, Pugh JE, et al.: Short-term effects of smoking marijuana on 
balance in patients with multiple sclerosis and normal volunteers. Clin Pharmacol Ther 1994; 55: 
324-328. 

62 



  

  

  
 

 
 

  
 

 
 

 
 

   
 

 

  
 

 
  

 
 

  
 

 
 

 

 
 

 
 

 
  

 
  

  
 

  
 

 
 

 
 

 
 

Exhibit B: Statement of Grounds 

263. Greenfield, S. F. & O'Leary, G. (1999). Sex differences in marijuana use in the United 
States. Harvard Review of Psychiatry, 6, 297-303. 

264. Greenwald, M. K. & Stitzer, M. L. (2000). Antinoceptive, subjective and behavioral effects 
of smoked marijuana in humans. Drug and Alcohol Dependence, 59, 261-275. 

265. Grigor, J. (1852). Indian hemp as an oxytocic.  Monthly Journal of Medical Science, 15, 
124-125. 

266. Grilly, D. M. (1998). Drugs and human behavior. Boston: Allyn and Bacon. 

267. Grinspoon, L. & Bakalar, J. B. (1997). Marijuana, the forbidden medicine. New Haven: 
Yale University. 

268. Gross, H. Egbert, M. H., Faden, V. B., Godberg, S. C., Kaye, W. H., Caine, E. D., Hawks, 
R. & Zinberg, N. E. (1983). A double-blind trial of delta-9-THC in primary anorexia nervosa. 
Journal of Clinical Psychopharmacology, 3, 165-171. 

269. Gruber, A. J., Pope, H. G. & Oliva, P. (1997). Very long-term users of marijuana in the 
United States: A pilot study. Substance Use and Misuse, 32, 249-264. 

270. Grun, B. (1982). The timetables of history. New York: Touchstone. 

271. Guzman M, Sanchez C, Galve Roperh I. Control of the cell survival/death decision by 
cannabinoids.  J Mol Med 78(11):613 25, 2001. 

272. Halikas, J. A., Goodwin, D. W. & Guze, S. B. (1971). Marijuana effects: A survey of 
regular users. Journal of the American Medical Association, 217, 692-694. 

273. Halikas, J. A., Weller, R. A. & Morse, C. L. (1982). Effects of regular marijuana use on 
sexual performance. Journal of Psychoactive Drugs, 14, 59-70. 

274. Halikas, J. A., Weller, R. A., Morse, C. L. & Hoffmann, R.G. (1985). A longitudinal study 
of marijuana effects. International Journal of the Addictions, 20, 701-711. 

275. Halikas, J. A., Weller, R. A. & Morse, C. (1982). Effects of regular marijuana use on sexual 
performance. Journal of Psychoactive Drugs, 14, 59-70. 

276. Hall, W., Solowij, N. & Lennon, J. (1994). The health and psychological consequences of 
cannabis use. Canberra: Australian Government Publication Services. 

277. Hall, W. &  Solowij, N. (1998). Adverse effects of cannabis. Lancet, 352, 1611-1616. 

278. Haney, M., Ward, A. S., Comer, S. D., Foltin, R. W., Fischman, M. W. (1999a). Abstinence 
symptoms following oral THC administration to humans. Psychopharmacology, 141, 385-394. 

63 



  

  

 
 

 
 

   
 

 
  

  
 

  
 

 
 

 
 

 
 

 
 

  
 

 
 

 
  

 
  

   
 

 
  

   
 

 
 

   
 

 
 

 

Exhibit B: Statement of Grounds 

279. Haney, M., Ward, A. S., Comer, S. D., Foltin, R. W., Fischman, M. W. (1999b). Abstinence 
symptoms following smoked marijuana in humans. Psychopharmacology, 141, 395-404. 

280. Haney M, Gunderson EW, Rabkin J, et al.: Dronabinol and marijuana in HIV-positive 
marijuana smokers. Caloric intake, mood, and sleep. J Acquir Immune Defic Syndr 2007; 45: 
545-554. 

281. Haney M, Rabkin J, Gunderson E, et al.: Dronabinol and marijuana in HIV(+) marijuana 
smokers: Acute effects on caloric intake and mood. Psychopharmacology. 2005; 181: 170-178. 

282. Hanigan, W. C., Destree, R. & Truong, X. T. (1986). The effect of delta-9-THC on human 
spasticity. Clinical Pharmacology and Therapeutics, 39, 198. 

283. Hannerz, J. & Hindmarsh, T. (1983). Neurological and neuroradiological examination of 
chronic cannabis smokers. Annals of Neurology, 13, 207-210. 

284. Hansen, W. B. (1992). School-based substance abuse prevention: A review of the state of 
the art in curriculum, 1980-1990. Health Education Research: Theory and Practice, 7, 403-430. 

285. Harris, L. S., Munson, A. E. & Carchman, R. A. (1976). Antitumor properties of 
cannabinoids. In M.C. Braude and S.Szara (Eds.) The pharmacology of marijuana. Vol. 2 (pp. 
773-776). New York: Raven. 

286. Hartley, J. P., Nogrady, S. G. & Seaton, A. (1978). Bronchodilator effect of delta-1­
tetrahyrdocannabinol. British Journal of Clinical Pharmacology, 5, 523-525.    

287. Hasan, K. A. (1974). Social aspects of the use of cannabis in India. In V. Rubin (Ed.) 
Cannabis and Culture (pp. 235-246). The Hague: Mouton. 

288. Hayes, J. S., Lampart, R., Dreher, M. C. & Morgan, L. (1991). Five-year follow-up of rural 
Jamaican children whose mothers used marijuana during pregnancy. West Indian Medical 
Journal, 40, 120-123. 

289. Hayes, J. S., Lampart, R., Dreher, M. C. & Morgan, L. (1991). Five-year follow-up of rural 
Jamaican children whose mothers used marijuana during pregnancy. West Indian Medical 
Journal, 40, 120-123. 

290. Heishman, S. J., Stitzer, M. L. & Yingling, J. E. (1989). Effects of tetrahydrocannabinol 
content on marijuana smoking behavior, subjective reports, and performance. Pharmacology, 
Biochemistry & Behavior, 34, 173-179. 

291. Heishman, S. J., Huestis, M. A., Henningfield, J. E. & Cone, E. J. (1990). Acute and 
residual effects of marijuana: profiles of plasma THC levels, physiological, subjective and 
performance measures. Pharmacology, Biochemistry and Behavior, 34, 561-565. 

64 



  

  

  
 

 
 

   
 

 

 
  

 
 

 

  
  

 
 

 
 

 
 

  
 

 
  

  
 

 
 

 

 
 

 
  

 
  

 
 

 
   

Exhibit B: Statement of Grounds 

292. Hembree, W. C., Nahas, G. G., Zeidenberg, P. & Huang, H. F. S. (1979).  Changes in 
human spermatozoa associated with high-dose marijuana smoking. In G. G. Nahas & W. D. M. 
Paton (Eds.), Marijuana: Biological effects, analysis, metabolism, cellular responses (429-439). 
New York: Pergamon. 

293. Henningfield, J., Cohen, C. & Pickworth, W. (1993). Psychopharmacology of nicotine. In 
C. Orleans & J. Slade (Eds.), Nicotine addiction: principle and management (24-45). New York: 
Oxford University. 

294. Hepler,  R. S. & Petrus, R. (1971). Experiences with administrations of marijuana to 
glaucoma patients. In S. Cohen and R. Stillman (Eds.) The therapeutic potential of marijuana 
(pp. 63-76). New York: Plenum Medical Book Company. 

295. Herer, J. (1999). The emperor wears no clothes. Van Nuys, California: HEMP Publishing. 

296. Herkenham, M. Lynn, A. B. , Little, M. D., Johnson, M. R., Melvin, L. S., De Costa, B. R. 
& Rice, K. C. (1990). Cannabinoid receptor localization in brain. Proceedings of the National 
Academy of Sciences of the USA, 87, 1932-1936. 

297. Herodotus (1999/5th Century B.C.). The histories. C. Dewald (Ed.). (R.A. Waterfield 
(Trans.). New York: Oxford University. 

298. Hill, S. Y., Schwin, R., Goodwin, D. W. & Powell, B. J. (1974). Marijuana and pain. 
Journal of Pharmacology and Experimental Therapeutics, 188, 415-418. 

299. 78. Hill SY, Schwin R, Goodwin DW, et al.: Marihuana and pain. J Pharmacol Exp Ther 
1974; 188: 415-418. 

300. Hilts, P. J. (1994, August 2). Is nicotine addictive? It depends on whose criteria you use. 
New York Times, p. C 3. 

301. Himmelstein, J. L. (1986). The continuing career of marijuana: backlash . . . within limits. 
Contemporary Drug Problems, I3, 1-21. 

302. Hochman, J. S. & Brill, N. Q. (1973). Chronic marijuana use and psychosocial adaptation. 
American Journal of Psychiatry, 130, 132-139. 

303. Hoefler, M., Lieb, R., Perkonigg, A., Schuster, P., Sonntag, H. & Wittchen, H. U. (1999). 
Covariates of cannabis use progression in a representative population sample of adolescents: A 
prospective examination of vulnerability and risk factors. Addiction, 94, 1679-1694. 

304. Hohmann AG, Briley EM, Herkenham M. Pre- and postsynaptic distribution of 
cannabinoid and mu opioid receptors in rat spinal cord. Brain Res 1999; 822:17-25. 

305. Hohmann AG, Herkenham M: Regulation of cannabinoid and mu opioid receptors in rat 
lumbar spinal cord following neonatal capsaicin treatment. Neurosci Lett 1998; 252:13-16. 

65 



  

  

 

 
 

  
  

 
 

 
 

  
 

  
 

 

  
 

   
  

 

 
 

 
 

 
 

  
 

  
 

   
 

 
    

     
 

 
 

 
   

 
 

Exhibit B: Statement of Grounds 

306. Hollister, L. E. (1974). Structure-activity relationships in man of cannabis constituents, and 
homologs and metabolites of delta-9 tetrahydrocannabinol. Pharmacology, 3-11. 

307. Hollister LE. Criminal laws and the control of drugs of abuse. An historical view of the law 
(or, it's the lawyer's fault).  J Clin Pharmacol J New Drugs 1969; 9(6):345-8 

308. Holloway, M. (1991). Rx for addiction. Scientific American,  264, 94-103. 

309. Hooker, W. D. & Jones, R. T. (1987). Increased susceptibility to memory intrusions and the 
Stroop interference effect during acute mairjuana intoxication. Psychopharmacology, 91, 20-24. 

310. Hope, D. A. & Heimberg, R. G. (1993). Social phobia and social anxiety. In D. Barlow 
(Ed.).Clinical handbook of psychological disorders. (pp. 99-136). New York: Guilford. 

311. Horton, J. P., Nogrady, S. G. & Seaton, A. (1978). Bronchodilator effect of delta-1­
tetrahydrocannabinol. British Journal of Clinical Pharmacology, 5, 523-525. 

312. House of Lords - Select Committee on Science and Technology (1998). Cannabis—The 
scientific and medical evidence. London: The Stationery Office. 

313. How much marijuana do Americans really smoke? (1995). Forensic Drug Abuse Advisor, 
7, 7-8. 

314. Howlett, A. C., Evans, D. M. & Houston, D. B. (1992). The cannabinoid receptor. In L. 
Murphy & A. Bartke (Eds.), Marijuana/cannabinoids: neurobiology and neurophysiology (pp. 
387-423). Boca Raton: CRC. 

315. Howlett, A. C., Johnson, M. R., Melvin, L. S. & Milne, G. M. (1988). Nonclassical 
cannabinoid analgesics inhibit adenylate cyclase: development of a cannabinoid receptor model. 
Molecular Pharmacology, 33, 297-302. 

316. Hser, Y. I., Grella, C.,  Chou, C. P., Anglin, M. D. (1998). Relationships between drug 
treatment careers and outcomes:  Findings from the National Drug Abuse Treatment Outcome 
Study. Evaluation Review,  22, 496-519. 

317. Huestis, M. A. & Cone, E. J. (1998). Urinary excretion half-life of 11 - Nor - 9 - carboxy ­
DELTA - 9 - tetrahydrocannabinol in Humans. Proceedings Of The Fifth International Congress 
Of Therapeutic Drug Monitoring And Clinical Toxicology, 20, 570-576. 

318. Hume, D. (1739/1978). A treatise on human nature. New York: Oxford University. 

319. Hunt, W. A., Barnett, L. W. & Branch, L. G. (1977). Relapse rates in addiction programs. 
Journal of Clinical Psychology, 27, 455-456. 

66 



  

  

 
  

 
  

 
 

   
 

 
 

 
   

 
 

 
   

 
 

 
 

 
 

 
 

 
 

   
 

 

 
 

  
  

 
  

 
 

 
 

 

  
 

 

Exhibit B: Statement of Grounds 

320. Hunt, C. A. & Jones, R. T. (1980). Tolerance and disposition of tetrahydrocannabinol in 
man. Journal of Pharmacology and Experimental Therapeutics, 215, 35-44. 

321. Husak, D. (1992). Drugs and rights. New York: Cambridge University. 

322. Husak, D. (1998). Two rationales for drug policy: How they shape the content of reform. In 
J. M. Fish (Ed.) How to legalize drugs (pp. 29-60). Northvale, New Jersey: Jason Aronson. 

323. Hymowitz, N., Feuerman, J., Hollander, M. & Frances, R. J. (1993). Smoking deterrence 
using silver acetate. Hospital and Community Psychiatry, 44, 113-116. 

324. Indian Hemp Drugs Commission (IHDC) (1894). Report of the Indian hemp drugs 
commission. Simla, India: Government Central Printing Office. 

325. Indiana Prevention Resource Center. (1998). Factline on marijuana. Bloomington, Indiana: 
The Trustees of Indiana University. 

326. Institute of Medicine. (1999). Marijuana and medicine: Assessing the science base. 
Washington, D. C.: National Academy . 

327. Iversen, L. L. (2000). The science of marijuana. New York: Oxford University. 

328. Jain, A.K., Ryan, J. R., McMahon, F. G. & Smith, G. (1981). Evaluation of intramuscular 
levonantradol and placebo in acute postoperative pain. Journal of Clinical Pharmacology, 21, 
320S-326S. 

329. Jarai, Z., Wagner, J. A., Goparaju, S. K., Wang, L., Razdan, R. K., Sugiura, T., Zimmer, A. 
M., Bonner, T. I. & Kunos, G. (2000). Cardiovascular effects of 2-AG in anesthetized mice. 
Hypertension, 35, 679-684. 

330. Jarbe, T. U. & Hiltunen, A. J. (1987). Cannabimimetic activity of cannabinol in rats and 
pigeons. Neuropharmacology, 26, 219-228. 

331. Jessor, R. & Jessor, S. L. (1977). Problem behavior and psychosocial development: A 
longitudinal study of youth. New York: Academic . 

332. Jessor, R. (1998). New Perspective on adolescent risk behaviors. New York: Cambridge 
University. 

333. Joesof, M. R., Beral, V., Aral, S. O., Rolfs, R. T. & Cramer, D. W. (1993). Fertility and use 
of cigarettes, alcohol, marijuana, and cocaine. Annals of Epidemiology, 3, 592-594. 

334. Johansson E, Noren K, Sjovall J, Halldin, M.M. (1989). Determination of delta-1­
tetrahydrocannabinol in human fat biopsies from marihuana users by gas chromatography-mass 
spectrometry. Biomedical Chromatography, 3, 35-38. 

67 



  

  

  
  

 
 

  
 

  
 

 
  

 
 

  
  

 
 

  
 

 
 

 
  

 
 

    
 

 
  

 
 

   
 

 
 

 
 

  
 

 

  
 

 
  

 
 

Exhibit B: Statement of Grounds 

335. Johansson, E., Arguell, S., Hollister, L. & Halldin, M. (1988). Prolonged apparent half-life 
of delta-1-tetrahydrocannabinol in plasma of chronic marijuana users. Journal of Pharmacy and 
Pharmacology, 40, 374-375. 

336. Johnston, J. F. (1855). Chemistry of common life. New York: Appleton. 

337. Johnston, L. Bachman, J. & O’Malley, P. (1981). Marijuana decriminalization: the impact 
on you, 1975-1980. Monitoring the Future Occasional Paper, 13, 27-29. 

338. Johnston, L. Bachman, J. & O’Malley, P. (1996). National survey results on drug use from 
the monitoring the future study, 1975-1995. Washington , D.C.: USGPO. 

339. Jones NA, Hill AJ, Smith I, et al. Cannabidiol displays antiepileptiform and antiseizure 
properties in vitro and in vivo. J Pharmacol Exp Ther 2010;332(2):569-77. 

340. Joy JE, Watson SJ, Benson JA (eds.): Marijuana and Medicine: Assessing the Science 
Base. Washington, DC: National Academy Press, 1999. 

341. Jumbelic MI. Deaths with transdermal fentanyl patches. Am J Forensic Med Pathol 2010; 
31(1):18-21. 

342. Kabilek, J., Krejci, Z. & Santavy, F. (1960). Hemp as a medicament. Bulletin on Narcotics, 
12, 5-22. 

343. Kaestner, R. (1991). The effects of drug use on the wages of young adults. Journal of Labor 
Economics, 9, 381-412. 

344. Kaestner, R. (1994a). The effect of illicit drug use on the labor supply of young adults. 
Journal of Human Resources, 29, 123-136. 

345. Kaestner, R. (1994b). New estimates of the effect of marijuana and cocaine on wages: 
accounting for unobserved person specific effects. Industrial and Labor Relations Review, 47, 
454-470. 

346. Kandel, D. B. & Davies, M. (1992). Progression to regular marijuana involvement: 
phenomenology and risk factors for near-daily use. In M. Glantz & R. Pickens (Eds.). 
Vulnerability to drug abuse (pp. 211-253). Washington, DC: American Psychological 
Association. 

347. Kandel, D. B. & Davies, M. (1996). High school students who use crack and other drugs. 
Archives of General Psychiatry, 53, 71-80. 

348. Kandel, D. B., Yamaguchi, K. & Chen, K. (1992). Stages of progression in drug 
involvement from adolescence to adulthood: Further evidence for the gateway theory. Journal of 
Studies on Alcohol, 53, 447-457. 

68 



  

  

 
 

 
 

 

  
 

 
 

 
 

 
 

 
 

 
 

 
 

 
  

 
   

 
 

 
 

 
  

 
   
 

 
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

se S. Versatile Solid-Phase Synthesis of Chromenes Resembling 
Classical Cannabinoids. ACS Comb Sci 2011;13(5):554-561. 

350. Kaplan, J. (1970). Marijuana--The new prohibition. New York: Wald. 

351. Karacan, D. B., Fernandez-Salas, A., Coggins, W. J., Carter, W. E., Williams, R. L., 
Thornby, J. I., Salis, P. J., Okawa, M. & Villaume, J. P. (1976). Sleep electroencephalagraphic­
electrooculographic characteristics of chronic marijuana users. Annals of the New York 
Academy of Sciences, 282, 348-374. 

352. Karniol, I. G., Shirakawa, I., Takahashi, R. N., Knobel, E. & Musty, R. E. (1975). Effects of 
delta9-tetrahydrocannabinol and cannabinol in man. Pharmacology, 13, 502-512. 

353. Kaslow, R. A., Blackwelder, W. C., Ostrow, D. G., Yerg, D., Palenicek, J., Coulson, A. H. 
& Valdiserri, R. O. (1989). No evidence for a role of alcohol or other psychoactive drugs in 
accelerationg immunodeficiency in HIV-1-positive individuals. Journal of the American Medical 
Association, 261, 3424-3429. 

354. Kattlove, H. (1995). Antiemetic properties of granisetron. New England Journal of 
Medicine, 332, 1653. 

355. Kirk, D. (1999). From Hungary with love. Hemp Times, 3,  44-88. 

356. Kirk, J. M., Doty, P. & de Wit, H. (1998). Effects of expectancies on subjective responses 
to oral delta-9-tetrahydrocannabinol. Pharmacology, Biochemistry and Behavior, 59, 287-293. 

357. Klein TW; Lane B; Newton CA; Friedman H. The cannabinoid system and cytokine 
network. Proc Soc Exp Biol Med 225(1):1 8, 2000. 

358. Kleiman, M. A. R. (1992). Against excess: drug policy for results. New York: Basic Books. 

359. Kleinhenz, J., Streitberger, K., Windeler, J., Gussbacher, A., Mavridis, G. & Martin, E. 
(1999). Randomised clinical trial comparing the effects of acupuncture and a newly designed 
placebo needle in rotator cuff tendinitis. Pain, 83, 235-241. 

360. Koob, G. F. & Le Moal, M. (1997). Drug abuse: Hedonic homeostatic dysregulation. 
Science, 278, 52-58. 

361. Koski, P. R. & Eckberg, D. L. (1983). Bureaucratic legitimation: Marihuana and the Drug 
Enforcement Administration. Sociological Focus, 16, 255-273. 

362. Kotler, D. P., Tierney, A. R., Wang, J. & Pierson, R. N. (1989). Magnitude of body-cell­
mass depletion and the timing of death from wasting in AIDS. American Journal of Clinical 
Nutrition, 53, 149-154.  

69 



  

  

 
 

 

 
 

    
 

 
 

  
 

 
 

 
   

 

 
 

 
 

   
 

 
 

   
 

 
 

 
 

  
 

  
  

 
 

Exhibit B: Statement of Grounds 

363. Kouri, E., Pope, H. G., Lukas, S. E. (1999). Changes in aggressive behavior during 
withdrawal from long-term marijuana use. Psychopharmacology, 143, 302-308. 

364. Kouri, E., Pope, H. G., Yurgelun-Todd, D. & Gruber, S. (1995). Attributes of heavy vs. 
occasional marijuana smokers in a college population. Biological Psychiatry, 38, 475-481. 

365. Kraft B, Frickey NA, Kaufmann RM, et al.  Lack of analgesia by oral standardized cannabis 
extract on acute inflammatory pain and hyperalgesia in volunteers.  Anesthesiology 2008; 
109(1):101-10. 

366. Krampf, W. (1997). AIDS and the wasting syndrome. In M. L. Mathre, (Ed.) Cannabis in 
medical practice (pp. 84-93). London: McFarland. 

367. Kuehnle, J., Mendelson, J. H. & David, K.R. (1977). Computed tomographic examination 
of heavy marijuana users. Journal of the American Medical Association, 237, 1231-1232. 

368. Kung, C. T. (1959). Archaeology in China. Toronto: University of Toronto . 
Kutchins, H. & Kirk, S. A. (1997). Making us crazy. New York: The Free Press. 

369. 1. Label for Marinol®. Label approved on June 21, 2006 for MARINOL, NDA no. 
018651. Available at www.fda.gov/cder/foi/label/2006/018651s025s026lbl.pdf. Accessed 
September 08, 2011. 

370. Label for Cesamet®. Label approved on May 15, 2006 for CESAMET, NDA no. 018677. 
Available at www.fda.gov/cder/foi/label/2006/018677s011lbl.pdf. Accessed September 20, 
2011. 

371. Labouvie, E., Bates, M. E. & Pandina, R. J. (1997). Age of first use: Its reliability and 
predictive utility. Journal of Studies on Alcohol, 58, 638-643. 

372. LaBrie, J. & Earleywine, M. (in press). Decreasing response bias in studies of alcohol and 
safer sex. Journal of Sex Research. 

373. Laird-Clowes, W. (1877). An amateur assassin. Belgravia, 31, 353-359. 

374. Lakhan SE, Rowland M. Whole plant cannabis extracts in the treatment of spasticity in 
multiple sclerosis: a systematic review. BMC Neurol 2010; 9:59-61. 

375. Lapey, J. D. (1996). Marijuana update 1996. Omaha: Drug Watch International. 

376. Lapp, W. M., Collins, R. L., Zywiak, W. H. & Izzo, C. V. (1994). Psychopharmacological 
effects of alcohol on time perception: The extended balanded placebo design. Journal of Studies 
on Alcohol, 55, 96-112. 

70 

www.fda.gov/cder/foi/label/2006/018677s011lbl.pdf
www.fda.gov/cder/foi/label/2006/018651s025s026lbl.pdf


  

  

  

 
 

 
 

 
 

  
  

 
 

 
 

 
  

 
 

 
 

 
 

  
 

 
 

 

  
 

 
 

 
  

 
 

 
 

 
 

  
 

Exhibit B: Statement of Grounds 

377. Law, B., Mason, P.A., Moffat, A. C., Gleadle, R. I.,  & King, L. J. (1984). Forensic aspects 
of the metabolism and excretion of cannabinoids following oral ingestion of cannabis resin. 
Journal of Pharmacy and Pharmacology, 36, 289-294. 

378. Leary v. U.S. 5th cir. 383 F .2d 851 (1967). 

379. Leary, T. (1997). Flashbacks: A personal and cultural history of an era. Los Angeles, J. P. 
Tarcher. 

380. Leirer, V. O., Yesavage, J. A. & Morrow, D. G. (1991). Marijuana carry-over effects on 
aircraft pilot performance. Aviation Space and Environmental Medicine, 62, 221-227. 

381. Lemberger, L., Axelrod, J. & Kopin, I. J. (1971). Metabolism and disposition of 
tetrahydrocannabinol in naive subjects and chronic marijuana users. Pharmacological Reviews, 
23, 371-380. 

382. Lemberger, L. & Rowe,  H. (1975). Clinical pharmacology of nabilone, a cannabinol 
derivative. Clinical Pharmacology & Therapeutics, 18, 720-726. 

383. Lenson, D. (1995). On drugs. Minneapolis: University of Minnesota. 

384. Leuchtenberger, C. (1983). Effects of marijuana (cannabis) smoke on cellular biochemistry 
on In Vitro test systems. In K. O. Fehr and K. Kalant (Eds.) Cannabis and health hazards. 
Toronto: Addiction Research Foundation. 

385. Levey, M. (1966). Medieval Arabic Toxicology. Transactions of the American 
Philosophical Society,  56, 5-43. 

386. Levinthal, C. (1999). Drugs, behavior, and modern society. Boston: Allyn and Bacon. 

387. Leweke, F. M., Giuffrida, A., Wurster, U., Emrich, H. M. & Piomelli, D. (1999). Elevated 
endogenous cannabinoids in schizophrenia. NeuRoreport, 10, 1665-1669. 

388. Li, H. L. (1974). An archeological and historical account of cannabis in China. Economic 
Botany, 28, 437-448. 

389. Li, H. L. (1975). The origin and use of cannabis in Eastern Asia:  Their linguistic-cultural 
implications. In V. Rubin (Ed.), Cannabis and Culture (pp. 51-62).  Mouton: The Hague. 

390. Light, G. A., Geyer, M. A., Clementz, B. A., Cadenhead, K. S. & Braff, D. L. (2000). 
Normal P50 suppression in schizophrenia patients treated with atypical antipsychotic 
medications. American Journal of Psychiatry, 157, 767-771.  

391. Linn, S., Schoenbaum, S. C., Monson, R. R., Rosner, R., Stubblefield, P. C. & Ryan, K. J. 
(1983). The association of marijuana use with outcome of pregnancy. American Journal of 
Public Health, 73, 1161-1164. 

71 



  

  

 
 

  
 

 
 

 

 
 

 
 

 
 

 
 

 
 

 
 

 

 
 

 

 
 

  
  

 
 

 
 

  
 

 
  

 
 

Exhibit B: Statement of Grounds 

392. Linzen, D. H., Dingemans, P. M., Lenior, M. E. (1994). Cannabis abuse and the course of 
recent-onset schizophrenic disorders. Archives of General Psychiatry, 51, 273-279. 

393. Low, M. D., Klonoff, H. & Marcus, A. (1973). The neurophysiological basis of the 
marijuana experience. Canadian Medical Association Journal, 108, 157-165. 

394. Ludlow, F. H. (1857). The hasheesh eater: being passages from the life of a Pythagorean. 
New York: Harper. 

395. Lukas, S. E., Mendelson, J. H. & Benedikt, R. (1995). Electroencephalographic correlates 
of marijuana-induced euphoria. Drug and Alcohol Dependence, 37, 131-140. 

396. Lyketsos, C. G., Garrett, E., Liang, K. Y. & Anthony, J. C. (1999). Cannabis use and 
cognitive decline in persons under 65 years of age. American Journal of Epidemiology, 149, 
794-800. 

397. Lyketsos, C. G., Garrett, E., Lianag, K. Y. & Anthony, J. C. (1999). Cannabis use and 
cognitive decline in persons under 65 years of age. American Journal of Epidemiology, 149, 
794-800. 

398. Lynam, D. R.,  Milich, R., Zimmerman, R., Novak, S. P., Logan,T. K.,  Martin, C.,  
Leukfeld, C. & Clayton, R. (1999). Project DARE: No effects at 10-year follow-up. Journal of 
Consulting and Clinical Psychology, 67, 590-593. 

399. Lyons, M. J., Toomey, R., Meyer, J. M., Green, A. I., Eisen, S. A., Goldberg, J., True, W. 
R. & Tsuang, M. T. (1997). How do genes influence marijuana use? The role of subjective 
effects. Addiction, 92, 409-417. 

400. Maccannell, K., Milstein, S. L., Karr, G. & Clark, S. (1977). Marijuana-produced 
impairments in form perception: Experienced and non-experienced subjects. Progress in Neuro-
Psychopharmacology, 1, 339-343. 

401. MacCoun, R. J. (1993). Drugs and the law: A psychological analysis of drug prohibition. 
Psychological Bulletin, 113, 497-512. 

402. MacCoun, R. & Reuter, P. (1997). Interpreting Dutch cannabis policy: Reasoning by 
analogy in the legalization debate. Science, 278, 47-52. 

403. MacDonald, D. I. (1984). Drugs, drinking, and adolescents. Chicago: Year Book Medical 
Publishers. 

404. Mackesy-Amiti, M. E., Fendrich, M. & Goldstein, P. J. (1997). Sequence of drug use 
among serious drug users: typical vs. atypical progression. Drug and Alcohol Dependence, 45, 
185-196. 

72 



  

  

   
 

 
 

 
 

   
 

 
  

 
 

  
 

 
 

 
 

 
  

 
 

 
 

  
 

 
 

  
 

 
 

 
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

405. Maejima T, Ohno Shosaku T, Kano M. Endogenous cannabinoid as a retrograde messenger 
from depolarized postsynaptic neurons to presynaptic terminals. Neurosci Res 40(3):205 10, 
2001. 

406. Mahdi, M. (Ed.). (1992). The Arabian nights. New York: Knopf. 

407. Maisto, S. A., Galizio, M. & Connors, G. J. (1995). Drug use and abuse. New York: The 
Harcourt . 

408. Makriyannis, A. & Rapaka, R. S. (1990). The molecular basis of cannabinoid activity. Life 
Sciences, 47, 2173-2184. 

409. Malec, J., Harvey, R. F. & Cayner, J. J. (1982). Cannabis effect on spasticity in spinal cord 
injury. Archives of Physical Medicine and Rehabilitation, 63, 116-118. 

410. Maloff, D. (1981). A review of the effects of the decriminalization of marijuana, 
Contemporary Drug Problems, 10, 306-340.  

411. Maltby, L. L. (1999). Drug testing: A bad investment. New York: American Civil Liberties 
Union. 

412. Mandel, J. (1988). Is marijuana law enforcement racist? Journal of Psychoactive Drugs, 20, 
83-91. 

413. Mann, P. (1985). Marijuana alert. New York: McGraw-Hill. 

414. Manno, J. E., Kiplinger, G. F., Haine, S. E., Bennett, I. F. & Forney, R. B. (1970). 
Comparative effects of smoking marihuana or placebo on human motor and mental performance. 
Clinical Pharmacology and Therapeutics, 11, 808-815. 

415.  MAPS Marijuana Research. 2008. Available at www.maps. org/mmj/mjabrams.html. 
Accessed September 20, 2011. 

416. Margolin, B. (1998). Guide to state and federal marijuana laws. Los Angeles: Chuck Alton. 

417. Marijuana Anonymous (1995). Life with hope. Van Nuys, California:  Marijuana 
Anonymous World Services. 

418. Marlatt, A. (Ed.), (1998). Harm reduction. New York: Guilford. 

419. Marlatt, G. A., Demming, B.,  Reid, J. B. (1973). Loss of control drinking in alcoholics: An 
experimental analogue. Journal of Abnormal Psychology,  81, 233-241. 

420. Marlatt, G. A. & Gordon, J. R. (1985). Relapse prevention: Maintenance strategies in the 
treatment of addictive behaviors. New York: Guilford . 

73 

www.maps


  

  

 
 

 
 

 
 

 
  

 
 

 
 

 

 
 

 
 

 
 

 
 

 
 

 
  

 
 

    
 

 
  

 
 

 
 

 

  
 

 
 

 

Exhibit B: Statement of Grounds 

421. Marlatt, G. A. & Rohsenow, D. J. (1980). Cognitive process in alcohol use:  Expectancy 
and the balanced placebo design. In N. K. Mello (Ed.), Advances in substance abuse Vol. 1 (pp. 
159-199). Greenwich, CT: JAI . 

422. Matheny C, Martin CM. Compounding pharmacy: old methods finding a new niche. 
Consult Pharm 2010; 25(6):357-63. 

423. Mathew, R. J., Wilson, W. H., Chiu, N. Y., Turkington, T. G., Degrado, T. R. & Coleman, 
R. E. (1999). Regional cerebral blood flow and depersonalization after tetrahydrocannabinol 
administration. Acta Psychiatrica Scandinavica, 100, 67-75. 

424. Mattes, R. D., Engelman, K., Shaw, L. M. & ElSohly, M. A. (1994). Cannabinoids and 
appetite stimulation. Pharmacology, Biochemistry and Behavior, 49, 187-195. 

425. Mattes, R. D., Shaw, L. M. & Engelman, K. (1994). Effects of cannabinoids (marijuana) on 
taste intensity and hedonic ratings and salivary flow of adults. Chemical Senses, 19, 125-140. 

426. Mattes, R. D., Shaw, L. M., Edling-Owens, J., Engelman, K. & ElSohly, M. A. (1993). 
Bypassing the first-pass effect for the therapeutic use of cannabinoids. Pharmacology, 
Biochemistry and Behavior, 44, 745-747. 

427. Matthias, P., Tashkin, D. P., Marques-Magallanes, J.A., Wilkins, J. N. & Simmons, M.S. 
(1997). Effects of varying marijuana potency on deposition of tar and delta9-THC in the lung 
during smoking. Pharmacology, Biochemistry and Behavior,  58, 1145-1150. 

428. McCabe, S. E. , Morales, M. , Cranford, J. A. & Boyd, C. J. (2007). Does early onset of 
non-medical use of prescription drugs predict subsequent prescription drug abuse and 
dependence? Results from a national study. Addiction, 102, 1920-1930. 

429. McGee, R., Williams, S. A., Poulton, R. & Moffitt, T. (2000). A longitudinal study of 
cannabis use and mental health from adolescence to early adulthood. Addiction, 95, 491-503. 

430. McGeorge, J. & Aitken, C. K. (1997). Effects of cannabis decriminalization in the 
Australian Capital Territory on university students’ patters of use. Journal of Drug Issues, 27, 
785-793. 

431. McGlothlin, H. W. & West, L. J. (1968). The marijuana problem: An overview. American 
Journal of Psychiatry, 125, 1126-1134. 

432. McKim, W. A. (1997). Drugs and behavior: an introduction to behavioral pharmacology. 
Englewood Cliffs, NJ: Prentice Hall. 

433. McMeens, R.R. (1860). Report of the committee on cannabis indica. In Transactions of the 
15th Annual Meeting of the Ohio State Medical Society. Columbus, Ohio: Follett, Foster & Co. 
(Reprinted from Marijuana: Medical Papers, 1839-1972 pp. 117-140, by T. H. Mikuriya, Ed., 
1973, Oakland: Medi-Comp. 

74 



  

  

 

 
 

  
  

 

 
 

  
 

 
  

 
 

  
 

 
  

 
 

 
 

  
 

 

 
 

 
  

 
 

 
 

  
  

 
 

 
  

 
 

Exhibit B: Statement of Grounds 

434. McQuay, H., Carroll, D. & Moore, A. (1995). Variation in the placebo effect in randomized 
controlled trials of analgesics: all is as blind as it seems. Pain, 64, 331-335. 

435. McWilliams JC. Unsung partner against crime: Harry J. Anslinger and the Federal Bureau 
of Narcotics, 1930-1962. Pa Mag Hist Biogr 1989; 113(2):207-36. 

436. Mechoulam, R., Fride, E., Hanus, L., Sheskin, T., Bisogno, T., Di Marzo, V., Bayewitch, 
M. & Vogel, Z. (1997). Anandamide may mediate sleep induction. Nature, 389, 25-26. 

437. Meinck, H. M., Schonle, P. W. & Conrad, B. (1989). Effect of cannabinoids on spasticity 
and ataxia in multiple sclerosis. Journal of Neurology, 236, 120-122. 

438. Melamede R. Cannabis and tobacco smoke are not equally carcinogenic. Harm Reduct J 
2005; 18(2):21. 

439. Mellaart, J. (1967). Catal Huyuk: A neolithic town in Anatolia. New York: McGraw-Hill. 

440. Menhiratta, S. S., Wig, N. N. & Verma, S. K. (1978). Some psychological correlates of 
long-term heavy cannabis users. British Journal of Psychiatry, 132, 482-486. 

441. Mikulas, W. L. (1996). Sudden onset of subjective dimensionality: A case study. Perceptual 
and Motor Skills, 82, 852-854. 

442. Mikuriya, T. H. & Aldrich, M. R. (1988). Cannabis 1988: Old drug, new dangers, the 
potency question. Journal of Psychoactive Drugs, 20, 47-55. 

443. Mikuriya TH: Cannabis: A unique immunoanalgesic. Poster at the 2006 American Pain 
Society Meeting, San Antonio, CA. 

444. Miles, C. G., Congreve, G. R. S., Gibbins, R. J., Marshman, J., Devenyi, P. & Hicks, R. C. 
An experimental study of the effects of daily cannabis smoking on behavior patterns. Acta 
Pharmacologica et Toxicologica, 34 (Suppl. 7), 1-43. 

445. Miller, W. R. (1999). Integrating spirituality into treatment: Resources for practitioners. 
Washington D. C.: American Psychological Association. 

446. Miller, T. Q. (1994). A test of alternative explanations for the stage-like progression of 
adolescent substance use in four national samples. Addictive Behaviors, 19, 287-293. 

447. Miller, C. & Wirthshafter, D. (1991). The hemp seed cookbook. Athens, Ohio: Hempery. 

448. Miller, D. S. & Miller, T. Q. (1997). A test of socioeconomic status as a predictor of initial 
marijuana use. Addictive Behaviors, 22, 479-489. 

75 



  

  

 

 
 

 
 

  
 

 
 

  
 

  
 

  
 

 
 

 
  

 
 

  
 

 
 

 

 
 

  
  

 
 

 
 

 
 

 
 

Exhibit B: Statement of Grounds 

449. Miller, L. & Cornett, T. (1978). Marijuana: does effects on pulse rate, subjective estimates 
of intoxication, free recall and recognition memory. Pharmacology, Biochemistry and Behavior, 
9, 573-579. 

450. Miller, L., Cornett, T., Drew, W., McFarland, D., Brightwell, D. & Wikler, A. (1977). 

451. Miller L. Marijuana: dose-response effects on pulse rate, subjective estimates of potency, 
pleasantness, and recognition memory. Pharmacology, 15, 268-275. 

452. Miller, L., Cornett, T. & Wikler, A. (1979). Marijuana: effects on pulse rate, subjective 
estimates of intoxication and multiple measures of memory. Life Sciences, 25, 1325-1350. 

453. Miller, N. S., Gold, M. S. & Smith, D. E. (1997). Manual of therapeutics for addictions. 
New York: Wiley. 

454. Miller, N. S., Gold, M. S. & Pottash, C. (1989). A 12-step treatment approach for marijuana 
(cannabis) dependence. Journal of Substance Abuse Treatment, 6, 241-250. 

455. Miller, W. R. & Hester, R. K. (1986). Inpatient alcoholism treatment: Who benefits? 
American Psychologist, 41, 794-805. 

456. Miller, W. R. & Rollnick, S. (1991). Motivational interviewing. New York: Guilford. 

457. Miron, J. A. (1999). Violence and the U.S. prohibition of drugs and alcohol. NBER working 
paper No. 6950. JEL No. K42. 

458. Moeller, G. F., Dougherty, D. M., Lane, S. D., Steinberg, J. L. & Cherek, D. R. (1998). 
Antisocial personality disorder and alcohol-induced aggression. Alcoholism: Clinical and 
Experimental Research, 22, 1898-1902. 

459. Molnar, J., Szabo, D., Pusztai, R., Mucsi, I., Berek, L., Ocsovszki, I., Kawata, I. & 
Shoyama, Y. (2000). Membrane associated antitumor effects of crocine-, ginsenoside, and 
cannabinoid derivatives. Anticancer Research, 20, 861-867. 

460. Moos, R. H., King, M. J. & Patterson, M. A. (1996). Outcomes of residential treatment of 
substance abuse in hospital and community-based programs. Psychiatric Services, 46, 66-72. 

461. Moreau, J. J. (1845/1973) Hashish and mental illness. New York: Raven. 

462. Morgan CJ, Freeman TP, Schafer GL, Curran HV. Cannabidiol attenuates the appetitive 
effects of Delta 9-tetrahydrocannabinol in humans smoking their chosen cannabis. 
Neuropsychopharmacology 2010; 35(9):1879-85. 

463. Morganstern, J., Labouvie, E., McCrady, B. S., Kahler, C. W. & Frey, R. M. (1997). 
Affiliation with alcoholics anonymous after treatment:  A study of its therapeutic effects and 
mechanisms of action. Journal of Consulting and Clinical Psychology, 65, 768-777. 

76 



  

  

 

  
 

 
 

 
 

  
 

 
 

 
 

 

 
 

 
 

 
 

  
 

 
   

  
 

 

 
 

  
 

 
 

 
 

  
 

  
 

 

Exhibit B: Statement of Grounds 

464. Morisset V, Urban L: Cannabinoid-induced inhibition of excitatory transmission in 
substantia gelatinosa neurones of the rat spinal cord. Soc Neurosci Abstr (2000) 26:812.14 

465. Morley, S. (1997). Pain management. In A. Baum, S. Newman, J. Weinman, R. West & C. 

466. McManus (Eds.), Cambridge handbook of psychology, health, and medicine (pp. 234-237). 
Cambridge, UK: Cambridge University. 

467. Morningstar, P. J. (1985). Thandai and Chilam: Traditional Hindu beliefs about the proper 
use of cannabis. Journal of Psychoactive Drugs, 17, 141-165. 

468. Mueller, B. A., Daling, J. R., Weiss, N. S. & Moore, D. E. (1990). Recreational drug use 
and the risk of primary infertility. Epidemiology, 1, 195-200. 

469. Muller-Vahl, K. R., Kolbe, H., Dengler, R. (1997).Gilles de la Tourette syndrome: 
Influence of nicotine, alcohol, and marijuana on the clinical symptoms. Der Nervenarzt, 68, 985­
989. 

470. Musto, D. F. (1999). The American disease: origins of narcotic control. New York: Oxford 
University. 

471. Musty RE, Rossi R: Effects of smoked cannabis and oral  9- tetrahydrocannabinol on 
nausea and emesis after cancer chemotherapy: A review of state clinical trials. J Cannabis Ther. 
2001; 1: 29-56. 

472. Myerscough, R. & Taylor, S. (1985). The effects of marijuana on human physical 
aggression. Journal of  Personality and Social Psychology, 49, 1541-1546. 

473. Nabilone approval history, 2008. Available at 
www.accessdata.fda.gov/scripts/cder/drugsatfda/index.cfm?fuseaction 
Search.Overview&DrugName CESAMET. Accessed September 20, 2011. 

474. Nadelmann, E. A. (1992). Thinking seriously about alternatives to drug prohibition. 
Daedalus, 121, 87-132. 

475. Nahas, G. G. (1986). Cannabis: Toxicological properties and epidemiological aspects. 
Medical Journal of Australia, 145, 82-87. 

476. Nahas, G. G. (1990). Keep off the grass. Middlebury, Vermont: Paul S. Erickson. 

477. Nahas, G. G., Suciv-Foca, G., Armand, J-P. & Morishima, A. (1974). Inhibition of cellular 
mediated immunity in marihuana smokers. Science, 183, 419-420. 

77 

www.accessdata.fda.gov/scripts/cder/drugsatfda/index.cfm?fuseaction
http:26:812.14


  

  

 
  

 
 

  
 

  
 

 
 

  
 

   

 
 

 
 

 
  

 
 

  
  

 
  

 
 

  
 

 
 

  
 

 
 

 
 

   
 

 
 

 
 

Exhibit B: Statement of Grounds 

478. Nahas GG, Greenwood A. The first report of the National Commission on marihuana 
(1972): signal of misunderstanding or exercise in ambiguity. Bull N Y Acad Med 1974; 
50(1):55-75 

479. Narcotics Anonymous. (1988). Narcotics anonymous. Van Nuys, California: World 
Services Office. 

480. Nathan, P. (1988). The addictive personality is the behavior of the addict. Journal of 
Consulting and Clinical Psychology, 56,183-188. 

481. National Drug Strategy Household Survey Report (1995). Canberra, ACT: Australian 
Government Publishing Service. 

482. National Institute on Drug Abuse (NIDA). (1991). NIDA capsules: Summary of findings 
from the 1990 Household Survey on Drug Abuse. Rockville, MD: U.S. Department of Health 
and Human Services. 

483. National Institute on Drug Abuse (NIDA). (1997). Monitoring the future study. 
Washington, DC: U.S. Department of Health and Human Services. December 20th press release. 

484. National Institute on Drug Abuse (NIDA). (1998). Marijuana: Facts parents need to know. 
Washington, DC: U.S. Department of Health and Human Services. 

485. National Organization for the Reform of Marijuana Laws (NORML). (1996). Principles of 
responsible cannabis use. http://www.natlnorml.org/about/responsible.shtml. 

486. National Organization for the Reform of Marijuana Laws (NORML). (1996). Crop earnings 
in the United States. (www.norml.org /facts /crop /report.shtml #croprank). 

487. Needham, J. (1974). Science and civilization in China. Cambridge: Cambridge University. 

488. Newcomb, M. D., McCarthy, W. J. & Bentler, P. M. (1989). Cigarette smoking, academic 
lifestyle, and self-efficacy: An eight-year study from early adolescence to young adulthood. 
Journal of Applied Social Psychology, 19, 251-281. 

489. Newcomb, M. & Earleywine, M. (1996). The willing host: Intrapersonal contributors to 
substance abuse. American Behavioral Scientist, 7, 823-837. 

490. Neylan, T. C., Fletcher, D. J., Lenoci, M., McCallin, K., Weiss, D. S., Schoenfeld, F. B., 
Marmar, C. R. & Fein, G. (1997). Sensory gating in chronic post-traumatic stress disorder: 
Reduced auditory P50 suppression in combat veterans. Biological Psychiatry, 46, 1656-1664. 

491. Ng, S.K.C., Brust, J.C.M., Hauser, W. A. & Susser, M. (1990). Illicit drug use and the risk 
of new-onset seizures. American Journal of Epidemiology, 132, 47-57. 

78 

http:www.norml.org
http://www.natlnorml.org/about/responsible.shtml


  

  

    
 

 
 

 
  

 
  

 
 

 
 

 
 

 
 

 
 

 
  

 
 

 
 

  
 

 
 

 
   

 
  

 
 

 
 

 
 

 
 

 
 

 

Exhibit B: Statement of Grounds 

492. Nguyen PT, Selley DE, Sim-Selley LJ. Statistical Parametric Mapping reveals ligand and 
region-specific activation of G-proteins by CB1 receptors and non-CB1 sites in the 3D 
reconstructed mouse brain. Neuroimage 2010; 52(4):1243-51. 

493. Normand, J., Lempert, R. O., O’Brien, C. (1994). Under the influence? Drugs and the 
American workforce. Washington, DC: National Academy. 

494. Normand, J. S., Salyards, S. & Mahoney, J. (1990). An evaluation of preemployment drug 
testing. Journal of Applied Psychology, 75, 629-639. 

495. NORML v. Bell, 488 F. Supp. 123 (D.D.C. 1980). 

496. Nowinski, J. (1996). Facilitation 12-step recovery from substance abuse and addiction.  In 
F. Rotgers, D. S. Keller & J. Morganstern (Eds.), Treating substance abuse: Theory and 
technique (pp. 13-37). New York: Guilford. 

497. Nowinski, J. & Baker, S. (1992). The twelve-step facilitation handbook. New York: 
Lexington Books. 

498. Noyes, R., Brunk, S. F., Avery, D. H. & Canter, A. (1975). The analgesic properties of 
delta-9-tetrahydrocannabinol and codeine. Clinical Pharmacology and Therapeutics, 18, 84-89. 

499. Noyes, R., Brunk, S. F., Baram, D. A. & Canter, A. (1975). Analgesic effects of delta-9­
tetrahydrocannabinol. Journal of Clinical Pharmacology, 15, 139-143. 

500. O’Shaugnessy, W. B. (1842). On the preparation of the Indian hemp or gunjah (Cannabis 
Indica):  The effects on the animal system in health, and their utility in the treatment of tetanus 
and other convulsive diseases. Transactions of the Medical and Physical Society of Bombay, 8, 
421-461. 

501. O’Shaughnessy WB: On the preparations of the Indian hemp, or gunjah (Cannabis indica); 
their effects on the animal system in health, and their utility in the treatment of tetanus and other 
convulsive diseases. Trans Med Phys Soc Bengal 1838-1840; 71-102: 

502. Office of the National Drug Control Policy. (1997a). National drug control strategy. 
Washington, D.C: ONDCP. 

503. Office of the National Drug Control Policy. (1997b). State and local spending on drug 
control activities, Report from the National Survey on local and state governments. Washington, 
D.C: ONDCP. 

504. Ohlsson, A., Lindgren, J-E., Wahlen, A., Agurell, S., Hollister, L. E. & Gillespie, H. K. 
(1982). Single-dose kinetics of deuterium-labelled delta-1-tetrahydrocannabinol in heavy and 
light cannabis users. Biomedical Mass Spectrometry, 9, 6-10. 

79 



  

  

 
  

 

  
   

  
 

 
 

  
 

 
 

  
 

   
 

 
 

 
    

 
  

   
 

 
 

 
 

 
 

 
 

 
  

 
 

  
 

 
 

 

Exhibit B: Statement of Grounds 

505. Ohlsson, A., Lindgren, J-E., Wahlen, A., Agurell, S., Hollister, L. E. & Gillespie, H. K. 
(1980). Plasma delta-9-tetrahydrocannabinol concentrations and clinical effects after oral and 
intravenous administration and smoking. Clinical Pharmacology and Therapeutics, 28, 409-416. 

506. Ohlsson, A.,  Agurell, S.,Lindgren, J-E., Gillespie, H. K. & Hollister, L. E. (1985). 
Pharmacokinetic studies of delta-1tetrahydrocannabinol in man. In G. Barnett & C. N. Chiang 
(Eds.), Pharmacokinetics and pharmacodynamics of of psychoactive drugs (pp. 824-840). Foster 
City, California: Biomedical Publications. 

507. Olsen v. DEA 878 F.2d 1458 D.C.C. (1989). 

508. Olsen v. DEA 96-1058, SUPREME COURT OF THE UNITED STATES, 519 U.S. 1118; 
117 S. Ct. 964 U.S. LEXIS 837; 136 L. Ed. 2d 849 U.S.L.W. 3569. 

509. Onaivi ES, Ishiguro H, Gong JP, et al.  Discovery of the presence and functional expression 
of cannabinoid CB2 receptors in brain. Ann N Y Acad Sci. 2006 Aug;1074:514-36. 

510. Ostrowski, J. (1998). Drug prohibition muddles along: How a failure of persuasion has left 
us with a failed policy (pp. 352-368). In J. M. Fish (Ed.) How to legalize drugs. Northvale, New 
Jersey: Jason Aronson. 

511. Overholser, J. C. (1987). Clinical utility of the Socratic method. In C. Stout (Ed.), Annals of 
clinical research (pp. 1-7). Des Plaines IL:  Forest Institute. 

512. Pacheco, M. A., Ward, S. J., Childers, S. R. (1993). Identification of cannabinoid receptors 
in cultures of rat cerebellar granule cells. Brain Research, 603, 102-110. 

513. Pacher P, Batkai S, Kunos G: The endocannabinoid system as an emerging target of 
pharmacotherapy. Pharmacol Rev 2006; 58: 389-462. 

514. Packer, H. L. (1968). The limits of criminal sanction. Palo Alto: Stanford University. 

515. Page, B. J. (1983). The amotivational syndrome hypothesis and the Costa Rica study: 
Relationships between methods and results. Journal of Psychoactive Drugs, 15, 261-267. 

516. Page, B. J., Fletcher, J. M. & True, W. R. (1988). Psychosociocultural perspectives on 
chronic cannabis use: The Costa Rican follow-up. Journal of Psychoactive Drugs, 20, 57-65. 

517. Parish, D. (1989). Relation of pre-employment drug testing result to employment status: A 
one-year follow-up. Journal of General Internal Medicine, 4, 44-47. 

518. Parker, C. S. & Wrigley, F. W. (1950). Synthetic cannabis preparations in psychiatry: I. 
Synhexyl. Journal of Mental Science, 96, 276-279. 

80 



  

  

   
 

 
  

  
 

 
 

 

  
 

  
 

  
 

 
 

 
 

 
 

  
   

 
 

 

  
  

 
  

 
 

 
 

 
 

 
 

 

 
 

Exhibit B: Statement of Grounds 

519. Patrick, G., Straumanis, J. J., Struve, F. A., Fitz-Gerald, M.J., Leavitt, J. & Manno, J. E. 
(2000). Reduced P50 auditory gating response in psychiatrically normal chronic marijuana users: 
A pilot study. 

520. Paulozzi LJ, Xi Y. Recent changes in drug poisoning mortality in the United States by 
urban-rural status and by drug type. Pharmacoepidemiol Drug Saf 2008;17(10):997-1005 

521. Pearl, J. Domino, E. & Rennick, P. (1973). Short-term effects of marijuana smoking on 
cognitive behavior in experienced male users. Psychopharmacologia, 31, 13-24. 

522. Peeke, S. C., Jones, R. T. & Stone, G. C. (1976). Effects of practice on marijuana-induced 
changes in reaction time. Psychopharmacology, 48, 159-163. 

523. Peele, S. with Brodsky, A. (1975). Love and Addiction. New York: Taplinger. 

524. Peele, S. (1998). The meaning of addiction. San Francisco: Josey Bass Publishers. 

525. Peels, S. (1989). The Diseasing of America. Boston: Houghton Mifflin Company. 

526. Perez-Reyes, M., Timmons, M. C., Davis, K. H. & Wall, E. M. (1973). A comparison of the 
pharmacological activity in man of intravenously administered delta-9-tetrahydrocannabinol, 
cannabinol and cannabidiol. Experientia, 29, 1368-1369. 

527. Pergolizzi J, Böger RH, Budd K, et al. Opioids and the management of chronic severe pain 
in the elderly: consensus statement of an International Expert Panel with focus on the six 
clinically most often used World Health Organization Step III opioids (buprenorphine, fentanyl, 
hydromorphone, methadone, morphine, oxycodone). Pain Pract 2008; 8(4):287-313. 

528. Perkins, H. W. Meilman, P. W., Leichliter, J. S., Cashin, J. R. & Presley, C. A. (1999). 
Misperceptions of the norms for the frequency of alcohol and other drug use on college 
campuses. Journal of American College Health, 47, 253-258. 

529. Perry, D. (1977). Street drug analysis and drug use trends, Part II, 1969-1976. PharmChem 
Newsletter, 6, 4. 

530. Pertwee RG: Cannabinoid receptor ligands: clinical and neuropharmacological 
considerations, relevant to future drug discovery and development. Expert Opin Investig Drugs 
9(7):1553 71, 2000. 

531. Petro, D. J. (1980). Marijuana as a therapeutic agent for muscle spasm or spasticity. 
Psychosomatics, 21, 81-85. 

532. Petro, D. J. (1997a). Pharmacology and toxicity of cannabis.  In M. L. Mathre (Ed.). 
Cannabis in Medical Practice (pp. 56-66). London: MacFarland. 

81 



  

  

 
 

 
  

 
 

 
 

  
 

 
 

 
 

 
 

 
  

 
 

     
 

   
 

 
 

 
 

 
 

 
   

 
 

 
 

 
 

 

  
  

 

Exhibit B: Statement of Grounds 

533. Petro, D. J. (1997b). Seizure disorders.  In M. L. Mathre (Ed.). Cannabis in Medical 
Practice  (pp. 112-124). London: MacFarland. 

534. Petro, D. J. (1997c). Spasticity and chronic pain.  In M. L. Mathre (Ed.). Cannabis in 
Medical Practice  (pp. 112-124). London: MacFarland. 

535. Petro, D. J. & Ellenberger, C. (1981). Treatment of human spasticity with delta-9­
tetrahydrocannabinol. Journal of Clinical Pharmacology, 21, 413S-416S. 

536. Phillips TJ, Cherry CL, Cox S, Marshall SJ, Rice AS. Pharmacological treatment of painful 
HIV-associated sensory neuropathy: a systematic review and meta-analysis of randomised 
controlled trials. PLoS One 2010;5(12):e14433. 

537. Piercefield E, Archer P, Kemp P, Mallonee S.  Increase in unintentional medication 
overdose deaths: Oklahoma, 1994-2006. Am J Prev Med 2010;39(4):357-63. 

538. Pihl, R. O. & Sigal, H. (1978). Motivation levels and the marihuana high. Journal of 
Abnormal Psychology, 87, 280-285. 

539. Plato. (1999). Great dialogues of Plato. (W.H.D Rouse, Trans. ). New York: Mass Market 
Paperback 

540. Pliny the Elder. (1999). The natural history. (H. Rachham, Trans.). Cambridge, 
Massachusetts: Harvard University. 

541. Polen, M. R. (1993). Health care use by frequent marijuana smokers who do not smoke 
tobacco. Western Journal of Medicine, 158, 596-601. 

542. Pond, D. A. (1948). Psychological effects in depressive patients of the marijuana 
homologue synhexyl. Journal of Neurology, Neurosurgery, and Psychiatry, 11, 279. 

543. Pope HG, Gruber AJ, Hudson JI, Huestis MA, Yurgelun-Todd D. Neuropsychological 
performance in long-term cannabis users. Arch Gen Psychiatry 58(10):909-15, 2001. 

544. Pope, H. G. & Yurgelun-Todd, D. (1996). The residual cognitive effects of heavy marijuana 
use in college students. Journal of the American Medical Association, 275, 521-527. 

545. Potency Monitoring Project, Quarterly Reports. University of Mississippi: Research 
Institute of Pharmaceutical Sciences (1974 to 1996). 

546. Powell, W. (1971). The anarchist cookbook. Secaucus, New Jersey: Barricade. 

547. Powers-Lagac, V. (1991). Values clarification approaches to pre-teen substance-abuse 
prevention. In Prevention and treatments of alcohol and drug abuse (pp. 119-140). B. Forster and 
J. C. Salloway (Eds.) Lewiston, NY: Edwin Mellen. 

82 



  

  

   
  

 
 

  
 

 

 
 

 
 

 
  

 
 

 
  

 
 

 
 

  
 

 
   

   
 

 
 

  
 

 
 

 
  

 
 

 
 

  
 

 

Exhibit B: Statement of Grounds 

548. Prochaska, J. O. & DiClemente, C. C. (1983). Stages and processes of self-change in 
smoking:  Toward an integrative model of change. Journal of Consulting and Clinical 
Psychology, 5, 390-395. 

549. Prochaska, J. O., Norcross, J. C.,  & DiClemente, C. C. (1994). Changing for good. New 
York: Avon Books. 

550. Project MATCH Research Group. (1998). Matching patients with alcohol disorders to 
treatments: Clinical implications from project MATCH. Journal of Mental Health UK, 7, 589­
602. 

551. Quigley, H. A. (1996). Number of people with glaucoma worldwide. British Journal of 
Ophthamology, 80, 389-393. 

552. Rabelais F. (1991). Gargantua and Pantagruel. (B. Raffel, Trans.) New York: W.W. Norton. 

553. Raft, D., Gregg, J., Ghia, J. & Harris, L. (1977). Effects of intravenous 
tetrahydrocannabinol on experimental and surgical pain: Psychological correlates of the 
analgesic response. Clinical Pharmacology and Therapeutics, 21, 26-33. 

554. Rainone, G. A., Deren, S., Kleinman, P. H. & Wish, E. D. (1987). Heavy marijuana users 
not in treatment: The continuing search for the ‘pure’ marijuana user. Journal of Psychoactive 
Drugs, 19, 353-359. 

555. Ramaekers JG, Robbe HW, O'Hanlon JF. Marijuana, alcohol and actual driving 
performance. Hum Psychopharmacol 2000; 15(7):551-558. 

556. Ramaekers JG, Berghaus G, van Laar M, Drummer OH. Dose related risk of motor vehicle 
crashes after cannabis use. Drug Alcohol Depend 2004; 73(2):109-19. 

557. Raspberry, W. (July 15-21, 1996). Prevention and the power of persuasion. Washington 
Post National Weekly Edition, p. 29. 

558. Ratcliffe, D. (1974). Summary of street drug results, 1973. PharmChem Newsletter, 3, 3. 

559. Ravin v. State, 537 P.2d 494 (Alaska 1975). 

560. Ray, R., Prabhu, G. G., Mohan, D., Nath, L. M. & Neki, J. S. (1979). Chronic cannabis use 
and cognitive functions. Indian Journal of Medical Research, 69, 996-1000. 

561. Razdan, R. K. (1986). Structure-activity relationships in cannabinoids. Pharmacology 
Review, 38, 75-149. 

562. Reid MJ, Bornheim LM. Cannabinoid induced alterations in brain disposition of drugs of 
abuse. Biochem Pharmacol 61(11):1357 67, 2001. 

83 



  

  

  
 

    
 

 
 

 
 

   

 
 

 
 

 
 

 
 

   
 

 
   

 
 

 
 

 
 

 
 

  
 

  
 

 
 

 
 

 
  

 
   

 

Exhibit B: Statement of Grounds 

563. Research Advisory Panel: Cannabis therapeutic research program. Report to the California 
Legislature, 1989. In Musty RE, Rossi R: Effects of smoked cannabis and oral  9­
tetrahydrocannabinol on nausea and emesis after cancer chemotherapy: A review of state clinical 
trials. J Cannabis Ther 2001; 1: 29-56. 

564. Reynolds, J. R. (1890). On the therapeutic uses and toxic effects of cannabis indica. Lancet, 
1, 637-638. 

565. Richter, A. & Loscher, W. (1994). (+)-WIN55,212-2 A novel cannabinoid receptor agonist, 
exerts antidystonic effects in mutant dystonic hamsters. European Journal of Pharmacology, 264, 
371-377. 

566. Riedel, W. J., Vermeeren, A., Van Boxtel, M. P. J., Vuurman, E. F. P. M., Verhey, F. R. J., 
Jolles, J. & Ramaekers, J. G. (1998). Mechanisms of drug-induced driving impairment: a 
dimensional approach. Human Psychopharmacology, 13, S49-S63. 

567. Robbe, H. (1998). Marijuana’s impairing effects on driving are moderate when taken alone 
but severe when combined with alcohol. Human Psychopharmacology: Clinical and 
Experimental, 13, S70-S78. 

568. Robinson, J. (1994). Why Germans get six weeks off and you don’t. Escape, Winter. 
http://www.escapemag.com/home/sub_3c.htm. 

569. 62. Rocha FCM, Oliveira LMQR, Da Silveira DX: Therapeutic use of Cannabis sativa on 
chemotherapy-induced nausea and vomiting among cancer patients: Systematic review and meta­
analysis. Eur J Cancer Care 2008; 17: 431-443. 

570. Rochford, J., Grant, I. & LaVigne, G. (1977). Medical students and drugs: further 
neuropsychological and use pattern considerations. International Journal of the Addictions, 12, 
1057-1065. 

571. Roffman, R. A. & Stephens, R. S. (1993). Cannabis dependence. In D. L. Dunner (Ed.). 
Current Psychiatric Therapy (pp. 105-109). Philadelphia:  W. B. Saunders. 

572. Roffman, R. A. & Barnhart, R. (1987). Assessing need for marijuana dependence treatment 
through an anonymous telephone interview. The International Journal of the Addictions, 22, 639­
651. 

573. Roffman, R. A.,  Klepsch, R., Wertz,  J. S., Simpson, E. E., Stephens, R. S. (1993). 
Predictors of attrition from an outpatient marijuana-dependence counseling program. Addictive 
Behaviors, 18, 553-566. 

574. Roffman, R. A. (1982). Marijuana as medicine. Seattle: Madrona Publishers. 

575. Rogers, C. (1950). A current formulation of client-centered therapy. Social Service Review, 
24, 442-450. 

84 

http://www.escapemag.com/home/sub_3c.htm


  

  

 
 

  
 

 

   
 

 
 

 
 

 

 
 

 
 

 
  

  
 

  
   

 
 

 
  

 

 
 

  
  

 
 

 
 

 
 

  
 

 
 

Exhibit B: Statement of Grounds 

576. Rohrich, J., Zorntlein, S., Potsch, L., Skopp, G. & Becker, J. (2000). Effect of the shampoo 
Ultra Clean on drug concentrations in human hair. International Journal of Legal Medicine, 113, 
102-106. 

577. Rosenkrantz, H. (1976). The immune response and marijuana. In G. Nahas, W. D. Paton, 
and J. Idanpaan-Heikkila (Eds.). Marihuana: Chemistry, biochemistry and cellular effects (pp. 
441-456). New York: Springer-Verlag. 

578. Rosenthal, F. (1971)  The herb. Leiden: E.J. Brill. 

579. Rosenthal, E. & Kubby, S. (1996). Why marijuana should be legal. New York: Thunder’s 
Mouth. 

580. Rosenthal, E., Gieringer, D.,  & Mikuriya, T. (1997). Marijuana medical handbook. 
Oakland: Quick American Archives. 

581. Rosenthal, M. S. & Kleber, H. D. (1999). Making sense of medical marijuana. Proceedings 
of the Association of American Physicians, 111, 159-165. 

582. Rosenthal, R. & Rosnow, R. L. (1991). Essentials of behavioral research. New York: 
McGraw-Hill. 

583. Roth, M. D., Kleerup, E. C., Arora, A., Barsky, S. H. & Tashkin, D. P. (1996). 
Endobronchial injury in young tobacco and marijuana smokers as evaluated by visual, pathologic 
and molecular criteria. American Journal of Respiratory and Critical Care Medicine, 153, 100A. 

584. Roth, M. D., Arora, A. Barsky, S. H., Kleerup, E. C., Simmons, M. & Tashkin, D. P. 
(1998). Airway inflammation in young marijuana and tobacco smokers. American Journal of 
Respiratory and Critical Care Medicine, 157, 928-937.  

585. Roueche, B. (1963). Alcohol in human culture. In S. P. Lucia (Ed.), Alcohol and civilization 
(pp. 167-182). New York: McGraw-Hill. 

586. Rowell, E. A. & Rowell, R. (1939). On the trail of marijuana, the weed of madness. 
Mountain View, California: Pacific. 

587. Rubin, V. (Ed). (1975). Cannabis and culture. The Hague: Mouton. 

588. Rubin, V.  & Comitas, L. (1975). Ganja in Jamaica, a medical anthropological study of 
chronic marihuana use. The Hague: Mouton. 

589. Rudenko, S. I. (1970). Frozen tombs of Siberia. Berkeley: University of California. 

590. Rueda D; Galve Roperh I; Haro A; Guzman M. The CB(1) cannabinoid receptor is coupled 
to the activation of c Jun N terminal kinase. Mol Pharmacol 58(4):814 20, 2000. 

85 



 

  

  

 
 

 
 

 
  

 
 

 
 

   
  

 
 

  
   

  
 

 
   

 
 

 
 

 

  
 

 
 

 
 

 
 

 
 

 
 

 
 

    
 

 

Exhibit B: Statement of Grounds 

591. Ruhaak LR, Felth J, Karlsson PC, Rafter JJ, Verpoorte R, Bohlin L. Evaluation of the 
cyclooxygenase inhibiting effects of six major cannabinoids isolated from Cannabis sativa. Biol 
Pharm Bull 2011;34(5):774-8. 

592. Russell, J. M., Newman, S. C. & Bland, R. C. (1994). Drug abuse and dependence. Acta 
Psychiatrica Scandinavica, 376 (Suppl.), 54-62. 

593. Russo, E. (1998). Cannabis for migraine treatment: the once and future prescription? An 
historical and scientific review. Pain, 76, 3-8. 

594. Russo E, Mathre ML, Byrne A, et al.: Chronic cannabis use in the compassionate 
investigational new drug program: An examination of benefits and adverse effects of legal 
clinical cannabis. J Cannabis Ther 2001; 2: 3-57. 

595. Russo EB. Clinical endocannabinoid deficiency (CECD): can this concept explain 
therapeutic benefits of cannabis in migraine, fibromyalgia, irritable bowel syndrome and other 
treatment-resistant conditions? Neuro Endocrinol Lett 2008; 29(2):192-200. 

596. Sallan, S. E., Zinberg, N. E. & Frei, E. (1975). Antiemetic effects of delta-9­
tetrahydrocannabinol in patients receiving cancer chemotherapy. New England Journal of 
Medicine, 293, 795-797. 

597. Sandyk, R. & Awerbuch, G. Marijuana and Tourette’s syndrome. Journal of Clinical 
Psychopharmacology, 8, 444-445. 

598. Sanudo-Pena, M. C. & Walker, J. M. (1998). Effects of intrastitial cannabinoids on 
rotational behavior in rats: Interactions with the dopaminergic system. Synapse, 30, 221-226. 

599. Sanudo-Pena, M.C. & Walker, J. M. (1997). Role of subthalamic nucleus in cannabinoid 
action in the substantia nigra of the rat. Journal of Neurophysiology, 77, 1635-1638. 

600. Sanudo-Pena MC, Strangman NM, Mackie K, Walker JM, Tsou K. CB1 receptor 
localization in rat spinal cord and roots, dorsal root ganglion and peripheral nerve. Acta 
Pharmacol Sin 1999; 20:1115-1120. 

601. Sativex® Health Canada, 2008. Available at 
http://www.gencat.cat/salut/depsalut/pdf/sativfitec.pdf. Sativex® fact sheet 2008. Available at 
www.hc-sc.gc.ca/dhp-mps/prodpharma/notices-avis/conditions/sativex_fs_fd_091289-eng.php. 
Accessed September 21, 2011. 

602. Satz, P., Fletcher, J. M. & Sutker, L. S. (1976). Neuropsychologic, intellectual and 
personality correlates of chronic marijuana use in native Costa Ricans. Annals of the New York 
Academy of Sciences, 282, 266-306. 

86 

www.hc-sc.gc.ca/dhp-mps/prodpharma/notices-avis/conditions/sativex_fs_fd_091289-eng.php
http://www.gencat.cat/salut/depsalut/pdf/sativfitec.pdf


  

  

  

 
 

 
 

 
 

  
 

  
 

 
  

 
 

 
 

  

 
 

 
   

 
 

 
 

 
 

 

 
 

    
 

 
 

 
 

Exhibit B: Statement of Grounds 

603. Schaeffer, J., Andrysiak, T. & Ungerleider, J. T. (1981). Cognition and long-term use of 
Ganja (cannabis). Science, 213, 465-466. 

604. Schenk, S. & Partridge, B. (1999). Cocaine-seeking produced by experimenter-administered 
drug injections: Dose-effect relationships in rats. Psychopharmacology, 147, 285-290. 

605. Schinke, S. P., Botvin, G. J. & Orlandi, M. A. (1991). Substance abuse in children and 
adolsecents: Evaluation and intervention. Newbury Park, CA: Sage Publications. 

606. Schmitz, J. M., Oswald, L. M.,  Jacks, S. D., Rustin, T.,  Rhoades, H. M., Grabowski, J. 
(1997). Relapse prevention treatment for cocaine dependence: Group vs. individual format. 
Addictive Behaviors, 22,  405-418. 

607. Schneider, A. & Flaherty, M. P. (1991; August 11). Presumed guilty: The law’s victims in 
the war on drugs. The Pittsburgh Press. 

608. Schneier, F. R. & Siris, S. G. (1987). A review of psychoactive substance use and abuse in 
schizophrenia: Patterns of drug choice. Journal of Nervous and Mental Disease, 175, 641-652. 

609. Schuckit, M. A., Daeppen, J. B., Danko, G. P., Tripp, M. L., Smith, T. L., Li, T. K.,            
Hesselbrock, V. M., Bucholz, K. K. (1999). Clinical implications for four drugs of the DSM-IV 
distinction between substance dependence with and without a physiological component. 
American Journal of Psychiatry, 156, 41-49. 

610. Schuel, H., Chang, M. C., Burkman, L. J., Picone, R. P., Makriyannis, A., Zimmerman, A. 
M. & Zimmerman, S. (1999). Cannabinoid receptors in sperm. In G. G. Nahas, K. M. Sutin, D. J. 
Harvey & S. Agurell (Eds.). Marijuana and medicine (pp. 335-346). Totowa, New Jersey: 
Humana. 

611. Schultes, R. E., Klein, W. M., Plowman, T. & Lockwood, T. E. (1975).  Cannabis: An 
example of taxonomic neglect. In V. Rubin (Ed.). Cannabis and Culture (pp. 21-38). The Hague: 
Mouton. 

612. Schwartz, R. H., Gruenewald, P. J., Klitzner, M. & Fedio, P. (1989). Short-term memory 
impairment in cannabis-dependent adolescents. American Journal of Diseases of Children, 143, 
1214-1219. 

613. Schwartz, R. H. (1984). Marijuana: A crude drug with a spectrum of unappreciated toxicity. 
Pediatrics, 73, 457. 

614. Schwartz, R. H. (1991). Heavy marijuana use and recent memory impairment. Psychiatric 
Annals,  21, 80-82. 

615. Schwilke EW, Schwope DM, Karschner EL, Lowe RH, Darwin WD, Kelly DL, Goodwin 
RS, Gorelick DA, Huestis MA. Delta9-tetrahydrocannabinol (THC), 11-hydroxy-THC, and 11­

87 



  

  

   
 

 

 
 

 
  

 
  

 
 

 
 

 
 

 
 

  
 

 
 

 
 

 
  

 
 

 
 

 
 

 
 

 
  

 
 

  
 

 
   

 
  

Exhibit B: Statement of Grounds 

nor-9-carboxy-THC plasma pharmacokinetics during and after continuous high-dose oral THC. 
Clin Chem 2009;55(12):2180-9 

616. Schwope DM, Scheidweiler KB, Huestis MA. Direct quantification of cannabinoids and 
cannabinoid glucuronides in whole blood by liquid chromatography-tandem mass spectrometry. 
Anal Bioanal Chem 2011;401(4):1273-83. 

617. Scott, J. M. (1969). The white poppy: A history of opium. New York: Funk and Wagnalls. 

618. Shah NG, Lathrop SL, Reichard RR, Landen MG. Unintentional drug overdose death trends 
in New Mexico, USA, 1990-2005: combinations of heroin, cocaine, prescription opioids and 
alcohol. Addiction 2008;103(1):126-36. 

619. Shahar, A. & Bino, T. (1974). In vitro effects of delta9 tetrahydrocannabinol (THC) on bull 
sperm. Biochemical Pharmacology, 23, 1341-1342. 

620. Sharma, S. & Moskowitz, H. (1974). Effects of two levels of attention demand on vigilance 
performance under marihuana. Perceptual and Motor Skills, 38, 967-970. 

621. Shedler, J. & Block, J. (1990). Adolescent drug use and psychological health: A 
longitudinal inquiry. American Psychologist, 45, 612-630. 

622. Shedler, J. & Block, J. (1990). Adolescent drugs use and psychosocial health. American 
Psychologist, 45, 612-630. 

623. Shen, M., Piser, T. M., Seybold, V. S. & Thayer, S. A. (1996). Cannabinoid receptor 
agonists inhibit glutamatergic synaptic transmission in rat hippocampal cultures. Journal of 
Neuroscience, 16, 4322-4334. 

624. Shope, J. T., Copeland, L. A., Kamp, M. E. & Lang, S. W. (1998). Twelfth grade follow-up 
of the effectiveness of a middle school-based substance abuse prevention program. Journal of 
Drug Education, 28, 185-197. 

625. Sidney, S., Quesenberry, C. P., Friedman, G. D. & Tekewa, I. S. (1997). Marijuana use and 
cancer incidence (California, United States). Cancer Cause and Control, 8, 722-728. 

626. Simon, T. R., Stacy, A. W., Sussman, S. & Dent, C. W. (1994). Sensation seeking and drug 
use among high risk Latino and Anglo adolescents. Personality and Individual Differences, 17, 
665-672. 

627. Simonds, J. F. & Kashani, J. (1980). Specific drug us and violence in delinquent boys. 
American Journal of  Drug and Alcohol Abuse, 7, 305-322. 

628. Simons, J. Correia, C. J., Carey, K. B. & Bosari, B. E. (1998). Validating a five-factor 
marijuana motives measure: Relations with use, problems, and alcohol motives. Journal of 
Counseling Psychology, 45, 265-273. 

88 



  

  

 
  

 
 

 

   
 

  
 

  
 

 

 
 

  
 

 
 

  
 

  
 

 
 

 

  
 

 
   

 
 

  
 

 
 

 
 

 
 

 
 

Exhibit B: Statement of Grounds 

629. Sirikantaramas S, Taura F, Morimoto S, Shoyama Y. Recent advances in Cannabis sativa 
research: biosynthetic studies and its potential in biotechnology. Curr Pharm Biotechnol 2007; 
8(4):237-43. 

630. Slikker, W., Paule, M. G., Ali, S. F., Scallett, A. C. & Bailey, J. R. (1992). Behavioral, 
neurochemical, and neurohistological effects of chronic marijuana smoke exposure in the 
nonhuman primate. In L. Murphy & A. Bartke (Eds.), Marijuana/cannabinoids: neurobiology and 
neurophysiology (pp. 387-423). Boca Raton: CRC. 

631. Sloman, L. (1998). Reefer madness: A history  of marijuana. New York: St. Martin’s 
Griffin. 

632. Smiley, A. (1986). Marijuana: on-road and driving simulator studies. Alcohol, Drugs, and 
Driving, 2, 121-134. 

633. Smith, D. E. (1968). The acute and chronic toxicity of marijuana. Journal of Psychedelic 
Drugs, 2, 37-48. 

634. Smith, C. G., Almirez, R. G., Scher, P. M. & Asch, R. H. (1984). Tolerance to the 
reproductive effects of delta-9-tetrahydrocannabinol. In S. Agurell, W. Dewy, and R. Willette 
(Eds.). The cannabinoids: Chemical, pharmacologic, and therapeutic aspects (pp. 471-485). New 
York: Academic. 

635. Smith, F. L., Fujimori, K., Lowe, J. & Welch, S. P. (1998). Characterization of delta9­
tetrahydrocannabinol and anandamide antinociception in nonarthritic and arthritic rats. 
Pharmacology, Biochemistry and Behavior, 60, 183-191. 

636. Smith PB, Martin BR: Spinal mechanisms of delta 9-tetrahydrocannabinol-induced 
analgesia. Brain Res (1992) 578:8-12. 

637. Sobell, L. C., Sobell, M. B. Cunningham, J. A. & Toneatto, T. (1993). A life-span 
perspective on natural recovery (self-change) from alcohol problems. In J. S. Baer, G. A. Marlatt 
& R. J. McMahon (Eds.) Addictive behaviors across the life span (pp.34-68). Newbury Park: 
SAGE Publications. 

638. Solomon, D. (1966). The marijuana papers. New York: Bobbs-Merrill. 

639. Solomon DH, Rassen JA, Glynn RJ, et al. The comparative safety of opioids for 
nonmalignant pain in older adults. Arch Intern Med 2010;170(22):1979-86. 

640. Solomon DH, Rassen JA, Glynn RJ, Lee J, Levin R, Schneeweiss S. The comparative 
safety of analgesics in older adults with arthritis. Arch Intern Med 2010;170(22):1968-78. 

641. Solowij, N. (1998). Cannabis and cognitive functioning. New York: Cambridge University. 

89 



  

  

 
 

 
 

  
 

 
 

 
 

   
 

 
 

    
 

  
  

 
 

 
 

 
 

  
 

 
 

 
 

  
  

 
 

 
 

 
 

 
 

  
 

 
  

 
 

Exhibit B: Statement of Grounds 

642. Soueif, M. I. (1976). Some determinants of psychological deficits associated with chronic 
cannabis consumption. Bulletin on Narcotics, 28, 25-42. 

643. Spunt, B., Goldstein, P., Brownstein, H. & Fendrich, M. (1994). The role of marijuana in 
homicide. The International Journal of the Addictions, 29, 195-213. 

644. Staquet, M., Gantt, C. & Machlin, D. (1978). Effect of nitrogen analog of 
tetrahydrocannabinol on cancer pain. Clinical Pharmacology and Therapeutics, 23, 397-401. 

645. Steele, N., Gralla, R. J. & Braun, D. W. (1980). Double-blind comparison of antiemetic 
effects of nabilone and prochlorperazine on chemotherapy-induced emesis. Cancer Treatment 
Reports, 64, 219-224. 

646. Stefanis, C. (1976). Biological aspects of cannabis use. In R. C. Petersen (Ed.) , The 
international challenge of drug abuse (pp. 149-178). Rockville: National Institute of Drug Abuse. 

647. Stefanis, C., Ballas, C. & Madianou, D. (1975).  Sociocultural and epidemiological aspects 
of hashish use in Greece. In V. Rubin (Ed.) , Cannabis and culture (pp. 303-326). The Hague: 
Mouton. 

648. Stefano, G., Salzet, B. & Salzet, M. (1997). Identification and characterization of the leech 
CNS cannabinoid receptor: Coupling to nitric oxide release. Brain Research, 753, 219-224. 

649. Stein, J. A., Newcomb, M. D. & Bentler, P. M. (1996). Initiation and maintenance of 
tobacco smoking: Changing determinants and correlates in adolescence and young adulthood. 
Journal of Applied Social Psychology, 26, 160-187. 

650. Stella, N., Schweitzer, P. & Piomelli, D. (1997). A second endogenous cannabinoid that 
modulates long-term potentiation, Nature, 388, 773-778. 

651. Stephens, R. S., Curtin, L., Simpson, E. E. & Roffman,  R. A. (1994). Testing the 
abstinence violation effect construct with marijuana cessation. Addictive Behaviors, 19, 23-32. 

652. Stephens, R. S., Roffman, R. A. & Simpson, E. E. (1993). Adult marijuana users seeking 
treatment. Journal of Consulting and Clinical Psychology, 61, 1100-1104. 

653. Stephens, R. S., Roffman, R. A. & Simpson, E. E. (1994). Treating adult marijuana 
dependence: A test of the relapse prevention model. Journal of Consulting and Clinical 
Psychology, 62, 92-99. 

654. Stiglick, A. & Kalant, H. (1982a). Residual effects of prolonged cannabis administration on 
exploration and DRL performance in rats. Psychopharmacology,  77, 124-128. 

655. Stiglick, A. & Kalant, H. (1982b). Learning impairment in the radial-arm maze following 
prolonged cannabis treatment in rats. Psychopharmacology,  77, 117-23. 

90 



  

  

  
 

 
 

 
 

  
 

 
 

  
 

 
 

 

 
 

 
  

 

 
 

 
 

 

   
 

 
 

 
 

 
 

 

 
 

 
   

 

Exhibit B: Statement of Grounds 

656. Stockings, G. T. (1947). A new euphoriant for depressive mental states. British Medical 
Journal, 1, 918-922. 

657. Stoltenberg, J. (1988). Refusing to be a man: Essays on sex and justice. New York: 
Meridian. 

658. Strohmetz, D. B., Alterman, A. I. & Walter, D. (1990). Subject selection bias in alcoholics 
volunteering for a treatment study. Alcoholism: Clinical and Experimental Research, 14, 736­
738. 

659. Strupp, H. H. (1989). Psychotherapy: Can the practitioner learn from the researcher? 
American Psychologist, 44, 717-724. 

660. Substance Abuse and Mental Health Services Administration, Results from the 2010 
National Survey on Drug Use and Health: Summary of National Findings, NSDUH Series H-41, 
HHS Publication No. (SMA) 11-4658. Rockville, MD: Substance Abuse and Mental Health 
Services Administration, 2011. 

661. Substance Abuse and Mental Health Services Administration (SAMHSA). (2000). 
Summary of findings from the 1999 National Household Survey on Drug Abuse: Population 
estimates, 1996. Rockville, MD: U.S. Department of Health and Human Services. 

662. Sugiura, T., Kondo, S., Kishimoto, S., Miyashita, T., Nakan, S., Kodaka, T., Suhara, Y., 
Takayama, H. & Waku, K. (2000). Evidence that 2-arachidonoylglycerol but no N­
palmitoylethanolamine or anadamide is the physiological ligand for the cannabinoid CB2 
receptor. Comparison of the agonistic activities of various cannabinoid receptor ligands in HL-60 
cells. Journal of Biological Chemsitry, 275, 605-612. 

663. Suguira, T., Kodaka, T., Nakane, S., Miyashita, T., Kondo, S., Suhara, Y., Takayama, H., 
Waku, K., Seki, C., Baba, N. & Ishima, Y. (1999). Evidence that the cannabinoid CB1 receptor 
is a 2-arachidonoylglycerol receptor. Structure-activity relationship of 2-arachidonoylglycerol, 
ether-linked analogues, and related compounds. Journal of Biological Chemistry, 274, 2794­
27801. 

664. Sussman, S., Dent, C. W.,  Stacy, A. W. & Craig, S. (1998). One-year outcomes of Project 
Towards No Drug Abuse. Preventive Medicine, 27, 632-642. 

665. Sussman, S., Simon, T. R., Dent, C. W., Steinberg, J. M. & Stacy, A. W. (1999). One-year 
prediction of violence perpetration among high-risk youth. American Journal of Health 
Behavior, 23, 332-344. 

667. Sussman, S., Stacy, A. W., Dent, C. W., Simon, T. R. & Johnson, C. A. (1996). Marijuana 
use: current issues and new research directions. Journal of Drug Issues, 26, 695-733. 

91 



  

  

 
 

 
 

  
 

 
 

 
 

 
 

  
 

 

 
  

 
 

 
  
  

 
 

 

 
 

 
 

 
  

  
 

 
 

   
 

  
 

 

  
 

Exhibit B: Statement of Grounds 

668. Sutherland, G., Stapleton, J. A., Russell, M. A. H., Jarvis, J. J., Hajek, P., Belcher, M. & 
Feyerabend, C. (1992). Randomized controlled trial of nasal nicotine spray in smoking cessation. 
Lancet, 340, 324-329. 

669. Swann, N. (1994). A look at marijuana’s harmful effects. NIDA Notes, 9, 17-42. 

670. Szasz, T. (1992). Our right to drugs. New York: Praeger. 

671. Szasz, T. S. (1961). The myth of mental illness. New York: Hoeber-Harper. 

672. Tart, C. T. (1971). On being stoned. Palo Alto, California: Science and Behavior Books. 

673. Tashkin, D. P. (1999). Marijuana and the lung. In G. G. Nahas, K. M. Sutin, D. J. Harvey & 
S. Agurell (Eds.). Marijuana and medicine (pp. 279-288). Totowa, New Jersey: Humana. 

674. Tashkin, D. P., Coulson, A. H., Clark, V. A., Simmons, M., Bourque, L. B., Duann, S., 
Spivey, G. H. & Gong, H. (1987). Respiratory symptoms and lung function in habitual, heavy 
smokers of marijuana alone, smokers of marijuana and tobacco, smokers of tobacco alone, and 
nonsmokers. American Review of Respiratory Disease, 135, 209-216. 

675. Tashkin, D. P., Simmons, M. S., Sherrill, D. L. & Coulson, A. H. (1997). Heavy habitual 
marijuana smoking does not cause an accelerated decline in FEV1 with age. American Journal of 
Respiratory and Critical Care Medicine, 155, 141-148. 

676. Taylor, B. (1854). A journey to central Africa. New York: Putnam. 

677. Taylor, B. (1855). The land of the Saracens; or pictures of Palestine, Asia Minor, Sicily and 
Spain. New York: Putnam. 

678. Taylor EC, Lenard K, Loev B. Tetrahydrocannabinol analogs. Synthesis of 2-(3-methyl-2­
octyl)-3-hydroxy-6,6,9-trimethyl-7,8,9,10-tetrahydrodibenzo(b,d)pyran. Tetrahedron 1967; 
23(1):77-85. 

679. Taylor, S. Vardaris, R., Rawitch, A., Gammon, C., Cranston, J. & Lubetkin, A. (1976). The 
effects of marijuana on human physical aggression. Aggressive Behavior, 2, 153-161. 

680. Terhune, K. W., Ippolito, C. A., Crouch, D. J. (1992). The incidence and role of drugs in 
fatally injured drivers. (Report no. DOT HS 808 065). Washington D.C.: U.S. Department of 
Transportation, National Highway Traffic Safety Administration. 

681. Thistle, J. & Cook, J. P. (1972). Seventeenth century economic documents. Oxford: 
Clarendon. 

682. Thomas J. The Past, Present, and Future of Medical Marijuana in the United States. 
Psychiatric Times 2010; 27(1):1-3 

92 



  

  

  
 

 
 

  
 

 

 
 

 
   

 
 

 
  

 
 

 
 

 
  

   
 

  
  

 
 

  
 

   
 

 
 

 

   
 

 
 

 
 

Exhibit B: Statement of Grounds 

683. Thornicraft, G. (1990). Cannabis and psychosis: Is there epidemiological evidence for an 
association? British Journal of Psychiatry, 157, 25-33. 

684. Timpone, J. G., Wright, D. J., Li, N., Egorin, M. J., Enama, M. E., Mayers, J., Galetto, G. & 
DATRI 004 Study Group. (1997). The safety and pharmacokinetics of single-agent and 
combination therapy with megesterol acetate and dronabinol for the treatment of HIV wasting 
syndrome. AIDS  Research and Human Retroviruses, 13, 305-315. 

685. Tinklenberg, J. R., Murphy, P., Murphy, P. L. & Pfefferbaum, A. (1981). Drugs and 
criminal assaults by adolescents: A replication study. Journal of Psychoactive Drugs, 13, 277­
287. 

686. Trent, L. K. (1998). Evaluation of a four- versus six-week length of stay in the Navy's 
alcohol treatment program. Journal of Studies on Alcohol, 59, 270-279. 

687. Truong, X. T. & Hanigan, W. C. (1986). Effect of delta-9-THC on EMG measurements in 
human spasticity. Clinical Pharmacology and Therapeutics, 39, 232. 

688. Tsou K, Brown S, Mackie K, Sanudo-Pena MC, Walker JM: Immunohistochemical 
distribution of cannabinoid CB1 receptors in the rat central nervous system. Neuroscience 1998; 
83:393-411. 

689. Tucker, J. A., Donovan, D. M. & Marlatt, G. A. (Eds.) (1997). Changing addictive 
behavior: Bridging clinical and public health strategies. New York: Guilford. 

690. Turner, C. E. & Hadley, K. W. (1974). Chemical analysis of cannabis sativa of distinct 
origin. Archivos de Investigacion Medica,5, 141-150. 

691. Turner, C. E. & ElSohly, M. A. (1981). Biological activity of cannabichromene, its 
homologs and isomers. Journal of Clinical Pharmacology, 21, 283S-291S. 

692. Tusser, T. (1580). Five hundred points of good husbandrie. London: Henrie Denham. 

693. Tyson, L. B., Gralla, R. J., Clark, R. A., Kris, M. G., Bordin, L. A., Bosl, G. J. (1985). 
Phase 1 trial of levonantradol in chemotherapy-induced emesis. American Journal of Clinical 
Oncology, 8, 528-532. 

694. Uestuen, B., Compton, W., Mager, D., Babor, T., Baiyewu, O., Chatterji, S., Cottler, L., 
Goegues, A., Mavreas, V., Peters, L., Pull, C., Saunders, J., Smeets, R., Stipec, M. R., Vrasti, R., 
Hasin, D., Room, R., Van den Brink, W., Regier, D., Blaine, J., Grant, B. F. & Sartorius, N. 
(1997). WHO Study on the reliability and validity of the alcohol and drug use disorder 
instruments: Overview of methods and results. Drug and Alcohol Dependence, 47, 161-169. 

695. Urquhart, D. (1855). The pillars of Hercules; or a narrative of travels in Spain and Morocco 
in 1848. New York: Harper. 

93 



  

  

 
 

 

 
 

  
 

 
 

 
 

 
  

 
 

 
 

 
 

 
 

 
 

 

  
 

 
 

  
 

 
 

 
  

 
 

  
 

 

   
 

Exhibit B: Statement of Grounds 

696. Vachon, L., Sulkowski, A. & Rich, E. (1974). Marihuana effects on learning, attention and 
time estimation, Psychopharmacologia, 39, 1-11. 

697. Vaillant, G. E. (1983). The natural history of alcoholism. Cambridge, MA: Harvard 
University. 

698. Van Dam NT, Earleywine M. Pulmonary function in cannabis users: Support for a clinical 
trial of the vaporizer.  Int J Drug Policy 2010; 21(6):511-3. 

699. Van Tulder, M. W., Cherkin, D. C., Berman, B., Lao, L. & Koes, B. W. (1999). The 
effectiveness of acupuncture in the management of acute and chronic low back pain. Spine, 24, 
1113-1123. 

700. Van der Merwe, N. J. (1975). Cannabis smoking in 13th-14th century Ethiopia. In V. Rubin 
(Ed.). Cannabis and Culture. (pp. 77-80). The Hague: Mouton. 

701. Vettor R, Pagotto U, Pagano C, et al.: Here, there and everywhere: The endocannabinoid 
system. J Neuroendocrinol 2008; 20: 4-7. 

702. Vigano A, Bruera E, Suarez-Almazor ME. Age, pain intensity and opioid dose in patients 
with advanced cancer. Cancer 1998; 83:1244-1250. 

703. Vinciguerra, V., Moore, T. & Brennan, E. (1988). Inhalation marijuana as an antiemetic for 
cancer chemotherapy. New York State Journal of Medicine, 88, 525-527. 

704. Volicer, L., Stelly, M., Morris, J., McLaughlin, J. & Volicer, B. J. (1997). Effects of 
dronabinol on anorexia and disturbed behavior in patients with Alzheimer’s disease. 
International Journal of Geriatric Psychiatry, 12, 913-919. 

705. Volkow, N. D., Gillespie, H., Mullani, N., Tancredi, Grant, C., Valentine, A. & Hollister, L. 
(1996). Brain glucose-metabolism in chronic marijuana users at baseline and during marijuana 
intoxication. Psychiatry Research: Neuroimaging, 67, 29-38. 

706. Volpicelli, J. R., Alterman, A. I., Hayashida, M. & O’Brien, C. P. (1992). Naltrexone in the 
treatment of alcohol dependence. Archives of General Psychiatry, 49, 876-880. 

707. Von Bibra, E. (1855/1994). The narcotic luxury: Hemp and humans. Lohrbach: Werner 
Piper’s Medien Xperimente. 

708. Wall, M. E., Sadler, B. M., Brine, D., Harold, T. & Perez-Reyes, M. (1983). Metabolism, 
disposition, and kinetics of delta-9-tetrahydrocannabinol in men and women. Clinical 
Pharmacology and Therapeutics, 34, 352-363. 

709. Wallace, J. (1996). Theory of 12-step oriented treatment. In F. Rotgers, D. S. Keller & J. 
Morganstern (Eds.), Treating substance abuse: Theory and technique (pp. 13-37). New York: 
Guilford. 

94 



  

  

 
 

 
 

 
 

 
 

 
  

 
 

 
 

  
 

 
 

    
 

 

  
 

 

    
 

 
  
 

 
  

  
 

  
 

 
 

 
 

 
 

Exhibit B: Statement of Grounds 

710. Wallace, J. (1990). Controlled drinking, treatment effectiveness, and the disease model of 
addiction: A commentary on the ideological wishes of Stanton Peele. Journal of Psychoactive 
Drugs, 22, 261-284. 

711. Wallace M, Schulteis G, Atkinson JH, et al.: Dose-dependent effects of smoked cannabis on 
capsaicin-induced pain and hyperalgesia in healthy volunteers. Anesthesiology. 2007; 107: 785­
796. 

712. Wallnofer, H. & Von Rottauscher, A. (1965).  Chinese folk medicine and acupuncture. New 
York: Bell. 

713. Wampold, B. E., Mondin, G. W., Moody, M., Stich, F., Benson, K., Ahn, H. (1997). A 
meta-analysis of outcome studies comparing bona fide therapies: Empirically, “all must have 
prizes”. Psychological Bulletin, 122, 203-215. 

714. Wang T, Collet JP, Shapiro S, Ware MA. Adverse effects of medical cannabinoids: a 
systematic review. CMAJ 2008; 178(13):1669-78. 

715. Watson SJ, Benson JA Jr, Joy JE. Marijuana and medicine: assessing the science base: a 
summary of the 1999 Institute of Medicine report. Arch Gen Psychiatry. 2000;57(6):547-52. 

716. Weckowicz, T. E., Collier, G. & Spreng, L. (1977). Field dependence, cognitive functions, 
personality traits, and social values in heavy cannabis users and nonuser controls. Psychological 
Reports, 41, 291-302. 

717. Weissenborn R, Nutt DJ. Popular intoxicants: what lessons can be learned from the last 40 
years of alcohol and cannabis regulation? J Psychopharmacol 2011; Sep 17. [Epub ahead of 
print] 

718. Weller, R. A. & Halikas, J. A. (1980). Objective criteria for the diagnosis of marijuana 
abuse. Journal of Nervous and Mental Disease, 176, 719-725. 

719. Weller, R. A. & Halikas, J. A. (1982). Change in effects from marijuana: A five- to six-year 
follow- up. Journal of Clinical Psychiatry, 43, 362-365. 

720. Weller, R. A. & Halikas, J. A. (1984). Marijuana use and sexual behavior. Journal of Sex 
Research, 20, 186-193 

721. Welte, J. W. & Barnes, G. M. (1985). Alcohol: The gateway to other drug use among 
secondary-school students. Journal of Youth and Adolescence, 14, 487-498. 

722. Werner, J. (1964). Frankish royal tombs in the cathedrals of Cologne and Saint Denis. 
Antiquity, 38, 201-216. 

95 



  

  

 
 

 
 

 
 

 
 

 
 

  
 

 
 

  
 

 
 

 
 

 
 

 
 

 
 

 
 

 
   
   

 

 
  

 
   

 
 

 
   

 

Exhibit B: Statement of Grounds 

723. West, M. (1997). The use of certain cannabis derivatives (Canasol) in glaucoma. In M.L. 
Mathre (Ed.), Cannabis in Medical Practice (pp. 103-111). London: McFarland. 

724. Wetzel, C. D., Janowsky, D. S. & Clopton, P. L. (1982). Remote memory during marijuana 
intoxication. Psychopharmacology, 76, 278-281. 

725. White, H. R., Loeber, R., Stouthamer-Loeber, M. & Farrington, D. (1999). Developmental 
associations between substance use and violence. Development and Psychopathology, 11, 785­
803. 

726. White, H. R. & Hansell, S. (1998). Acute and long-term effects of drug use on aggression 
from adolescence into adulthood. Journal of Drug Issues, 28, 837-858. 

727. Whittier, J. G. (1854/1904).The Compleat Poetical Works of John Greenleaf Whittier. 
Boston: Houghton, Miflin & Co. 

728. Wig NN, Varma VK (1977). Patterns of long-term heavy cannabis use in north India and 
ites effects on cognitive functions: a preliminary report. Drug and Alcohol Dependence, 2, 211­
219. 

729. Wiley, J. L. (1999). Cannabis: Discrimination of "internal bliss"? Pharmacology, 
Biochemistry and Behavior, 64, 257-260. 

730. Williams, A. F., Peat, M. A., Crouch, D. J. (1985). Drugs in fatally injured young male 
drivers. Public Health Reports, 100, 19-25. 

731. Williams, C. M. & Kirkham, T. C. (1999). Anandamide induces overeating: mediation by 
central cannabinoid (CB1) receptors. Psychopharmacology, 143, 315-317. 

732. Wilson RI, Nicoll RA. Endogenous cannabinoids mediate retrograde signalling at 
hippocampal synapses. Nature 29; 410(6828):588 92, 2001. 

733. Wilsey B, Marcotte T, Tsodikov A, et al.: A randomized, placebo-controlled, crossover trial 
of cannabis cigarettes in neuropathic pain. J Pain. 2008; 9: 506-521. 

734. Wilson, W., Mathew, R., Turkington, T., Hawk, T., Coleman, R. E., Provenzale, J. (2000). 
Brain morphological changes and early marijuana use: A magnetic resonance and positron 
emission tomography study. Journal of Addictive Diseases, 19, 1-22. 

735. Wimbush, J. C. & Dalton, D. R. (1997). Base rate of employee theft: Convergence of 
multiple methods. Journal of Applied Psychology, 82, 756-763. 

736. Wirtshafter, D. (1997). Nutrional value of hemp seed and hemp seed oil. In M. L. Mathre 
(Ed.). Cannabis in Medical Practice (pp. 181-191). London: MacFarland. 

96 



  

  

 
 

   
  

 
 

 
 

 

  
 

 
 

  
 

  
  

 

   
 

 

  
 

  
 

 
  

  
 

 
 

 
 

  
   

 
 

   
  

 

Exhibit B: Statement of Grounds 

737. Witter, F. R. & Niebyl, J. R. (1990). Marijuana use in pregnancy and pregnancy outcome. 
American Journal of Perinatology, 7, 36-38. 

738. Wood, G. B. & Bache, F. (1868). The dispensatory of the United States of America 18th ed. 
(pp. 379-382). Philadelpia: Lippincott. 

739. Woody, G. E. & McFadden, W. (1995). Cannabis related disorders. In  H. I. Kaplan & B. J. 
Sadock (Eds.), Comprehensive textbook of psychiatry (6th ed.). (pp. 810-817).  Baltimore: 
Williams & Wilkins. 

740. Wunsch MJ, Nakamoto K, Nuzzo PA, Behonick G, Massello W, Walsh SL. Prescription 
drug fatalities among women in rural Virginia: a study of medical examiner cases. J Opioid 
Manag 2009;5(4):228-36. 

741. Yonkers, K. A., Warshaw, M. G., Massion, A. O., Keller, M. B. (1996). Phenomenology 
and course of generalised anxiety disorder. British Journal of Psychiatry, 168, 308-313. 

742. Yoshida, H., Usami, N., Ohishi, Y., Watanabe, K., Yamamoto, I. & Yoshimura, H. (1995). 
Synthesis and pharmacological effects in mice of halogenated cannabinol derivatives. Chemical 
and Pharmaceutical Bulletin, 42, 335-337. 

743. Yuille J. C.,  Tollestrup, P. A.,  Marxsen, D., Porter, S., Herve-Hugues, F. M. (1998). An 
exploration on the effects of marijuana on eyewitness memory. International Journal of Law & 
Psychiatry, 21, 117-128. 

744. Zacny, J. P. & Chait, L. D. (1989). Breathhold duration and response to marijuana smoke. 
Pharmacology, Biochemistry and Behavior, 33, 481-484. 

745. Zacny, J. P. & Chait, L. D. (1991). Response to marijuana as a function of potency and 
breathhold duration. Psychopharmacology, 103, 223-226. 

746. Zammit S, Owen MJ, Evans J, Heron J, Lewis G. Cannabis, COMT and psychotic 
experiences. Br J Psychiatry 2011; 199:380-5. 

747. Zanelati TV, Biojone C, Moreira FA, Guimarães FS, Joca SR. Antidepressant-like effects of 
cannabidiol in mice: possible involvement of 5-HT1A receptors. Br J Pharmacol 2010; 
159(1):122-8. 

748. Zanettini C, Panlilio LV, Alicki M, Goldberg SR, Haller J, Yasar S.  Effects of 
endocannabinoid system modulation on cognitive and emotional behavior. Front Behav Neurosci 
2011;5:57 

749. Zeese, K. (1997). Legal issues related to the medical use of marijuana. In M. L. Mathre, 
(Ed.) Cannabis in medical practice (pp. 20-32). London: McFarland & Company. 

97 



  

  

 
 

 
 

 

  
 

 
 

   
 

 
 

 
 

    
 

 
 
 

 
 
 
 
 
                                                      
    

 
   

   
 

     
   

 
   

 
  

   
    

 
  

  
    

 
 
 
 

i 

Exhibit B: Statement of Grounds 

750. Zias, J., Stark, H., Seligman, J., Levy, R., Werker, E., Breur, A., and Mechoulam, R. (1993). 
Early medical use of cannabis. Nature, 363, 215. 

751. Zimmer, L. & Morgan, J. P. (1997). Marijuana myths marijuana facts. New York:  The 
Lindesmith Center. 

752. Zimmerman, A. M., Zimmerman, S. & Raj, A. Y. (1979). Effects of cannabinoids on 
spermatogenesis in mice. In G. G. Nahas and W. D. M. Paton (Eds.). Marijuana: Biological 
effects, analysis, metabolism, cellular responses, reproduction, and brain  (pp. 407-418). New 
York: Pergamon.  

753. Zinberg, N. E. (1984). Drug set and setting: The basis for controlled intoxicant use. New 
Haven: Yale University. 

754. Zuardi, A. W., Cosme, R. A., Graeff, F. G. & Guimaraes, F. S. (1993). Effects of ipsapirone 
and cannabidiol on human experimental anxiety. Journal of Psychopharmacology, 7, 82-88. 

755. Zvolensky MJ, Cougle JR, Bonn-Miller MO, Norberg MM, Johnson K, Kosiba J, 
Asmundson GJ. Chronic Pain and Marijuana Use among a Nationally Representative Sample of 
Adults. Am J Addict 2011; 20(6):538-542. 

756. Zwerling, C., Ryan, J. & Orav, E. J. (1990). The efficacy of preemployment drug screening 
for marijuana and cocaine in predicting employment outcomes. Journal of the American Medical 
Association, 264, 2639-2643. 

Gregory T. Carter, MD, MS 

Dr. Carter is medical director of the Neuromuscular Disease (NMD) and Hospice/Palliative Care Programs for 
Providence Health System, Southwest Washington. He earned a Doctor of Medicine from Loyola University 
Chicago.  He completed a physical medicine and rehabilitation (PM&R) residency and Neuromuscular Disease 
(NMD) research fellowship at the University of California, Davis (UCD), where he also earned a Masters degree in 
Physiology. 

His research has focused on the relationships between chronic pain, quality of life, and physical function in 
amyotrophic lateral sclerosis (ALS), and other NMDs.  He has authored over 150 peer-reviewed papers, publishing 
the first article on cannabis as a treatment for ALS.  He is past recipient of the Best Research Paper Award from the 
American Academy of PM&R and the Excellence in Research Writing Award from the Association of Academic 
Physiatrists, as well as the Excellence in Clinic Care Award from the Muscular Dystrophy Association. 

He maintains clinical faculty appointments at the University of Washington and UCD Schools of Medicine. He is a 
diplomat of the American Board of Physical Medicine and Rehabilitation, the Neuromuscular Medicine subspecialty 
of the American Board of Psychiatry and Neurology (founding member), and the American Board of 
Electrodiagnostic Medicine. 

98 



  

  

                                                                                                                                                                           
     

 
   

  
  

 
  

    
 

  
  

     
 
 

    
 

    
 

  
     

 
 

  
 

  
    

Exhibit B: Statement of Grounds 

ii Mitch Earleywine, Ph.D. 

Dr. Mitch Earleywine is Professor of Clinical Psychology at the University at Albany, State University of New 
York, where he teaches courses on drugs and human behavior, substance abuse treatment, and clinical research 
methods. 

He received his Bachelor’s degree from Columbia University and his Ph.D. from Indiana University. He joined the 
faculty at the University of Southern California for 14 years before moving to Albany in 2005. 

He has received 20 teaching commendations, including the coveted General Education Teaching Award from the 
University of Southern California and the Chancellor’s Award for Excellence in Teaching from the State University 
of New York system. He has over 100 publications on personality, motivation, and substance abuse. 

iii Jason T. McGill, JD 

Mr. McGill is the Executive Policy Advisor for Health Care for Washington State Governor Chris Gregoire’s 
Executive Policy Office.  He is a lifelong Washingtonian and earned both a Bachelor of Arts in Business 
Administration and a law degree from Seattle University, with a focus in health law.  He later earned an executive 
management certificate from the University of Washington, Evans School of Public Affairs. 

He worked in private law practice for several years before joining the Washington State Attorney General’s Office 
where he was lead counsel and represented the healthcare related programs of the state Department of Labor and 
Industries.  He became the Medical Administrator for the Department of Labor and Industries.  In that capacity he 
was an Executive Management Team member and responsible for setting strategic vision, management of nursing 
and healthcare policy staff in partnership with the Medical Director and Associate Medical Directors of the agency. 

99 


	Petition multi-state coverletter (without exhibits) FINAL.pdf
	20111130130724358
	Please send all notices regarding this petition to
	exhibit_b.pdf
	STATEMENT OF GROUNDS (21 USC 811(c)):
	BACKGROUND AND OVERVIEW OF EIGHT FACTOR ANALYSIS
	1. Actual and potential for abuse
	2. Pharmacology0F
	3. Other current scientific knowledge
	4. History and current pattern of abuse
	5. Scope, duration and significance of abuse
	6. Public health risk
	7. Psychic or physiological dependence liability
	8. If an immediate precursor of a controlled substance

	CANNABIS SHOULD BE RESCHEDULED TO SCHEDULE II BECAUSE IT DOES NOT MEET THE REQUIREMENTS OF SCHEDULE I (21 U.S.C. 812(b)(1)):
	1. Cannabis does not have a high potential for abuse compared with other Schedule II drugs;
	2. Cannabis is currently accepted for medical use in treatment in the United States; and
	3. Evidence is clear of accepted safety for use of cannabis under medical supervision.

	ORGANIZATION OF REPORT:
	Due to subject matter flow, the organization of the report discusses the necessary factors in this order:  Factors two (Pharmacology), three (Other current scientific knowledge), and eight (If an immediate precursor), and then factors one (Actual and...

	1. PHARMACOLOGY (FACTOR TWO)
	Meeting the five-factor criteria for “currently accepted medical use”:
	A. The chemistry of cannabis is known and reproducible
	B. Medical use of cannabis is considered safe
	i. The safety of cannabis: cannabis has never caused a lethal overdose (LD50 standard)
	ii. Cannabis is safer than current, legal Schedule II opiate drugs
	iii. History of cannabis evidences safety
	iv. The side effects of cannabis are milder than the other Schedule II drugs

	C. There are adequate and well-controlled studies proving the medical efficacy of cannabis
	i.   Review of the current scientific evidence proves the medical efficacy of cannabis
	ii.   Medicinal dosing paradigms are safe and effective and alternatives to smoking are recommended
	iii.   Many known cannabinoids (not including THC) have therapeutic value with little or no cognitive or psychoactive side-effects; dronabinol (Marinol) is not an appropriate substitute for cannabis due to its  100 percent THC and lacking therapeutic ...

	D. Cannabis has been accepted by the medical community as meeting the current, modern accepted standards for what constitutes medicine
	E. The scientific evidence is widely available
	i. Scientific evidence regarding the safety and efficacy of cannabis is readily available directly from the National Library of Medicine
	ii.  Table One compares the number of Medline citations for medical marijuana compared to other commonly prescribed opioid medications (as of 11/27/2011; 12:00 PST):
	iii.  With respect to a consensus of medical opinion, currently all of the following health organizations have issued statements in favor of medical cannabis


	2. OTHER CURRENT SCIENTIFIC KNOWLEDGE (FACTOR THREE)
	3. CANNABIS IS NOT AN IMMEDIATE PRECURSOR TO A CONTROLLED SUBSTANCE (FACTOR EIGHT)
	4. ACTUAL AND POTENTIAL FOR ABUSE (FACTOR ONE)
	A. Background: definitions
	B. Background: the disease model of addiction
	C. Cannabis use indicates a lower likelihood of addiction and abuse potential as compared to other substances (Table 2):

	5.  PSYCHIC OR PHYSIOLOGIC DEPENDENCE LIABILITY (FACTOR SEVEN)
	A. Cannabis has low relative dependence risk and does not reach the severity associated with other drugs
	B. Conclusion: low risk of dependence does not reach the severity necessary to keep cannabis classified as a Schedule I substance

	6. HISTORY AND CURRENT PATTERN OF ABUSE (FACTOR FOUR)
	A. Cannabis rates of dependence or abuse are remarkably low in comparison with other drugs
	B. Cannabis dependence causes much less severe negative consequences than other Schedule II drugs

	7. SCOPE, DURATION, AND SIGNIFICANCE OF ABUSE (FACTOR FIVE)
	A. The prevalence and significance of potential abuse are limited for cannabis, especially in relation to other Schedule II substances
	B. Conclusions

	8.  PUBLIC HEALTH RISK (FACTOR SIX)
	A. Amotivational syndrome generally is not a dangerous side-effect, and data shows little correlation with cannabis use
	i. Laboratory performance does not indicate amotivational syndrome in cannabis users
	ii.  Correlations with education and work do not support amotivational syndrome in cannabis users
	iii.  Summary for amotivational syndrome

	B. Cannabis use has risks similar to other legal Schedule II substances
	i. Overview
	ii. Epidemiological studies
	iii. Laboratory experiments

	C. Cannabis use does not increase aggression
	i. Overview
	ii. Historical precedent
	iii. Crime
	iv. Laboratory research
	v. Conclusion: cannabis alone does not cause aggression

	D.  Conclusions on public health factor

	CONCLUSION AND POSSIBLE FUTURE DIRECTIONS
	REFERENCES


