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Summary of Concerns 
 
 
 

Drug Free Australia questions why the NSW Working Party on 
the Use of Cannabis for Medicinal Purposes: 
 
is responding to the agenda of the well-funded drug legalisation 
lobby which is working towards the defeat of the United Nations 
Conventions against illicit drugs via incremental changes which 
include the legalisation of marijuana for medical purposes, 
marijuana decriminalisation, heroin injecting rooms and heroin 
on prescription  
 
is subverting the Federal requirement that no medicinal 
substance can be made available unless it has first been 
scientifically shown to be both safe and effective, particularly 
when smoked marijuana has never been scientifically shown to 
be a safe effective medicine for the treatment of any condition 
 
is elevating questionable subjective anecdotal evidence over 
evidence-based medicine while simultaneously espousing a 
commitment to evidence-based research in every other drug 
policy area 
 
is making the effectiveness of medicine subject to political vote 
rather than required scientific rigour 
 
is prepared to accept that smoked marijuana has useful 
medicinal value when every evaluation of the scientific data 
states that the risks of long-term smoked marijuana far outweigh 
any benefits 
 
is calling for a ‘trial’ of marijuana as medicine despite 
participants not even being required to be registered or 
monitored as part of regular clinical evaluations 
 
is recommending potentially massive quantities of raw cannabis 
to be grown for personal use (and presumably anyone else in the 
neighbourhood) under medical prescription, deserting the 
principle of controlled and regulated prescription of therapeutic 
substances 
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QUESTION 1 

 
Drug Free Australia questions why the NSW Working Party on 
the Use of Cannabis for Medicinal Purposes: 
 
is responding to the agenda of the well-funded drug legalisation 
lobby which is working towards the defeat of the United Nations 
Conventions against illicit drugs via incremental changes which 
include the legalisation of marijuana for medical purposes, 
marijuana decriminalisation, heroin injecting rooms and heroin 
on prescription  

 
 

“The consensus here is that medical marijuana is our strongest suit.  It is our 
point of leverage which will move us toward the legalization of marijuana for 
personal use, and in that process we will break down the power of the 
narcocracy to wage a war of terror over things.” 
Richard Cowan – Director of NORML at the 50th anniversary of the discovery of LSD in 
San Francisco 1993 
 

"I would establish a strictly controlled distribution network through which I 
would make most drugs, excluding the most dangerous ones like crack, legally 
available. Initially, I would keep prices low enough to destroy the drug trade. 
Once that objective was attained I would keep raising the prices, very much like 
the excise duty on cigarettes, but I would make an exception for registered 
addicts in order to discourage crime. I would use a portion of the income for 
prevention and treatment. And I would foster social opprobrium of drug use." 
Soros on Soros: Staying Ahead of the Curve. New York: John Wiley & Sons, 1995 p 
200 -   George Soros is named in Time magazine as the most influential financial 
supporter of the drug legalization movement, providing $50,000,000 thus far for 
legalization efforts globall 

 
"Come up with an approach that emphasizes ‘treatment and humanitarian 
endeavors,' he said, hire someone with the political savvy to sit down and 
negotiate with government officials, and target a few winnable issues, like 
medical marijuana and the repeal of mandatory minimums." 
George Soros, quoted by Cynthia Cotts, "Smart Money," Rolling Stone, May 5, 1994.  
 

“I and other members of ADLRF (Australian Drug Law Reform Foundation) 
believe that the present laws regarding illicit drugs encourage the unsafe use of 
the substances they prohibit,. They should be reformed so that presently illicit 
drugs are legalised, and each drug regulated in its manufacture, distribution 
and use so as to minimise the black markets that presently encourage their 
abuse and encourage the damage that they do to individuals and to society.” 
Statement by ADLRF member, Peter Watney on Drugtalk, Australia’s national drug 
policy debate listserver, 27 June 2003 10.44 am, defending ADLRF President, Alex 
Wodak’s unwillingness to reply to a particular legalization question posed by Collis 
Parrett 
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“(I am sure you have read the recent reports linking cannabis to schizophrenia). 
As we have managed to reduce the prevalence of smoking (from 70% to 20% 
in males) and incidence of tobacco related health problems, and also reduced 
alcohol consumption by about 25% in the last 20 years as well as the number 
of alcohol related deaths by 20% in the last decade, why do we not tax and 
regulate cannabis as these controls have been so successful for the legal 
drugs.” 
Dr Alex Wodak, President of the Australian Drug Law Reform Foundation and 
Australia’s highest profile advocate of drug legalization - on Drugtalk, 23 November 
2002, 9.55 pm 
 
 
Damning Evidence Against the Drug Legalisation Lobby 
Testimony of Barry R. Mccaffrey Director, Office of National Drug Control Policy 
(ONDCP) before the House Government Reform and Oversight Committee 
subcommittee on criminal justice, drug policy, and human resources - the drug 
legalization movement in America - June 16, 1999 

Our nation's democratic system of government is founded upon free and open 
debate. Our nation holds no beliefs or icons above challenge and examination. 
We all must be willing to lay the facts and our analysis on the table of public 
scrutiny, and make the case for what we believe. 

However, in the marketplace of ideas, just as in other marketplaces, there are 
people willing to use deceptive claims, half truths and flawed logic to hawk ill-
considered beliefs. Nowhere is this problem more clear than with respect to the 
drug legalization movement. 

Proponents of legalization know that the policy choices they advocate are 
unacceptable to the American public. Because of this, many advocates of this 
approach have resorted to concealing their real intentions and seeking to sell 
the American public legalization by normalizing drugs through a process 
designed to erode societal disapproval. 

For example, ONDCP has expressed reservations about the legalization of 
hemp as an agricultural product because of the potential for increasing 
marijuana growth and use. While legitimate hardworking farmers may want to 
grow the crop to support their families, many of the other proponents of hemp 
legalization have not been as honest about their goals. A leading hemp activist, 
is quoted in the San Francisco Examiner and on the Media Awareness 
Project's homepage (a group advocating drug policy reforms) as saying he 
"can't support a movement or law that would lift restrictions from industrial 
hemp and keep them for marijuana." Katherine Seligman, Legalization Sought 
for Cousin of Pot, San Francisco Examiner, May 9, 1999, C1 (quoting hemp 
activist Jack Herer). If legalizing hemp is solely about developing a new crop 
and not about eroding marijuana restrictions, why does this individual only 
support hemp deregulation if it is linked to the legalization of marijuana? 

Similarly, when Ethan Nadelmann Director of the Lindesmith Center (a drug 
research institute), speaks to the mainstream media, he talks mainly about 
issues of compassion, like medical marijuana and the need to help patients 
dying of cancer. However, Mr. Nadelmann´s own words in other fora reveal his 
underlying agenda: legalizing drugs. Here is what he advocates: 
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"Personally, when I talk about legalization, I mean three things: the first is to 
make drugs such as marijuana, cocaine, and heroin legal..." 
(Ethan Nadelmann, Should Some Drugs Be Legalized?, 6 Issues in Science 
and Technology 43-46 (1990). 
 
"I propose a mail order distribution system based on a right of access . . ." 
(Ethan Nadelmann, Thinking Seriously About Alternatives to Drug Prohibition, 
121 Daedalus 87-132 (1992). 
 
"Any good non-prohibitionist drug policy has to contain three central 
ingredients. First, possession of small amounts of any drug for personal use 
has to be legal. Second, there have to be legal means by which adults can 
obtain drugs of certified quality, purity and quantity. These can vary from state 
to state and town to town, with the Food and Drug Administration playing a 
supervisory role in controlling quality, providing information and assuring truth 
in advertising. And third, citizens have to be empowered in their decisions 
about drugs. Doctors have a role in all this, but let's not give them all the 
power".(Ethan Nadelmann and Jan Wenner, Toward a Sane National Drug 
Policy, Rolling Stone May 5, 1994, 24-26.) 

"We can begin by testing low potency cocaine products -- coca-based chewing 
gum or lozenges, for example, or products like Mariani's wine and the Coca-
Cola of the late 19th century -- which by all accounts were as safe as beer and 
probably not much worse than coffee. If some people want to distill those 
products into something more potent, let them".(Id.) 

"But if there is a lot of PCP use in Washington, then the government comes in 
and regulates the sale". (Ethan Nadelmann, How to Legalize, interview with 
Emily Yoffe, Mother Jones, Feb./Mar. 1990, 18-19.) 

Mr. Nadelmann's view that drugs, including heroin and other highly addictive 
and dangerous drugs, should be legalized are widely shared by this core group 
of like-minded individuals. For example, Mr. Arnold Trebach states: 

"Under the legalization plan I propose here, addicts . . . would be able to 
purchase the heroin and needles they need at reasonable prices from a non-
medical drugstore". (Arnold Trebach & James Inciardi, Legalize It? Debating 
American Drug Policy, 109-110 (1993). 

International financier George Soros, who funds the Lindesmith Center, has 
advocated: "If it were up to me, I would establish a strictly controlled distributor 
network through which I would make most drugs, excluding the most 
dangerous ones like crack, legally available." (George Soros, 'Soros on Soros', 
p. 200 (1995).  

William F. Buckley, Jr. has also called for the "legalization of the sale of most 
drugs, except to minors". (William F. Buckley, The War on Drugs is Lost, 
National Review, Feb. 12, 1996, 35-48.) 

Similarly, when the legalization community explains their theory of harm 
reduction -- the belief that illegal drug use cannot be controlled and, instead, 
that government should focus on reducing drug-related harms, such as 
overdoses -- the underlying goal of legalization is still present. For example, in 
a 1998 article in Foreign Affairs, Mr. Nadelmann expressed that the following 
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were legitimate 'harm reduction' policies: allowing doctors to prescribe heroin 
for addicts; employing drug analysis units at large dance parties, known as 
raves, to test the quality of drugs; and decriminalizing possession and retail 
sale of cannabis and, in some cases, possession of 'hard drugs'. (See Ethan 
Nadelmann, Commonsense Drug Policy, 77 Foreign Affairs 111-126 (1998). 

Legalization, whether it goes by the name harm reduction or some other 
trumped up moniker, is still legalization. For those who at heart believe in 
legalization, harm reduction. It should, however, be emphasized that not all 
advocates of harm reduction support drug legalization. Nor, does harm 
reduction, by itself, requires legalization. In fact, aspects of the National Drug 
Control Strategy, such as methadone treatment, properly adopt harm reduction 
programs as part of a comprehensive, balanced approach to reducing drug 
use. Nevertheless, the fact remains that many who advocate harm reduction 
use it as a subterfuge for legalization. Is too often a linguistic ploy to confuse 
the public, cover their intentions and thereby quell legitimate public inquiry and 
debate. Changing the name of the plan doesn't constitute a new solution or 
alter the nature of the problem. 

In many instances, these groups not only advocate public policies that promote 
drug use, they also provide people with information designed to encourage, aid 
and abet drug use. For example, from the Media Awareness Project (a not-for-
profit organization whose self-declared mission is to encourage a re-evaluation 
of our drug policies) website a child can link to a site that states: 

Overthrow the Government! Grow your own stone! It's easy! It's fun! 
Everybody's doing it! Growing marijuana: a fun hobby the whole family can 
enjoy! See www.cannabisculture.com/grow

The linked website goes on to provide the reader with all the information 
needed to grow marijuana, including a company located in Vancouver, Canada 
that will ship seeds or plants. 

The Media Awareness Project website also includes links to instructions about 
how drug users can defeat drug tests. See www.mapinc.org ('drug links' 7 and 
8 link to the following two websites: www.hightimes.com/ht/tow/tes/index.html 
and www.cannabisculture.com/usage/dtfaq.shtml). Similarly, the websites of 
both the Drug Policy Foundation, a self proclaimed drug policy reform group, 
and the Media Awareness Project, both provide links to a site that gives 
instructions for how to manufacture the drug 'ecstasy'. See www.mapinc.org 
which includes as part of its site www.mapsorg/news.html 
www.ecstasy.org/links/index.html/ which then includes 
www.hyperreal.org~lamont/pharm/faq/faq-mdma-synth.html  

This same information is also found on www.lyceum.org/drugs/synth . 
./mdma/synthesis/mdma.mda.synthesis 

Careful examination of the words -- speeches, webpostings, and writings -- and 
actions of many who advocate policies to 'reduce the harm' associated with 
illegal drugs reveals a more radical intent. In reality, their drug policy reform 
proposals are far too often a thin veneer for drug legalization. See Richard 
Cowan, Building a New NORML, High Times, Jan. 1993, p. 67. Mr. Cowan has 
made clear how harm reduction policies fit into the legalization agenda as 
follows: 
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Based on our objective of 'Legalization by 97' we must begin by demanding: 1 -
- immediate access to marijuana for the sick. 2 -- The immediate cessation of 
all attacks on users, growers and sellers of marijuana. 3 -- An immediate end to 
lying about marijuana and its users. 4 -- Recognition of the economic and 
environmental importance of hemp, and studies on how it can be best exploited 
by American agriculture and industry. (Id.) 

What do drug 'legalizers' truly seek? They want drugs made legal -- even 
though this would dramatically increase drug use rates. They want drugs made 
widely available, in chewing gums and sodas, over the Internet and at the 
corner store - even though this would be tantamount to putting drugs in the 
hands of children. They want our society to no longer frown on drug use -- 
even though each year drug use contributes to 50,000 deaths CSR Inc., 
unpublished research prepared for ONDCP, 1999. and costs our society $110 
billion in social costs. NIDA and NIAAA, The Economic Costs of Alcohol and 
Drug Abuse in the United States, 1992, NIDA/NIH pub. no. 98-4327, Sept. 
1998. And, they want the government to play the role of facilitator, handing out 
drugs like heroin and LSD. 

Let me emphasize, there is nothing wrong with advocating for change in public 
policy. From civil rights to universal suffrage, much of what makes our nation 
great has been the result of courageous reform efforts. Our nation benefits 
from the airing of dissent. However, we all have a responsibility to be honest in 
debate about our motives. We all have an obligation to be open with the 
American people about the risks inherent in what we advocate. To date, 
advocates of legalization have not been so forthcoming. 
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QUESTION 2 

Drug Free Australia questions why the NSW Working Party on 
the Use of Cannabis for Medicinal Purposes: 
 
is subverting the Federal requirement that no medicinal 
substance can be made available unless it has first been 
scientifically shown to be both safe and effective, particularly 
when marijuana has never been scientifically shown to be a safe 
effective medicine for the treatment of any condition 

 

Criteria for the acceptance of a drug for medical use: 
 
All active ingredients have to be identified and their chemistry determined.  
They have to be tested for purity with limits set for all impurities including 
pesticides, microbe & fungi and their products.  These tests have to be 
validated and reproduced if necessary in an official laboratory. 
 
The cannabis plant contains some 400 chemicals, a multiplicity of ingredients 
that vary with habitat – impossible to standardise and often contaminated with 
microbes, fungi or pesticides.2 

  
Animal testing will include information on fertility, embryo toxicity, immuno-
toxicity, mutagenic and carcinogenic potential.  Risks to humans, especially 
pregnant women and lactating mothers, will be evaluated. 
 
Cannabis has been shown to reduce sperm production.3  Babies born to 
cannabis-using mothers are smaller, have learning and behavioural problems 
and are 10 times more likely to develop one form of leukaemia.4  The immune 
system is impaired.5  Smoking herbal cannabis results in the inhalation of four 
times as much tar as from a tobacco cigarette.6 

  
Adequate safety and efficacy trials must be carried out.  They must state the 
method of administration and report on the results from different groups, i.e. 
healthy volunteers, patients, special groups of the elderly, people with liver and 
kidney problems and pregnant women.  Adverse drug reactions (ADR) have to 
be stated and include any effects on driving or operating machinery. 
 
It is envisaged that cannabis would be smoked.  No medicine prescribed today 
is smoked. Concentration, motor-co-ordination and memory are all badly 
affected.7  Changes in the brain have been observed8 and U.S.A. clinics are 
now coping with more cases of psychosis caused by cannabis than by any 
other drug. 
 
It is essential to note that the content of  THC (Tetrahydrocannabinol – the 
psychoactive ingredient in cannabis) is on average ten times higher than it was 
in the 1960s.9 The fat-soluble THC lingers in the body for weeks10 and the 
ability to drive safely is impaired for at least 24 hours after smoking cannabis.11  
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Although ten times as many people use alcohol, cannabis is implicated in a 
similar number of road accidents.12 

 

The drug must be accepted by qualified experts.  Their detailed reports need to 
take account of all the relevant scientific literature and the potential of the drug 
to cause dependence. 
There are numerous accounts of both psychological and physical 
dependencies in cannabis use.13  Some 77,000 people are admitted annually 
to hospitals in U.S.A for cannabis dependence, 8,000 of them as 
emergencies.14  To date there are over 12,000 scientific publications relating to 
cannabis.15 

  
THC has already undergone all the medical tests.  It is available on prescription 
in tablet form for the relief of nausea from chemotherapy and appetite 
stimulation in AIDS patients. However marinol (USA) and nabilone (UK), 
synthetic forms of THC and identical in action to it, are not the first drugs of 
choice among oncologists in Washington D.C. ranking only 9th in the treatment 
of mild nausea and 6th for more severe nausea.16 The warning on nabilone 
reads: 
  
"THC encourages both physical and psychological dependence and is highly 
abusable.  It causes mood changes, loss of memory, psychoses, impairment of 
co-ordination and perception, and complicates pregnancy”. 
  
Other Cannabinoids:   Cannabis contains around 60 cannabinoids that are 
unique to the plant.  Some of these could be similarly extracted, purified and 
tested for safety and efficacy.  In the report “Therapeutic Uses Of Cannabis” 
(BMA, 1997) the British Medical Association said: 
  
“It is considered here that cannabis is unsuitable for medical use.  Such use 
should be confined to known dosages of pure or synthetic cannabinoids given 
singly or sometimes in combination." 
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Cannabinoid and heroin activation of mesolimbic dopamine transmission by a common μ1 opioid receptor 
mechanism.  Science.  1997. Tson et al.  Physical withdrawal in rats tolerant to delta-9-THC precipitated by 
a cannabinoid receptor antagonist.  European Journal of Pharmacology.  1995. 
14. Hart RH. Bitter Grass.  Mentor Press, Kansas, USA. 
15. Mississippi University Library. 
16. Bonner R. Marijuana Rescheduling Petitions 57.  Federal Register 1992, 10499-10508. 
 
 
 
 
 
PEER-REVIEWED STUDIES DEMONSTRATING THE DANGERS OF 
CANNABIS 
 

Note:  the drug legalisation lobby frequently dismisses this large body of 
evidence as junk science, but it is crucial to note that almost every study listed 
below is from a peer-reviewed medical or scientific journal, where the 
methodology, cogency and reliability of conclusions are checked by an expert  
panel of academics or scientists.  Drug Free Australia thanks the Lambton 
Families in Action website for this list which was submitted to the US Congress. 
 
Addiction / Gateway / Drug 

American Journal of Drug & Alcohol Abuse 1994 Nov.20(4):459-81. (Developmental 
vicissitudes that promote drug abuse in adolescents.)  

Bailey SL, Flewelling RL, Rachal JV. Journal of Health and Social Behavior. 1992; 
33:51-66. (Predicting continued use of marijuana among adolescents: the relative 
influence of drug-specific and social context factors.)  

Center on Addiction and Substance Abuse at Columbia University (CASA), March 
10, 1994. (This analysis proves that, for too many children cigarettes are a drug of 
entry into the world of illicit drugs.)  

Center on Addiction and Substance Abuse at Columbia University (CASA), March 
10, 1994. (A 12- year-old who smokes is 30 times more likely to have used illicit drugs 
than a child of the same age who doesn't smoke.)  

Center on Addiction and Substance Abuse at Columbia University (CASA), Oct. 
27, 1994. (Children who use marijuana are 85 times more likely to use cocaine than 
non-marijuana users. 90% of children who used marijuana, smoked or drank first. 
Children who drink are 50 times more likely to use cocaine than non drinkers.)  
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EVIDENCE 
Center on Addiction and Substance Abuse at Columbia University (CASA), Oct. 
27, 1994. (Children who use gateway drugs - tobacco, alcohol and marijuana - are up 
to 266 times more likely to use cocaine than those who don't use any gateway drugs.)  

Center on Addiction and Substance Abuse at Columbia University (CASA), Oct. 
27, 1994. (Children who smoke daily are 13 times more likely to use heroin than 
children who smoke less often.)  

Center on Addiction and Substance Abuse at Columbia University (CASA), Oct. 
27, 1994. (Compared with people who used only one gateway drug [tobacco, alcohol 
and marijuana], children who used all three are 77 times more likely to use cocaine.)  

Center on Addiction and Substance Abuse at Columbia University (CASA), Oct. 
27, 1994. (Study concludes: Nearly 90% of cocaine users had smoked, drank and used 
marijuana first.)  

Chait, et al. 1981. Psychopharmacology 75 (1). (Cross tolerance between marijuana 
and barbiturates has been demonstrated. This means marijuana users also develop a 
tolerance for the addicting barbiturates, even before they use any barbiturates. This is 
more evidence of significant addictive potential of marijuana.)  

Chen, et al. 1997. Drug and Alcohol Dependence (46). (Of 9,000 daily users of 
marijuana, 35% of the adolescents and 18% of the adults met the American Psychiatric 
Association's criteria for dependence (addiction), suggesting that teenagers are much 
more vulnerable than adults to developing and addiction to marijuana.)  

Clark DB, Levent K, Moss HB. Early Adolescent Gateway Drug Use in Sons of 
Fathers with Substance Use Disorders. Addictive Behaviors 1998; 23: 561-566. 
(Preadolescent tobacco use and conduct disorders were highly predictive of early 
adolescent cannabis use achieving 100% sensitivity and 76% specificity.)  

Compton DR, Dewey WL, Martin BR. Advances in Alcohol and Substance Abuse. 
1990;9:129-147. (Cannabis dependence and tolerance production.)  

Crowley TJ, Macdonald MJ, Whitmore EA, Mikulich SK. Cannabis dependence, 
withdrawal, and reinforcing effects among adolescents with conduct symptoms and 
substance use disorders. Drug and Alcohol Dependence 1998; 50:27-37. (Research 
from the University of Colorado examining the presence of marijuana dependence in 
adolescents who are seen for conduct disorders has demonstrated not only the 
presence of a clear marijuana dependence syndrome in adolescents, but also 
marijuana withdrawal. Most patients claimed serious problems with cannabis, and 
78.6% met adult criteria for cannabis dependence. The drug produces both 
dependence and withdrawal and potently reinforces cannabis taking.)  

Devane WA. Science. 1992; 258: 1946-1949 et al. (Isolation and structure of a brain 
constituent that binds to the cannabinoid receptor.)  

Duffy A, Milin R. J. Am. Acad Child Adolesc Psychiatry. 1996;35:1618-21. Case 
Study: Withdrawal Syndrome in Adolescent Chronic Cannabis Users. (Documents clear 
withdrawal syndrome that jeopardized treatment.)  

Fonseca FR, Carrera MRA, Navarro M, Koob GF, Weiss F. Science 1997; 276:2050-
2053. Activation of corticotropin - releasing factor in the limbic system during 
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cannabinoid withdrawal. (Withdrawal induced by cannabinoid antagonist SR 141716A 
was associated with elevation of extracellular corticotropin-releasing factor.)  

Gfoerer, Joseph C, Epstein, Joan F. Federal Office of Applied Studies in SAMHSA. 
Drug And Alcohol Dependence, vol. 54 (1999) pp 229-237. (Article estimates drug 
abuse treatment needs for the years 2000-2020 based on current youth marijuana use. 
The exec. summary states, "Age at first use of marijuana was found to be the most 
important predictor in these models".  The article notes that marijuana "is generally the 
first illicit drug used by young people".  

Gold MS. Marijuana. In: Miller NS, ed. Comprehensive handbook of drug and alcohol 
dependance. New York: Marcel Dekker, 353-82.  

Golub A, Johnson BD, The Shifting Importance of Alcohol and Marijuana as Gateway 
Substances among Serious Drug Abusers. J. Stud Alcohol 1994;55: 607-614. 
(Marijuana's role as a gateway drug to serious drug use appears to have increased.)  

Jones RT, Benowitz W, Bachman I. Ann NY Acad Sci 1976; 282: 21-239. (Clinical 
studies of cannabis tolerance and dependencies.)  

Jones, RT. 1980 NIDA (National Institute on Drug Abuse) Monograph #31. (Marijuana 
tolerance occurs in humans; high doses produce less and less effect for the user over 
time.)  

Jones RT, Benowitz NL, & Herning RI. 1981. J. Clin. Pharmacol., 21, 143S-152S.  

Jones RT, Benowitz N. 1976. Braud MD & Szara S (Ed.), Pharmacology of 
Marijuana, Vol.2 (pp 620-642). New York: Raven Press. (The 30 Day Trip - Clinical 
studies of cannabis tolerance and dependence.)  

Journal Psychopharmacology, April 1998. (A new study has found that chronic 
marijuana users become aggressive when they stop smoking the drug according to an 
April 20 press release from the National Institutes on Health. Researchers at Harvard 
Medical School found evidence that a withdrawal syndrome is associated with 
abstinence following long-term marijuana use. Researchers concluded that aggressive 
behavior is part of this syndrome.)  

Kandel DB, Yamaguchi K, Chen K, Stages of Progression in Drug Involvement from 
Adolescence to Adulthood: Further Evidence for the Gateway Theory, J Stud. Alcohol; 
1992: 447-457. (Very few try illicit drugs other than marijuana without prior use of 
marijuana.)  

Kandel DB, Davies M, Archives of General Psychiatry 1996;53:71-80 . (High school 
students who use crack and other drugs.)  

Kaplan HB Martin SS, Johnson RJ, and Robbins CA. Journal of Health and Social 
Behavior. 1986; 27:44-61. (Escalation of marijuana use: Application of a general theory 
of deviant behavior.)  

Kaufman E, et al. Committee on Drug Abuse of the Council on Psychiatric Services. 
Am J Psychiatry. 1987;144: 698-702. (Position statement on psychoactive substance 
use and dependence: update on marijuana and cocaine.)  
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Keer, et al. 1991,1994 American Psychiatric Assoc. DSM-IV, United States. Restricted 
activity days and other problems associated with use of marijuana or cocaine among 
persons 18 to 44 years of age. (Some marijuana users develop tolerance, abuse, and 
compulsive use that meet the criteria for formal diagnosis of dependence [addiction].)  

Kelly TH, Foltin RW, Emurian CS, Fischman MW, J Exp Anal Behav, March 1994;61: 
203-211. (Subjects consistently chose the 3.5% dose over either the 0.0% or 2.0% 
dose. Dose choice was more sensitive to THC content than either reports of drug liking 
or numbers of cigarettes smoked.)  

Kendler KS, Prescott CA. Cannabis use, abuse, and dependence in a population 
based sample of female twins. American Journal of Psychiatry 1998; 155:1016-1022 
(Genetic risk factors have a strong impact on the liability for heavy use, abuse, and 
dependence on marijuana.)  

Kleber, Herbert, MD. 1988. Journal of Clinical Psychiatry 49:2 (Suppl) pp 3-6. (20% of 
those who used marijuana 3 to 10 times went on to use cocaine. 75% of those who 
used marijuana 100 times went on to use cocaine.)  

Lundqvist, Life Science, Vol. 56 pp 2145 - 2155. (Study describes cannabis 
dependence. Impaired cognitive skills and functioning were documented in chronic 
cannabis users.)  

Martin, et al. 1997. Marijuana: Contemporary Issues in Treatment. (Marijuana "is most 
definitely addictive and we generally do not perceive of marijuana as having a great 
addictive potential because it is a long acting drug.")  

Mendelson JH, Mello NK, & Lex BW. 1984 Am. J. Psychiatry, 414, 1289-1290. 
(Marijuana withdrawal syndrome in a woman.)  

Miller NS, Gold MS. Journal of Substance Abuse Treatment, 1989; 6:183-192. (The 
diagnosis of marijuana [cannabis] dependence.)  

Miller NS, Gold MS, Pottash AC. Journal of Substance Abuse Treatment. 1989; 
6:241-250. (A 12-step treatment approach for marijuana [cannabis] dependence.)  

Mirochnik, et al. Pediatrics 99:555-559, 1997. (The chronic use of cocaine, particularly 
when used with marijuana, sets up craving behavior by depleting brain dopamine and 
norepinephrine.)  

Pedersen JM. Arctic Medical Research 1992 Apr;51(2):67-71. (Substance abuse 
among Greenlandic school children.)  

Physicians' Desk Reference 1998. (Marinol, a pharmaceutical containing the 
synthesized active ingredient of marijuana, is available now with a doctor's prescription. 
It is addictive both psychologically and physiologically. Eleven withdrawal symptoms 
are listed.)  

Simmons MS, Tashkin DP. Life Sciences 56:2185-2191, 1995. "The Relationship of 
Tobacco and Marijuana Smoking Characteristics." (Initiation of a new smoking habit 
can lead to reduced smoking of other substance regardless of which substance was 
smoked first. Of all smokers of both tobacco and marijuana, one half began smoking 
tobacco before marijuana, while one third began smoking marijuana first.)  
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Smith DE, Seymour RE. Vol.2. No.1: 49-54 Jan. 1997. Journal of Substance Misuse 
for Nursing, Health and Social Care.(2). (Marijuana withdrawal symptoms in humans 
include anxiety, depression, irritability, insomnia, tremors and chills.)  

Solowij et al. Life Sciences, Vol. 56 pp 2127-2134, 1995. (Brain event-related 
measures normalize during acute marijuana intoxication, suggesting a basis for the 
physical dependence component of marijuana use.)  

Stephens RS, Roffman RA, Simpson EE. Journal of Consulting & Clinical Psychology 
1993 Dec;61(6):1100-4. (Adult marijuana users seeking treatment.)  

Tanda G, Pontieri FE, Di Chiara G. Science 1997;276:2048-2050. Cannabinoid and 
heroin activation of mesolimbic dopamine transmission by a common opioid receptor 
mechanism. (THC and heroin exert similar effects on mesolimbic dopamine 
transmission through a common opioid receptor mechanism located in the ventral 
mesencephalic tegmentum.)  

Wickelgren. 1997. Science (276). (Two studies published in the June 27, 1997 
Science complete the picture of marijuana as an addictive drug, demonstrating that 
marijuana affects the neurochemistry of the brain in ways similar to heroin, cocaine, 
alcohol, and tobacco. The strength of the dopamine surge in the brain created by 
marijuana was shown to be similar to that created by heroin. These studies provide 
physiological evidence for marijuana acting as a gateway drug that leads to other drug 
use. One researcher commented these studies "send a powerful message that should 
raise everyone's awareness about the dangers of marijuana use.")  

Williams JG, Smith JP. Journal of Substance Abuse 1993;5(3):289-94. (Alcohol and 
other drug use among adolescents: family and peer influences.)  

 
AIDS / HIV / Immune System / Infections 

  
AIDS Weekly, p.19, June 28, 1993. (HIV positive marijuana smokers have an 
increased incidence of bacterial pneumonia compared to non-marijuana smokers.)  

British Medical Association, Therapeutic Uses of Cannabis. 1997. 
P.48...."cannabinoids have been shown to have immuno suppressive effect ..... 
potentially damaging in individuals whose immune system is already compromised by 
HIV or chemotherapy."  

Cabral, GA et al. Proc Soc Exp Bio Med 1986;182:181-186. (Marijuana causes 
decreased resistance to diseases such as herpes.)  

Cabral GA et al. Adv Exp Med Bio 288: 93-105, 1991. (THC, the main psychoactive 
ingredient in marijuana, causes immunosuppression.)  

Cabral GA, Vasquez R. Cannabis: Physiopathology, Epidemiology, Detection. CRC 
Press 1993:137-153. (Delta-9-THC suppresses macrophage extrinsic anti-herpes virus 
activity.)  

Caiffa WT, Vlahov D, Graham NM, Astemborski J, Solomon L, Nelson KE, and 
Munoz A. Am J Respir Crit Care Med 150:1493-1498, 1994. (Marijuana smoking 
increases the incidence of bacterial pneumoniae in AIDS patients. HIV positive 
smokers progress to full-blown AIDS twice as fast as non-smokers.)  
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Cusher et al. Cellular Immunology Vol 154:99-108, 1994. (Low levels of THC inhibited 
tumor necrosis factor thereby weakening the killing activity of lymphocytes against 
tumor cells. Marijuana's implication in a number of chronic diseases reflects its harmful 
impact on the immune system.)  

Daaka Y, Zhu W, Friedman H, Klein T W. Induction of Interleukin-2 alpha gene by 
Delta-9-THC is mediated by nuclear factor kB and CBa cannabinoid receptor. DNA and 
Cell Biology 1997;16:301-309. (THC might augment AIDS development because of an 
increase in NK-kB which is known to activate the HIV genome and increase retro viral 
replication.)  

Djeu J et al. Adv Exp Med Bio 288: 57-62, 1991. (THC, the main psychoactive 
ingredient in marijuana, causes immunosuppression.)  

Djeu et al. Drugs of Abuse Immunity and Immunodeficiency, 1991. (THC is able to 
interfere with the function of white blood cells taken from humans. Both neutrophils, 
which fight bacterial infection, and mononuclear cells of the immune system, which fight 
viruses, were suppressed by various concentrations of THC.)  

Fleisher M, Winawer SJ, Zauber AG. Annals of Internal Medicine. 1991; 115:578-579. 
(Aspergillosis and marijuana.)  

Gross G, Roussaki A, Ikenberg H, Drees N. Dermatologica 1991; 183:203-207. 
(Genital warts do not respond to systemic recombinant interferon alfa-2 treatment 
during cannabis consumption.)  

Fligiel SF et al. Chest, 1997. (Marijuana smoking damages the cilia which protect the 
lungs.)  

Ford and Norris, Journal of the Acquired Immune Deficiency Syndrome, Vol 7: 389-
396, 1994. (This study on the effects of the use of alcohol and marijuana in the context 
of sexual relationships and the impact of these substances on the consistency of 
condom use by urban minority youth showed an increase in unprotected sex.)  

Freidman H, Klein TW, Newton C, Daaka Y. Advances in Experimental and Medical 
Biology, Vol. 373, pp 103-113, 1995. (Individuals who chronically use marijuana may 
be more subject to adverse reaction to common bacteria and viruses in the 
environment than non-users.)  

Hamadeh and associates. Chest, Vol. 94/2, pp.432-433, 1988. "Invasive aspergillosis 
has become a significant cause of death in immunosuppressed patients". Physicians 
should be aware of this potentially lethal complication of marijuana use in compromised 
hosts such as patients with AIDS or malignancies.)  

Juel-Jensen, BE. 1972 Brit. Med. J. iv:296. (Cannabis and recurrent herpes simplex.)  

Kusher DI, et al. Cellular Immunology Vol 154:99-108. 1994. Effect of the 
Psychoactive Metabolite of Marijuana, Delta 9 THC. (Study reports that test tube 
studies show that marijuana metabolites are capable of impairing the ability of human 
immune cells to kill tumors and destroy fungal cells.)  

Lopez-Cepero M, Friedman M, Klein T, and Friedman J. 1986 J. Leukocyte Biol.39 : 
679. (THC induced suppression of macrophage spreading and phagocytic activity in 
vitro.)  
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Miguez-Berbano and associates, Journal of Clinical Pharmacology 1994;34-1031. 
(Smoking tobacco or marijuana reduced antioxidant levels in HIV-infected patients. 
Vitamin E levels were significantly lower in marijuana users, as well as cigarette 
smokers, compared to non-smoking HIV infected subjects. "The results of this study 
indicate that both marijuana and cigarettes have a detrimental effect on vitamin E 
status of HIV-1 infected individuals. These findings are of particular concern in the light 
of the important role of Vitamin E in immune processes, inhibition of viral activation and 
the death of immune cells."  

Mishkin EM, and Cabral GA 1985.  

J Gen. Virol. 66: 2539. (Delta-9-THC decreases host resistance to herpes simplex virus 
type 2 vaginal infection in the B6C3F1 mouse.)  

Murison G, Chubb CB, Maeda S, Gemmell MA and Huberman E. Proc. Natl. Acad. 
Sci. USA. 1987;84: 5414-5418. (Cannabinoids induce incomplete maturation of 
cultured human leukemia cells.)  

Newton CA et al. Inject Infect Immun 62:4015-4020, 1994. (THC, the main 
psychoactive ingredient in marijuana, causes immunosuppression.)  

Nieman RB et al. AIDS 7:705-710, 1993. (HIV positive smokers progress to full-blown 
AIDS twice as fast as non smokers.)  

Schwartz RH, Journal of Hospital and Community Psychiatry, Vol. 38, p. 531, May 
1987. (Marijuana use is a factor in preparing the ground for HIV infection.)  

Sidney et al. American Journal of Public Health, 87:585-590, Marijuana Research 
Review, 7/97. (Study reflected double mortality in AIDS patients who used marijuana.)  

Spector S et al. Adv Exp Med Bio 288:47-56, 1991. (THC, the main psychoactive 
ingredient in marijuana, causes immunosuppression.)  

Tashkin D, Baldwin G. American Journal of Respiratory and Critical Care Medicine vol 
156, 1997. (Cells from both marijuana smokers and cocaine smokers demonstrated 
severe limitation in their ability to kill bacteria and tumor cells. The cells involved, 
alveolar macrophages, are part of the immune system of the lung. They are 
responsible for the elimination of foreign substances such as tumor and infection.)  

Taylor DN, et al. New England Journal of Medicine 1982; 306:1249-1254. 
(Salmonellosis associated with marijuana: a multistate outbreak traced by plasmid 
fingerprinting.)  

Timpone et al. 1997 AIDS Research and Human Retroviruses, Vol.13 No.4, Marijuana 
Research Review, 7/97. (Poor results were shown using THC, the main psychoactive 
ingredient in marijuana, to treat AIDS wasting syndrome.)  

Tindall B, et al. Aust N Z J Med 18:8-15, 1988. (HIV positive marijuana smokers have 
an increased incidence of bacterial pneumonia compared to non-marijuana smokers. 
Marijuana smoking increases the progression to full-blown AIDS in HIV positive 
persons.)  

Transplantation, Vol. 61, June 27, 1996. (Marijuana smoke transmits aspergillosis, a 
fungus having up to a 90% fatality rate if contracted by transplant patients. 
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EVIDENCE 
Researchers have strongly warned against the use of marijuana in immuno-
compromised patients such as those with AIDS, chronic granulomatous disease, bone 
marrow transplants and those receiving chemotherapy for small cell lung cancer.)  

Voth EA, Schwartz RH. Medicinal applications of delta 9 THC and marijuana: a 
perspective. Annals of Internal Medicine 1997: 126:791-8. (Marijuana is not a panacea. 
It is an impure weed that introduces immuno compromised patients to bacteria, fungi, 
and other toxic complications. We recommend sticking with predictable medical 
therapies and not deviating from FDA approved medicine in exchange for herbal 
remedies.  

Wallace JM and associates. Chest, Vol. 105:847-852. (Tobacco smokers had lower 
percentages of cells in their small airways that had the marker for CD4 or helper T-
cells. Marijuana use had the opposite effect of lowering CD8 positive cells, so-called 
suppressor cells, at the expense of CD4 cells. Tobacco and marijuana have effects on 
immune cells and blood lymphocyte populations that differ from each other, both in type 
and magnitude.)  

Wambach KG, Byers JB, Harrison DF, Levine P, Imershein AW, Quadagno DM, 
Maddox K. Journal of Drug Education 1992;22(2):131-46. (Substance use among 
women at risk for HIV infection.)  

Watzl et al. Drugs of Abuse Immunity and Immunodeficiency, 1991. (THC is able to 
interfere with the function of white blood cells taken from humans. Both neutrophils, 
which fight bacterial infection, and mononuclear cells of the immune system, which fight 
viruses, were suppressed by various concentrations of THC.)  

Watzl B et al. Adv Exp Med Bio 288: 63-70, 1991. (THC, the main psychoactive 
ingredient in marijuana, causes immunosuppression.)  

Whitfield RM, Bechtel LM, Starich GH. The impact of ethanol and Marinol/marijuana 
usage on HIV+/AIDS patients undergoing AZT, DDC, or DDI therapy. Alcohol, Clin Exp 
Res 1997; 21:122-127. (Marinol/marijuana resulted in lower CD4+ counts and elevated 
amylase levels within the DDI group. Marinol/marijuana use associated with declining 
health status in AZT and AZT/DDC groups but did not appear to have worsening health 
status at one year follow up.)  

Zhu W and colleagues. The Journal of Pharmacology and Experimental Therapeutics, 
274:1001-1007, 1995. (THC causes abnormalities in immune molecules.)  

   
 
Behaviour / Psychiatric / Violence / Risk Taking 

Abel E. 1977. Psychol. Bull.84:193-261. (The relationship between cannabis and 
violence: A review.)  

Amen DG, Waugh M. High resolution brain SPECT imaging of marijuana smokers with 
AD/HD. Journal of Psychoactive Drugs 1998;30:209-214. (Studies on 30 heavy 
marijuana users with AD/HD shows marked decreased activity in the right and left 
temporal lobes. Age range 16-46 average 28.)  
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Andreasson S et al. Lancet 2:1483-1485, 1987. (Marijuana has long been known to 
trigger attacks of mental illness, such as bipolar [manic-depressive] psychosis and 
schizophrenia. It has been shown that marijuana users are six times more likely to 
develop schizophrenia than are non-users.)  

Andreasson S, Allebeck P, Rydberg U. Acta Psychiatr Scand 1989;79:505-10. 
(Schizophrenia in users and nonusers of cannabis, a longitudinal study in Stockholm 
County.)  

Barnet G, Licko V, Thompson T. 1985 Psychopharmacology 85: 51-56. (Behavioral 
pharmacokinetics of marijuana.)  

Bell R, Wechsler H, Johnston LD. Correlates of college student marijuana use: 
results of a US national survey. Addiction 1997;92:571-581. (Marijuana use high 
among students who participate in high risk behaviors such as binge drinking, 
cigarettes, multiple sex partners, parties of importance.)  

Bowman M., Pihl RO. 1973 Psychopharmacologia 29:159-170. (Cannabis: 
psychological effects  

of chronic heavy use: a controlled study of intellectual functioning chronic users of high-
potency cannabis.)  

British Medical Association, Therapeutic Uses of Cannabis. 1997 p.71 ....."psychosis 
can be aggravated by some psychoactive cannabinoids."  

Brook U. International Journal of the Addictions 1993 May;28(7):667-76. (High school 
pupils' attitude and experience with drugs in Holon, Israel.)  

Brookoff D, Campbell EA, and Shaw LM. American Journal of Public Health. 
1993;83:369-371. (The under reporting of cocaine-related trauma: drug abuse warning 
network reports vs. hospital toxicology tests.)  

Brookoff D, O'Brien KK, Cook CS, Thompson TD, Williams C. Characteristics of 
Participants in Domestic Violence Cases. JAMA 1997; 277:1369-73. (92% of assailants 
had used alcohol or drugs the day of attack. 10% used marijuana)  

Brownstein HH, Shiledar-Baxi H, Goldstein P, and Ryan P. 1992. J. Crime Justice 
15:25-44. (The relationship of drugs, drug trafficking, and drug traffickers to homicide.)  

Carney MWP, Bacelle L, Robinson B. Br. Med J 1984:288:104. Psychosis after 
cannabis use.  

Center for Substance Abuse Research University of Maryland, College Park 
Oct.27,1997 Vol.6 Issue 42  

( District of Columbia Pretrial Services Agency shows that 72% of juvenile arrestees 
tested positive for marijuana in August 1997)  

Cherek D, and Steinberg J. 1987 Adv. Human Psychopharmacol. 4: 239-290. (Effects 
of drugs on human aggressive behavior.)  

Cherek, DR. 1993 Psychopharmacology 111 : 163-168. (Smoking marijuana caused 
increased aggressive behavior in inner-city males.)  
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Cohen S. 1979 Drug Abuse Alcoholism Review 2: 1-13. (The effects of combined 
alcohol-drug abuse on human behavior.)  

Dembo R, Washburn M, Wish B, Schmeidler I, Getreu A, Berry E, Williams L, and 
Blount W.  

1987(a) J. Psychoactive Drugs 19: 361-373. (Further examination of the association 
between heavy marijuana use and crime among youths entering a juvenile detention 
center.)  

Dembo R, Washburn M, Wish E, Yeung H, Getreu A, Berry E, and Blount W. 
1987(b) J Psychoactive Drugs 19: 47-56. (Heavy marijuana use and crime among 
youths entering a juvenile detention center.)  

Dembo R, Williams L, Wothke W, and Schmeidler J. 1992 Deviant Behavior 13:185-
215. (Examining a structural model of the relationships among alcohol use, 
marijuana/hashish use, their effects and emotional and psychological problems over 
time in a cohort of high risk youths.)  

Effect of Marijuana Decriminalization on Hospital Emergency Room Drug 
Episodes: 1975-1978. (Significantly higher number of DAWN [Drug Abuse Warning 
Network] marijuana episodes in states who had decriminalized marijuana.)  

Fagan J. 1990 in M.Toery and J.Wilson (eds.) Drugs and Crime. Chicago: University of 
Chicago Press pp.241-320. (Intoxication and aggression.)  

Fergusson DM, Lynskey MT, Horword LJ. New Zealand Medical Journal 1993 June 
23;106(958):247-50. (Patterns of cannabis use among 13-14 year old New 
Zealanders).  

Ford K, Norris A. Journal of Acquired Immune Deficiency Syndromes 1994 
Apr;7(4):389-96 (Urban minority youth: alcohol and marijuana use and exposure to 
unprotected intercourse.)  

Goldstein PJ, Lipton DS, Spunt BJ, Bellucci PA, Miller T, Cortez N, Khan M, and 
Kale A. 1987 (Drug Related Involvement in Violent Episodes (DRIVE). Interim Final 
Report to the National Institute on Drug Abuse.)  

Goldstein PJ, Bellucci PA, Spunt BJ, Miller T, Cortez N, Khan M, Durrance R, and 
Vega A. 1988 (Female Drug Related Involvement in Violent Episodes [FEMDRIVE]. 
Final report to the National Institute on Drug Abuse.)  

Goldstein PJ. 1989(a) In N.A. Weiner and M.E. Wolfgang (Eds.) Pathways to Criminal 
Violence. Beverly Hills, California. Sage Publications, pp.16-48. (Drugs and Violent 
Crime.)  

Goldstein PJ, Brownstein HH, Ryan PJ, and Bellucci PA. 1989(b) Contemp. Drug 
Probl. 16(4): 651-687. (Crack and homicide in New York City, 1988: a conceptually 
based event analysis.)  

Goldstein PJ, Brownstein H, Ryan P. 1992(a) (Drug related homicide in New York, 
1984 and 1988 Crime Delinq. 38:459-476.)  
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Goldstein PJ, Brownstein HH, Spunt BI, and Fendrich M. 1992(b) (Drug 
Relationships in Murder [DREIM]. Final report to the National Institute on Drug Abuse.)  

Gerston SP. J Clin Psychiatry 1980;41: 60-1. (Long-term adverse effects of brief 
marijuana usage.)  

Hall W, Solowij N. Long term cannabis use and mental health. British Journal of 
Psychiatry. 1997;171:107-108. (Marijuana causes dependence, poor social outcomes 
in adolescents, impairs cognitive function, and at a minimum precipitates psychosis.)  

Harrison P, Fulkerson J, Beebe T. Child Abuse and Neglect, 1997. 21(6): 529-539. 
"Multiple Substance Use Among Adolescent Physical and Sexual Abuse Victims" 
(Minnesota student survey finds link between physical/sexual victimization and multiple 
substance use. A history of physical/sexual abuse was also associated with an 
increased likelihood of multiple substance use among all grade levels.)  

Jenike MA. Drug Abuse. In: Rubinstein E, Federman DD, eds, Scientific American 
Medicine, NY: Scientific American, Inc., 1993. (Marijuana causes many mental 
disorders, including acute toxic psychosis, panic attacks, flashbacks, delusions, 
depersonalization, hallucinations, paranoia, depression and "uncontrollable hostility".)  

Kaplan HB, Martin SS, Johnson RJ, Robbins CA. Journal of Health and Social 
Behavior. 1986;27:44-61. (Escalation of marijuana use: Application of a general theory 
of deviant behavior.)  

Knudsen P, Vilmar T. Acta Psychiatr Scand 1984; 69: 162-74. (Cannabis and 
neuroleptic agents in schizophrenia.)  

Koukkou M, Lehmann D. Pharmacopsychiatry 1978;11:220-7 Correlations between 
cannabis-induced psychopathology and EEG before and after drug ingestion.  

Kouri E, Pope H, Yurgelun-Todd D, Gruber S. Biol Psychiatry 1995; 38:475-481. 
Attributes of heavy vs. occasional marijuana smokers in a college population. (Heavy 
smokers higher rates of other drug use. Definition of heavy and light is questionable, 
high never smoked more than 10 times per month.)  

Krahn D, Kurth C, Demitrack M, Drewnowski A. Journal of Substance Abuse 
1992;4(4):341-53. (The relationship of dieting severity and bulimic behaviors to alcohol 
and other drug use in young women.)  

Lacoursiere et al. American Journal of Psychiatry, 140:242-244, 1982. (Toxic 
psychosis produced by marijuana smoking while on Antabuse.)  

Lex BW, Griffin ML, Mellow NK, Mendelson JH. International Journal of the 
Addictions. 1989;24:405-424. (Alcohol, marijuana, and mood states in young women.)  

Linszen DH, Dingemans PM, Lenior ME. Schizophrenic disorders. Arch Gen 
Psychiatry 1994; 51: 273-79. Cannabis abuse and the course of recent-onset. 
(Cannabis use found to increase frequency of relapse in patients with schizophrenia. In 
all but one of the patients cannabis use also preceded the onset of their first psychotic 
symptom.)  

Martinez-Arevalo MJ, Calcedo-Ordonez A, Varo-Prieto JR. Alcobendas Mental 
Health Centre, Madrid, Spain. Br J Psychiatry, May 1994. Vol.164 pgs.679-681 
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EVIDENCE 
Cannabis consumption as a prognostic factor in schizophrenia (Data were analyzed 
from 62 schizophrenia patients between 18 and 30 years of age, treated at the 
community mental health centres in Navarra, who had relapsed and then completed a 
one-year-follow-up study. Factors influencing the course of illness during follow-up 
were: continuing cannabis consumption; previous cannabis intake; non-compliance 
with treatment and stress.)  

Mathers DC, Ghodse AH. British Journal of Psychiatry. 1992;161:648-653. (Cannabis 
and psychotic illness.)  

Model KE. Journal of the American Statistical Association 1993; 88:737-747. The 
Effect of Marijuana Decriminalization on Hospital Emergency Room Drug Episodes: 
1975-1978. (Significantly higher number of DAWN marijuana episodes in states who 
had decriminalized marijuana.)  

Mueser KT, Yarnold PR, Bellack AS. Acta Psychiatr Scand 1992; 85: 48-55. 
(Diagnostic and demographic correlates of substance abuse in schizophrenia and 
major affective disorder.)  

National Institute on Drug Abuse. Rockville, Maryland: Pp. 136-159. (The drug use - 
violent delinquency link among adolescent Mexican-Americans.)  

New York State Division of Criminal Justice Services. 1990 Male and Female 
Arrests for Violent Crimes since 1970.  

Page JB, Fletcher J, True WR. 1988 J Psychoactive Drugs 20:57-65. 
(Psychosociocultural perspective on chronic cannabis use: the Costa Rican follow-up.)  

Physicians' Desk Reference pp2076. Lapey, Janet D. MD. 1993. ("Marinol", which is 
THC, the main active ingredient in marijuana, causes "decreased ability to control 
drives and impulses.")  

Poulton RG, Brooke M, Stanton WR, Silva PA. New Zealand Medical Journal 
1997;110: 68-70. Prevalence and correlates of cannabis use and dependence in young 
New Zealanders. (Prevalence use DSM IIIR defined cannabis dependence assessed at 
age 18 and 21 increased from 6.6% for 18 to 9.6% at 21. Unemployment or violent 
behavior more frequent with cannabis use at age 21.)  

Rajs, Prof. Jovan Dept. Of Forensic Med. Stockholm, Fugelstad, Anna, 
Psychologist, Psychiatric Dependency Clinic, St. Gorans Hosp., Stockholm. 
28/11/1994 (People who have used cannabis on its own, without simultaneous 
consumption of other substances, have frequently died in connection with impulsive 
and unforseen acts of violence. The predominant form of death is suicide.)  

Ryan P., Goldstein P., Brownstein H., and Bellucci P. 1990 in M. De La Rosa, E. 
Lambert and B. Gropper (eds.) Drugs and Violence: Causes, Correlates, and 
Consequences (research Monograph 103) Rockville, Maryland: National Institute on 
Drug Abuse pp.239-264. (Who's Right? Different outcomes when police and scientists 
view the same set of homicide events: New York.1988.)  

Satz P., Fletcher JM., Sutker LL. 1976 Ann. NY Acad.Sci. 282:266-306. 
(Neuropsychologic, intellectual and personality correlates of chronic marijuana use in 
native Costa Ricans.)  
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Scherrer et al. The Journal of Nervous and Mental Disease, Vol.184, No. 10. (Studied 
Antisocial Personality Disorder [ASP] in 1874 pairs of identical male twins. When twins 
were randomly selected, 8 out of 10 ASP symptoms were more prevalent in persons 
with lifetime history of marijuana use. Identical twins have the same genetic makeup. 
This study clearly shows that marijuana use is not an inherited weakness but that drug 
use causes antisocial personality traits and symptoms.)  

Schwartz RH, Peary P, & Mistretta D. Amer. J. Dis. Child. 1986 140(4), 326. 
Intoxication of Young Children with Marijuana: A Form of Amusement for 'Pot' Smoking 
Teenage Girls. (This brief report discusses teenage baby-sitters who intoxicated young 
charges in their care by blowing marijuana smoke into their faces, noses or mouths, 
making them "high" on pot.)  

Schwartz RH. Marijuana: an overview. Pediatric clinics of North America. 1987;34:305-
317. (Poorly educated subjects or field hands, non peer reviewed journals, in one 
study- higher rates of absenteeism, delinquency, and reformatories in Costa Rica.)  

Simeon DT, Bain BC, Wyatt GE, LeFranc E, Ricketts H, Chambers CC, Tucker MB. 
Characteristics of Jamaicans who smoke marijuana before sex and their risk status for 
sexually transmitted diseases. West Indies Medical Journal 1996;45:9. (Higher risk 
taking if marijuana smoked prior to sex and independent risk factor for STD.)  

Simonds J, and Kashani J. 1980. Am. J. Drug and Alcohol Abuse 7:305-322. 
(Specific drug use and violence in delinquent boys.)  

Soderstrom, CA, Smith GS, Dischinger PA, McDuff DR, Hebel JR, Gorelick DA, 
Kerns TJ, et al. Journal of the American Medical Association 1997;227:169-1774. 
(Psychoactive substance use disorders among seriously injured trauma center patients. 
39.7% of patients had urine positive for drugs other than alcohol and nicotine. Lifetime 
[current] drug dependency rates were cocaine 16.4% [10.6%], marijuana 14.8% [6.5%], 
opiates 13.8% [10%], hallucinogens 2.3% [0.4%], stimulants 1.9% [0.3%].)  

Solomons K, Neppe VM, Kuyl JM. SAMJ. 1990;78:476-481. (Toxic cannabis 
psychosis is a valid entity.)  

Souief MI. 1976. Ann.NY Acad. Sci. 282:323-343. (Differential association between 
chronic cannabis use and brain function deficits.)  

Spunt B, Goldstein P, Bellucci P, and Miller T. 1990(a) Adv. Alcohol Substance 
Abuse 9:81-99. (Drug relationships in violence among methadone maintenance 
treatment clients.)  

Spunt B, Goldstein P, Bellucci P, and Miller T. 1990(b) J. Psychoactive Drugs 
22:293-303. (Race / ethnicity and gender differences in the drugs-violence 
relationship.)  

Spunt et al. International Journal of the Addictions, Vol. 29:195-213, 1994. The Role of 
Marijuana in Homicide. (In terms of life-time use, marijuana was reported to be the 
most common illicit drug used by a sample of 268 murderers incarcerated in New York 
State correctional facilities. About 25% of prisoners who had used marijuana, had used 
it in the 24 hour period before the homicide, and ¾ of those said they experienced 
some kind of effect from the drug when the homicide occurred.)  
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Spunt B, Brownstein HH, Crimmins SM, Langley S. Drugs and Homicide by 
Women. Substance Use and Misuse, 1996;31:825-845. (10% used pot on the day of 
homicide and 6% were under the influence.)  

Szymanski HV. Prolonged depersonalisation after marijuana use. Am J Psychiatry 
1981;138:231-3.  

Tart CT. 1979. Nature 226: 701-704. (Marijuana intoxication: common experiences.)  

Thomas H. Drug and Alcohol Dependence, 1996;42:201-207. A community survey of 
adverse effects of cannabis use. (22% reported panic or anxiety episodes and 15% 
reported psychotic events.)  

Troisi A, Pasini A, Saracco M, Spalletta G. Psychiatric Symptoms in Male Cannabis 
Users Not Using Other Illicit Drugs. Addiction 1998; 93:487-492. (Comorbid psychiatric 
disorders prevalence: 83% with diagnosis of cannabis dependence, 46% with dx of 
cannabis abuse, and 29% with occasional cannabis use. Severity of depression and 
other symptoms increased progressively with the degree of involvement with cannabis. 
Chronic use was associated with a high prevalence of co-morbid psychiatric disorders.)  

Tunving K. Acta Psychiatr Scand 1985; 72:209-17. Psychiatric effects of cannabis use.  
 

Van Os J, Bak M, Hanssen M, Bijl RV, de Graaf R and Verdoux H.  Cannabis Use 
and Psychosis: A Longitudinal Population-based Study  American Journal of 
Epidemiology 2002; 156:319-327.  A 3-year follow-up (1997–1999)of a general 
population of 4,045 psychosis-free persons and of 59 subjects in the Netherlands with 
a baseline diagnosis of psychotic disorder.  Found that cannabis use tripled the chance 
of psychosis in psychosis-free persons, as well as having a poor prognosis for those 
with an established vulnerability to psychotic disorder. 

Varma, Drug and Alcohol Dependence, vol. 21, pp. 147-152, 1988. (Psychological 
tests measuring intelligence, memory, and other mental functions, were given to 26 
heavy cannabis users and compared to a control group. Heavy cannabis user - 
consuming cannabis for 5 years, 20 or more times per month, with daily intake 
equivalent to 150 mg of THC or 3 to 5 joints. Users react very slowly in performing 
motor tasks, suffered disability in personal, social and vocational areas, had higher 
scores for neurotic and psychotic behavior.)  

Watts WD, and Wright L. 1990 In M. De La Rosa, E. Lambert, and B. Gropper (Eds.) 
Drugs and Violence. Causes, Correlates, and Consequences (Research Monograph 
103)  

Yamada T, Kendrix M, Yamada T. The Impact of Alcohol consumption and marijuana 
use on high school graduation. Health Economics 1996;5:77-92. (Adverse effects of 
alcohol and marijuana use on high school graduation. Incidence in frequent drinking, 
frequent marijuana use significantly reduce the probability of high school graduation. 
Drinking and marijuana are substitute activities.)  

Zaretsky, Schizophrenia Research, Vol. 11, pp. 3-8, 1993. (Tardive dyskinesia is a 
condition in which abnormal involuntary movements develop, producing serious 
neurologic disability. Some patients treated for schizophrenia with drugs such as 
chlorpromazine, develop this serious condition as a side effect of therapy. A major risk 
factor for development of this complication of neuroleptic therapy is current or past use 
of cannabis.)  
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 Cancer / Respiratory 
 
Barbers RG et al. Am Rev Respir Dis. 1987;135:1271-1275. (Differential examination 
of broncho alveolar lavage cells in tobacco cigarette and marijuana smokers.)  

Barbers RG et al. Journal of Psychoactive Drugs. 1988;20:15-20. (Chemotaxis of 
peripheral blood and lung leukocytes obtained from tobacco and marijuana smokers.  

Barsky SH, Roth MD, Kleerup EC, Simmons M, Tashkin DP. Histopathologic and 
Molecular Alterations in Bronchial Epithelium in Habitual Smokers of Marijuana, 
Cocaine, and / or Tobacco. Journal of the National Cancer Institute, 1998;90:1198-
1204. (Bronchial mucosa biopsy specimens and brushings demonstrated statistically 
significant molecular abnormalities in marijuana and / or cocaine smokers that have 
been associated with an increased risk of development of lung cancer.)  

Benowitz NL, Jones RT. J Clin Pharmacol 1981;21 (suppl 8-9):214-235. 
(Cardiovascular and metabolic considerations in prolonged cannabinoid administration 
in man.)  

British Medical Association, Therapeutic Uses of Cannabis. 1997. P.73..... "The 
health risks associated with smoking tobacco have been well documented and many of 
the same constituents are present in cannabis smoke, including most of the known 
carcinogens."  

Buckley J, Cannabis: Physiopathology, Epidemiology, Detection. CRC Press 
1993;155-162. (A case-control study of acute non-lymphoblastic leukemia: evidence for 
an association with marijuana exposure.)  

Cocita-Baldwin G, Tashkin DP, Buckley DM, Park AN, Dubinett SM, Roth MD. 
Marijuana and cocaine impair alveolar macrophage function and cytokine production. 
Am J Respir Crit Care Med 1997;156:1606-1613. (Marijuana and cocaine severely limit 
the ability of alveolar macrophages to kill bacteria and tumor cells. Marijuana smokers 
smoked at least 5 per day for 5 yrs. Ave 17.9 joints per week and 54 joints per year.)  

Denissenko M, Pao A, Tang M, Pfeifer GP. Preferential Formation of Benzo 
(a)pyrene Adducts at Lung Cancer Mutational Hotspots in P53. Science Vol. 274, 18 
October 1996. (These results provide a direct etiological link between a defined 
chemical carcinogen and human cancer.) An average marijuana cigarette contains 30 
nanograms of this carcinogen, compared to 21 nanograms in an average tobacco 
cigarette (Marijuana and Health, National Academy of Sciences, Institute of Medicine 
report, 1982). This potent carcinogen suppresses a gene that controls growth of cells. 
When this gene is damaged, the body becomes more susceptible to cancer. This gene, 
P53, is related to half of all human cancers and as many as 70% of lung cancers.  

Diaz and colleagues. Journal of Pharmacology and Experimental Therapeutics, 
268:1289-1296, 1994. (Normal human cells, when incubated with concentrations of 
THC equivalent to that found in the blood of regular smokers of marijuana, cause 
immune cells to release compounds which promote inflammation within the lungs, and 
at the same time, suppress the natural defences against external bacterial and viral 
agents that cause disease.)  
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Donald PJ, Otolaryn Head & Neck Surg 94:517-521, 1986. (Cases of cancer, including 
cancer of the mouth, tongue, larynx, jaw, head, neck, and lungs have been reported in 
marijuana smokers.)  

Donald PJ. Adv Exp Med Bio 288:33-46, 1991. (Cases of cancer, including cancer of 
the mouth, tongue, larynx, jaw, head, neck, and lungs have been reported in marijuana 
smokers.)  

Ferguson RP et al. JAMA 261:41-42, 1989. (Cases of cancer, including cancer of the 
mouth, tongue, larynx, jaw, head, neck, and lungs have been reported in marijuana 
smokers.)  

Fligiel SE, Venkat H, Gong H, Tashkin DP. Journal of Psychoactive Drugs. 1988; 
20:33-42. (Bronchial pathology in chronic marijuana smokers: a light and electron 
microscopic study.)  

Fligiel SEG, Roth MD, Kleerup EC, Barsky SH, Simmons MS, Tashkin DP. 
Tracheobronchial histopathology in habitual smokers of cocaine, marijuana, and/or 
tobacco. Chest 1997;112:319-326 (Smokers of cocaine, marijuana, or tobacco had 
greater histopathologic abnormalities than controls and the effects were additive. The 
effects of marijuana were greater than tobacco or cocaine)  

Gong H, et al. Clin Pharmacol Ther. 1984;35:26-32. (Acute and subacute bronchial 
effects of oral cannabinoids.)  

Huber GL. Griffith DE, and Langsjoen PM. 1988 pgs 3-18 in Marijuana: An 
International Research Report, Monograph Series No.7, edited by G. Chesher, P. 
Consroe, and R. Musty. Australian Gov. Publ. Service, Canberra, Australia. The Effects 
of Marijuana on the Respiratory and Cardiovascular Systems. (Respiratory and 
cardiovascular effects of marijuana are reviewed. Topics include difficulties in studying 
this population, effects on the lung, lung cancer, paraquat, passive inhalation, 
experimental lung disease, and cardiovascular effects. In general, effects on the 
cardiovascular system appear to be primarily beta-agonist in nature with a secondary 
vagal-mediated CNS effect resulting in an increase in heart rate.)  

Huber, Gary: Pharm. Biochem. Behavior Vol.40. P630, 1991. National Academy of 
Sciences, Institute of Medicine Report, Washington DC 1982. (Known carcinogens in 
marijuana, vinyl chloride, dimethylnitrosamine, methylethylnitrosamine, 
benz(a)anthracene, benz(a)pyrene.)  

Klein TW, Newton C, Widen R, Friedman H. Delta-9-THC injection induces cytokine 
mediated mortality of mice infected with legionally pneumophila. Journal of 
Pharmacology and Experimental Therapeutics 1993;267:635-640. (THC injection 
increases blood levels of acute phase cytokines in infected animal were at least in part 
responsible for increased mortality.)  

Macinnis DC, Miller KM. J R Coll Gen Pract 1984;34:575-6. (Fatal coronary artery 
thrombosis associated with cannabis smoking.)  

Polen et al. Western Journal of Medicine, Vol. 158, pp 596-601, 1993. (Daily marijuana 
smokers had a 19% increased risk of out patient visits for respiratory illnesses, a 32% 
increased risk of injury, and a 9% increased risk of other illnesses compared to non-
smokers. They also had a 50% increased risk of being admitted to hospital.)  
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Ramirez RJ. American Journal of Medicine. 1990; 88: 5-60N-5-62N. (Acute pulmonary 
histoplasmosis: newly recognized hazard of marijuana plant hunters.)  

Robison LL. et. al. Cancer. 1989; 63:1904-1911. (Maternal drug use and risk of 
childhood non-lymphoblastic leukemia among offspring.)  

Roth MD, Arora A, Barsky SH, Kleerup EC, Simmons M, Tashkin DP. Airway 
inflammation in young marijuana and tobacco smokers. Am J. Respir Crit Care Med 
1998;157:928-937. (Conclusion that smoking marijuana by young adults is associated 
with significant airway inflammation similar to tobacco smoking.)  

Rubenstein KE. Marihuana: Biological effects. Oxford: Pergamon Press (1979), pp. 
89-99. (Determination of cannabinoids in urine by EMIT homogeneous enzyme 
immunoassay.)  

Sarafian TA, Marques JA, Shau H, Tashkin DP, Roth MD. Am J Respiratory 
Molecular and Cell Biology 1999. (In press) (Oxidative stress produced by 
cannabinoids in marijuana smoke.)  

Schwartz RH, Voth EA, Sheridan MJ. Southern Medical Journal 1997: 90;167-172. 
(Marijuana to Prevent Nausea and Vomiting in Cancer Patients: A Survey of Clinical 
Oncologists.)  

Sridhar K, Inciardi J, eta al. Journal of Psychoactive Drugs October 1994. Possible 
Role of Marijuana Smoking as a Carcinogen in the Development of Lung Cancer at a 
Young Age. (Reports high incidence of early onset lung cancers having history of 
marijuana or combined with cigarette smoking.)  

Starr et al. Medical Tribune, page 17, 1994. (The study followed 25 non-tobacco 
smoking surfers, in excellent physical condition, who smoked an average of 2 
marijuana joints per day. Damage and irritation to the lung cells of marijuana smokers 
was comparable to those who smoked a mean of 28 tobacco cigarettes per day.)  

Tashkin DP, Shapiro BJ, Lee YE, Harper CE. New England Journal of Medicine 
1976;294:125-129. (Subacute effects of heavy marijuana smoking on pulmonary 
function in healthy men.)  

Tashkin DP, et. al. Chest. 1980; 78:699-706. (Respiratory status of 74 habitual 
marijuana smokers.)  

Tashkin DP, Simmons M, Clark V. Journal of Psychoactive Drugs. 1988; 20:21-25. 
(Effect of habitual smoking of marijuana alone and with tobacco on nonspecific airways 
hyperactivity.)  

Tashkin DP. West J Med 158:635-637, 1993. Is frequent marijuana smoking harmful to 
health? (Marijuana smoke produces airway injury, acute and chronic bronchitis, lung 
inflammation, and decreased pulmonary defences against infection. Smoking one 
marijuana cigarette leads to airway deposition of four times as much cancer-causing tar 
as does tobacco smoke.)  

Tashkin DJ, Am J Respir Crit Care Med 1997 156:1606-1613. (Marijuana and cocaine 
impairment of alveolar macrophages and cytokine production.)  
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Tashkin DP, Simmons MS, Sherrill DL, Coulson AH. Heavy habitual marijuana 
smoking does not cause an accelerated decline in FEV1 with age. Am Respir Crit Care 
Med 1997; 155:141-148. (Consistent with prior findings and does not negate the 
previously determined effects.)  

Tashkin DP. School Psychology International 1999; 20:23-37. (Effects of marijuana on 
the lung and its defenses against infection and cancer.)  

Taylor FM. South Med J 81:1213-1216, 1988. (Cases of cancer, including cancer of 
the mouth, tongue, larynx, jaw, head, neck, and lungs have been reported in marijuana 
smokers.)  

Tilles DS, et al. The American Journal of Medicine. 1986;80:601-606. (Marijuana 
smoking as cause of reduction in single-breath carbon monoxide diffusing capacity.)  

Van Hoozen BE, Cross CE. Marijuana: Respiratory tract effects. Clinical Reviews in 
Allergy and Immunology 1997; 15:243-269. (Good review of the literature on the 
respiratory effects of marijuana.)  

Wu TC, et al. New England Journal of Medicine. 1988;318:347-351. (Pulmonary 
hazards of smoking marijuana as compared with tobacco.)  

Zhang Z-F, Morgenstern H, Spitz MR, Tashkin DP, Marshall JR, Hsu TC, Schantz 
SP. Cancer Epidemiology Biomarker & Prevention 1999. (In press) Marijuana use 
and increased risk of squamous cell carcinoma of the head and neck.  

Zuskin E, Mustajbegovic J, Schachter EN. Andrija Stampar School of Public Health, 
Medical Faculty University of Zagreb, Croatia. Am J Ind Med July 1994 Vol.26 pp 103-
115. (Our data demonstrate that work in the hemp industry, particularly in small poorly 
regulated mills, continues to have deleterious effects on respiratory function.)  

 
 
Fetus / Genetic / Hormonal 

Ahmad GR, Ahmad N. Journal of Toxicology, Clinical Toxicology. 1990 28:2, 255-260. 
Passive Consumption of Marijuana Through Milk: A Low Level Chronic Exposure to 
Delta-9- Tetrahydrocannabinol (THC). (Analysis of urine from children in the northern 
part of Pakistan who routinely drink milk from buffalo that graze on marijuana revealed 
that 29% of children, aged 6 months to 3 years, had detectable (by GC/MS) levels of 
11-nor-9-carboxy- 9-THC in their urine.)  

Astley SJ, Clarren SK, Little RE, Sampson PD, Daling JR. Pediatrics 1992 
Jan;89(1):67-77 (Analysis of facial shape in children gestationally exposed to 
marijuana, alcohol, and/or cocaine.)  

Barnett G, and Chiang CN. J. Theor Biol. 1983;104:685-692. (Effects of marijuana on 
testosterone in male subjects.)  

Block RI, Farinpour R, Schlechte JA. Drug & Alcohol Dependence 1991 Aug; 
28(2):121-8. (Effects of chronic marijuana use on testosterone, luteinizing hormone, 
follicle stimulating hormone, prolactin and cortisol in men and women.)  
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Brunader RE, Brunader JA, Kugler JP. Journal of the American Board of Family 
Practice 1991 Nov-Dec; 4(6):395-8. (Prevalence of cocaine and marijuana use among 
pregnant women in a military health care setting.)  

Buckley J. CRC Press 1993; 155-162. Cannabis: Physiopathology, Epidemiology, 
Detection. (A case control study of acute non-lymphoblastic leukemia: evidence for an 
association with marijuana exposure.)  

Cartwright PS, Schorge JO, McLaughlin FJ. Southern Medical Journal 1991 
Jul;84(7):867-70. (Epidemiologic characteristics of drug use during pregnancy: 
experience in a Nashville hospital.)  

Cornelius MD, Taylor PM, Geva D, Day NL. Pediatrics 1995;95:738-43. (Prenatal 
tobacco and marijuana use among adolescents: effects on offspring gestational age, 
growth, and morphology.)  

Dahl RE, et al. Archives of Pediatric and Adolescent Medicine. 1995;149:145-50. A 
Longitudinal Study of Prenatal Marijuana Use. (Researchers conducted sleep studies in 
18 three-year-old children with prenatal marijuana exposure and compared them to 20 
children not exposed to marijuana. They found that children exposed to marijuana 
experienced more than two times the number of sleep arousals at night than the 
comparison group. They also experienced more time awake after each sleep arousal.)  

Day NL, Richardson GA. Clinics in Perinatology 1991 Mar;18(1):77-91. (Prenatal 
marijuana use: epidemiology, methodologic issues, and infant outcome.)  

Day N, Sambamoorthi U, Taylor P, Richardson G, Robles N, Jhon Y, Scher M, 
Stoffer D, Cornelius M, Jasperse D. Neurotoxicology & Teratology 1991 May -Jun; 
13(3):329-34. (Prenatal marijuana use and neonatal outcome.)  

Day N, Cornelius M, Goldschmidt L,  

Richardson G, Robles N, Taylor P. Neurotoxicology & Teratology 1992 Nov-
Dec;14(6):407-14. (The effects of prenatal tobacco and marijuana use on offspring 
growth from birth through 3 years of age.)  

Chiriboga CA. Neurologic Clinics 1993 Aug;11(3):707-28. (Fetal effects.)  

Day NL, Cottreau CM, Richardson GA. Clinical Obstetrics & Gynaecology 1993 June 
(2):232-45. (The epidemiology of alcohol, marijuana, and cocaine use among women of 
childbearing age and pregnant women.)  

Day NL, Richardson GA, Goldschmidt L, Robles N, Taylor PM, Stoffer DS, 
Cornelius MD, Geva D. Neurotoxicology & Teratology 1994 Mar-Apr.16 (2):169-75. 
Effect of prenatal marijuana exposure on the cognitive development of offspring at age 
three. (Lower IQ in toddlers linked to prenatal marijuana exposure. The researchers 
found "significant negative effects of prenatal marijuana exposure on the performance" 
of both African American and Caucasian children in standard intelligence tests.)  

Frank DA, Bauchner H, Zuckerman BS, Fried L. Journal of the American Dietetic 
Association 1992 Feb;92(2): 215-7. (Cocaine and marijuana use during pregnancy by 
women intending and not intending to breast-feed).  
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Fried PA., Drug and Alcohol Dependence. 1980 6:415-424. (Marijuana use by 
pregnant women: Neurobehavioral effects in neonates.)  

Fried PA, Watkinson B, Willan. American Journal of Obstet. Gynecol. 1984; 150: 23-
27. (Marijuana use during pregnancy and decreased length of gestation.)  

Fried PA. Clinical Obstetrics & Gynaecology 1993 Jun;36(2):319-37. (Prenatal 
exposure to tobacco and marijuana: effects during pregnancy, infancy, and early 
childhood.)  

Fried PA. Life Sciences 1995 May 5;56(23-24):2159-68. (The Ottawa Prenatal 
Prospective Study: methodological issues and findings - it's easy to throw the baby out 
with the bath water.)  

Fried PA, Watkinson B, Gray R. Differential effects on cognitive functioning in 9 to 12 
year olds prenatally exposed to cigarettes and marijuana. Neurotoxicology and 
Teratology 1998;20:293-306. (Use of marijuana in utero was negatively associated with 
executive function tasks that require impulse control and visual analysis/hypothesis 
testing.)  

George SK, Price J, Hauth JC, Barnette DM, Preston P. American Journal of 
Obstetrics & Gynecology 1991 Oct;165(4 Pt 1):924-7. (Drug abuse screening of 
childbearing age women in Alabama public health clinics.)  

Gold MS. Marijuana, NY: Plenum Medical Book Co., p.69-71. (In males, marijuana 
diminishes testosterone production and lowers sperm counts. In females, marijuana 
disrupts hormone cycles.)  

Greenland S, Richwald GA, Honda GD, Drug and Alcohol Dependence 1983;11:359-
366. (The effects of marijuana use during pregnancy. A study in a low risk home-
delivered population. [dysfunctional labor].)  

Hanna EZ, Faden VB, Dufour MC. Journal of Substance Abuse 1994;6(2): 155-67. 
(The motivational correlates of drinking, smoking, and illicit drug use during pregnancy.)  

Hernandez JT, Hoffman L, Weavil S, Cvejin S, Prange AJ Jr. Biochemical Medicine 
& Metabolic Biology 1992 Dec;48(3):255-62. (The effect of drug exposure on thyroid 
hormone levels of newborns.)  

Hingson R, et al. Pediatrics. 1982; 70:539-546. (Effects of maternal drinking and 
marijuana use on fetal growth and development.)  

Jacobson SW, Jacobson JL, Sokol RJ, Martier SS, Ager JW, Kaplan MG. 
Neurotoxicology & Teratology 1991 Sep-Oct;13(5):535-40. (Maternal recall of alcohol, 
cocaine, & marijuana use during pregnancy.)  

Joesoef MR, Beral V, Aral SO, Rolfs RT, Cramer DW. Annals of Epidemiology 1993 
Nov.3 (6):592-4. (Fertility and use of cigarettes, alcohol, marijuana, and cocaine).  

Kendler KS, Prescott CA. Cannabis use, abuse, and dependence in a population 
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Exposure: Review of Recent Research and Implications for Early Childhood Special 
Education.)  

Streissguth AP, Grant TM, Barr HM, Brown ZA, Martin JC, Mayock DE, Ramey SL, 
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43. (Cocaine and the use of alcohol and other drugs during pregnancy.)  

Vaughn AJ, Carzoli RP, Sanchez-Ramos L, Murphy S, Khan N, Chiu T. Obstetrics 
& Gynecology 1993 Jul;82(1):92-6. (Community-wide estimation of illicit drug use in 
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General / Medical / Sidestream / Smoke 
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after an hour and 15 minutes. Subjects with the higher dose of THC had higher cortisol 
levels. Levels did not return to normal until five hours after the low dose and nine hours 
after the high dose.)  

Jones R. July 1980 In R. Peterson (ed.) Marijuana Research Findings:1980 (Research 
Monograph 31). Rockville, Maryland: National Institute on Drug Abuse. pp.54-80. 
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delta-9-THC and the four THC derivates is concerned, one must question whether it is, 
in fact, true analgesia. The evidence found in the literature on the analgesic action of 
THC is not consistent."  

Omoluabi PF. International Journal of the Addictions 1995 Mar;30(4):445-58. (A review 
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Phencyclidine, and Freebase Cocaine 'Crack' by Infants. (A physician suggests the use 
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Impairment / Accidents / Cognitive Functions 
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QUESTION 3 

 
Drug Free Australia questions why the NSW Working Party on 
the Use of Cannabis for Medicinal Purposes: 
 
is elevating questionable subjective anecdotal evidence over 
evidence-based medicine while simultaneously espousing a 
commitment to evidence-based research in every other drug 
policy area 

 

 

QUESTION 4 
 

is making the effectiveness of medicine subject to political vote 
rather than required scientific rigour 
 

 
 
 
It must be noted that the NSW Working Party on the Use of Cannabis for 
Medical Purposes chiefly relied on two major international studies on medical 
marijuana as is noted in the Executive Summary, Volume 1, August 2000. 
 

In light of the evidence, the Working Party has agreed with the 
conclusions of the British House of Lords and the United States 
Institute of Medicine that some cannabinoid substances may have 
value in the treatment of a limited range of medical conditions, 
namely, HIV-related wasting, nausea caused by cancer 
chemotherapy, muscle spasm in some neurological disorders, and 
pain that is unrelieved by conventional analgesics. The Working 
Party has made recommendations on the type of research that is 
required to better assess the therapeutic value of cannabis and 
cannabinoid substances in these conditions. 
 

 
Briefing Paper 11/99 for the NSW Working Party entitled “The Medical Use of 
Cannabis – Recent Developments” (Gareth Griffith & Marie Swann) recognizes 
that the Institute of Medicine Report is the more scientific of the two studies 
relied on: 
 

In recent months two major reports on the medical use of 
cannabis/marijuana have been released: the first in November 
1998 by the House of Lords Select Committee on Science and 
Technology, the second in March 1999 by the United States 
Institute of Medicine (IOM). The purpose of this paper is to present 
an overview of these reports, as well as to offer some background 
to the debate concerning the medical use of cannabis/marijuana in 
the US and UK. Note that of the two main reports under discussion 
in this paper, the IOM report is the more technically detailed in its 
consideration and review of the available scientific data. It is, in 
effect, a scientific report produced by scientists. 
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However, the briefing paper and the Working Party accept the 
recommendations of the House of Lords study, which unlike the US Institute of 
Medicine Report, gives heavy weight to anecdotal evidence over scientific 
studies, and pragmatically recommends smoked marijuana as medicine on the 
basis that ‘everyone is already using it.’ 
 
While the rigorously scientific US study condemned the lack of safety in use of 
smoked marijuana, it did note in its Summary of Chapter 4 that: 
 

Until a nonsmoked rapid-onset cannabinoid drug delivery system 
becomes available, we acknowledge that there is no clear 
alternative for people suffering from chronic conditions that might 
be relieved by smoking marijuana, such as pain or AIDS wasting. 
One possible approach is to treat patients as n-of-1 clinical trials, in 
which patients are fully informed of their status as experimental 
subjects using a harmful drug delivery system and in which their 
condition is closely monitored and documented under medical 
supervision, thereby increasing the knowledge base of the risks 
and benefits of marijuana use under such conditions. 

 
In light of the drug legalization lobby claiming that the Institute of Medicine 
report supported their calls for the open legalization of smoked marijuana as 
medicine, John A. Benson, Co-Principal Investigator, in a press statement 
announcing the release of the report, clarified: 
 

"While we see a future in the development of chemically defined 
cannabinoid drugs, we see little future in smoked marijuana as a 
medicine." 

 
The British House of Lords report, which guided the conclusions of the NSW 
Working Party, took little note of the placebo effect guiding anecdotal accounts 
concerning the supposed benefits of cannabis. 
 
Due to a placebo effect, a patient may erroneously believe a drug is helpful 
when it is not.  
 
This is especially true of addictive, mind-altering drugs like marijuana. A 
marijuana withdrawal syndrome occurs, consisting of anxiety, depression, 
sleep and appetite disturbances, irritability, tremors, diaphoresis, nausea, 
muscle convulsions, and restlessness. (1)  
 
Often, persons using marijuana erroneously believe that the drug is helping 
them combat these symptoms without realizing that actually marijuana is the 
cause of these effects.  Therefore, when a patient anecdotally reports a drug to 
have medicinal value, this must be followed by objective scientific studies.  
 
For instance, in 1990, Dr. J. P. Frankel conducted a study of the effect of 
smoked marijuana on his patients with Parkinson's Disease because one of the 
patients had claimed the drug to be beneficial.  Dr. Frankel's study showed that 
the drug did not improve the symptoms of Parkinson's Disease in any patient, 
including the patient who had originally believed it useful. (2) Similarly, 
anecdotal reports had claimed that marijuana caused improvement in multiple 
sclerosis. However, a scientifically-controlled 1994 study by Dr. H. S. 
Greenberg showed that smoking marijuana makes symptoms of multiple 
sclerosis worse. (3) 
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SUMMARY OF SCIENTIFIC STUDIES 
 ON MARIJUANA AS MEDICINE  

 

 

 

The tables below constitute a summary of all scientific studies on the medical value of 
marijuana or cannabinoids up to 1999, as summarized in the United States Institute of 
Medicine report for that year.
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PAIN RELIEF 

 
Experimentally Induced Acute Pain 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Clark WC, Janal 
MN, Zeidenberg P, 
Nahas GG. 1981. 
Effects of moderate 
and high doses of 
marihuana on 
thermal pain: A 
sensory decision 
theory analysis. 
Journal of Clinical 
Pharmacology 
21:299S—310S.  

THC  Thermal 
pain 

 Unsuccessful - increase in 
pain sensitivity 

  

Hill SY, Schwin R, 
Goodwin DW, 
Powell BJ. 1974. 
Marihuana and pain. 
Journal of 
Pharmacology and 
Experimental 
Therapeutics 
188:415—418. 

THC  Electrical 
stimulation 

 Unsuccessful - increase in 
pain sensitivity 

  

Libman E, Stern 
MH. 1985. The 
effects of delta-9-
tetrahydrocannabinol 
on cutaneous 
sensitivity and its 

THC  Tourniquet 
pain 

 Unsuccessful - increase in 
pain sensitivity 
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relation to 
personality. 
Personality, 
Individuality and 
Difference 6:169—
174 
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.  

 

Tetrahydro-
cannabinol 

 surgical pain 
– tooth 
extraction 

 Unsuccessful - no 
analgesic effect 

Poor - study suffered from 
several serious limitations: the 
tooth extraction included 
treatment with the local 
anesthetic lidocaine, the pain 
during the procedure was 
assessed 24 hours later, and 
there was no positive control. 
Levonantradol (a synthetic THC 
analogue) was tested in 56 
patients who had moderate to 
severe postoperative or trauma 
pain. They were given 
intramuscular injections of 
levonantrodol or placebo 24 
hours after surgery. To control 
for previous drug exposure, 
patients with a history of drug 
abuse or addiction and those 
who received an analgesic, 
antiinflammatory, tranquilizer, 
sedative, or anesthetic agent 
within 24 hours of the test drug 
were excluded from the study. 
On average, pain relief was 
significantly greater in the 
levonantradol-treated patients 
than in the placebo-treated 
patients. Because the authors 
did not report the number or 
percentage of people who 
responded, it is not clear 
whether the average represents 
consistent pain relief in all 
levonantradol-treated patients 
or whether some people 
experienced great relief and a 
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few experienced none.  
Animal studies - There is available data from animal studies indicate that cannabinoids could be useful analgesics. In general, cannabinoids seem to be mild to moderate analgesics. Opiates, 
such as morphine and codeine, are the most widely used drugs for the treatment of acute pain, but they are not consistently effective in chronic pain; they often induce nausea and sedation, and 
tolerance occurs in some patients. Recent research has made it clear that CB1 receptor agonists act on pathways that partially overlap with those activated by opioids but through 
pharmacologically distinct mechanisms. Therefore, they would probably have a different side effect profile and perhaps additive or synergistic analgesic efficacy.  
 
 
 
Chronic Pain 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Noyes Jr R, Brunk 
SF, Baram DA, 
Canter A. 1975a. 
Analgesic effect of 
delta-9-
tetrahydrocannabino
l. Journal of Clinical 
Pharmacology 
15:139—143.  

 

Oral doses of 
THC in pill 
form – 5mg, 
10 mg, 15 
mg, 20 mg 

double-
blind, 
placebo-
controlled 
study of 10 
subjects 
measuring 
both pain 
intensity 
and pain 
relief 

Cancer pain Oral pill Successful - The 15- and 
20-mg doses of THC 
produced significant 
analgesia.  There were no 
reports of nausea or 
vomiting.  At least half the 
patients reported increased 
appetite.  Side effects 
should however be noted for 
these higher doses. 

there were no positive 
controls--that is, other 
analgesics that could 
provide a better 
measure of the degree 
of analgesia produced 
by THC. 

With a 20-mg dose of 
THC, patients were 
heavily sedated and 
exhibited 
"depersonalization," 
characterized by a state 
of dreamy immobility, 
a sense of unreality, 
and disconnected 
thoughts. Five of 36 
patients exhibited 
adverse reactions 
(extreme anxiety) and 
were eliminated from 
the study. Only one 
patient experienced 
this effect at the 10-mg 
dose of THC. 

Noyes R, Jr, Brunk 
SF, Avery DH, 
Canter A. 1975b. 
The analgesic 
properties of delta-9-

 single-dose 
study 

 Oral pill Successful - the analgesic 
effect of 10 mg of THC was 
equivalent to that of 60 mg 
of codeine; the effect of 20 
mg of THC was equivalent 

 Similar to study above, 
though THC was more 
sedating than codeine. 
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tetrahydrocannabino
l and codeine. 
Clinical 
Pharmacology and 
Therapeutics 
18:84—89 

to that of 120 mg of 
codeine. (Note that codeine 
is a relatively weak 
analgesic.) 
In a separate publication the 
same authors published data 
indicating that patients had 
improved mood, a sense of 
well-being, and less anxiety. 

Staquet M, Gantt C, 
Machin D. 1978. 
Effect of a nitrogen 
analog of 
tetrahydrocannabino
l on cancer pain. 
Clinical 
Pharmacology and 
Therapeutics 
23:397—401. 

Nitrogen 
analogue of 
THC 

 Two trials: 
one compar-
ed this ana-
logue with 
codeine in 
30 patients, 
and a second 
compared it 
with placebo 
or secobarb-
ital, a short-
acting barb-
iturate. 

 Successful- for mild, 
moderate, and severe pain, 
the THC analogue was 
equivalent to 50 mg of 
codeine and superior to 
placebo and to 50 mg of 
secobarbital.  

 

  

Holdcroft A et al. 
Pain relief with oral 
cannabinoids in 
familial 
Mediterranean 
fever. Anaesthesia, 
1997, 52, 483 

Cannabis oil 
capsules, 
standardised 
for THC 
content 

placebo-
controlled 
trial of 
cannabis 

A patient 
with severe 
chronic pain 
of gastro-
intestinal 
origin 
(diagnosed 
as familial 
Mediterran-
ean fever) 

 Provisional success due to 
being a single patient study 
- . the patient's demand for 
morphine was substantially 
lower during treatment with 
cannabis than during a 
period of placebo treatment 

Single patient study  
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Migraine headaches 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

El-Mallakh RS. 
1987. Marijuana and 
migraine. Headache 
27:442—443. 

THC   Smoked Unsuccessful - it presents 
three cases of cessation of 
daily marijuana smoking 
followed by migraine 
attacks--not convincing 
evidence that marijuana 
relieves migraine 
headaches. 

  

 
 
SUMMARY – PAIN RELIEF 
 

1. There is not yet enough evidence from human studies.  

2. There is solid evidence from preclinical research that cannabinoids reduce pain in animals.  

3. There is no evidence that marijuana or cannabinoids relieve migraine headaches.  

4. Research should be done to learn:  

a) if cannabinoids can enhance the pain-relieving effects of opiate drugs  

b) which cannabinoids might be useful pain medications.  
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NAUSEA AND VOMITING (emesis) 
 
Note:  Many of the reported clinical experiences with cannabinoids are not based on definitive experimental methods. 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Chang AE, Shiling 
DJ, Stillman RC, et 
al. 1979. Delta-9-
tetrahydrocannabino
l as an antiemetic in 
patients receiving 
high-dose 
methotrexate: A 
prospective, 
randomized 
evaluation. Annals 
of Internal Medicine 
91:819—824.  

 

THC  patients 
receiving 
methotrexate 

 Limited Success - THC was 
found to be superior to a 
placebo in patients receiving 
methotrexate, an agent that 
is not a strong emetic.  
However this study is 
moderated by the following 
study. 

Small number of 
patients 

 

Chang AE, Shiling 
DJ, Stillman RC, 
Goldberg NH, Seipp 
CA, Barofsky I, 
Rosenberg SA. 
1981. A prospective 
evaluation of delta-
9-
tetrahydrocannabino
l as an antiemetic in 
patients receiving 
adriamycin and 
cytoxan 

THC  patients who 
were 
receiving a 
chemother-
apeutic drug 
that is more 
likely to 
cause emesis 
than 
anthrax-
cycline 

 Unsuccessful - the 
antiemetic effect was poor. 

Small number of 
patients 
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chemotherapy. 
Cancer 47:1746—
1751.  

 
Orr LE, McKernan 
JF, Bloome B. 1980. 
Antiemetic effect of 
tetrahydrocannabino
l. Compared with 
placebo and 
prochlorperazine in 
chemotherapy-
associated nausea 
and emesis. Archives 
of Internal Medicine 
140:1431—1433. 

THC  Comparison 
between 
THC and 
Compazine 
(prochlor-
perazine – 
which in the 
80’s was 
one of the 
more 
effective 
anti-emetics 

 Very limited success - THC 
and prochlorperazine given 
orally showed similar 
degrees of efficacy.  Even 
when administered in 
combination, THC and 
prochlorperazine failed to 
stop vomiting in two-thirds 
of patients. 

 

These studies often 
used various 
chemotherapeutic 
agents. 

 

SE, Cronin CM, 
Zelen M, et al. 1980. 
Antiemetics in 
patients receiving 
chemotherapy for 
cancer: A 
randomized 
comparison of delta-
9-
tetrahydrocannabino
l and 
prochlorperazine. 
New England 
Journal of Medicine 
302:135—138.  

 

THC  Comparison 
between 
THC and 
Compazine 
(prochlor-
perazine – 
which in the 
80’s was 
one of the 
more 
effective 
anti-emetics 

 Very limited success - THC 
and prochlorperazine given 
orally showed similar 
degrees of efficacy.  Even 
when administered in 
combination, THC and 
prochlorperazine failed to 
stop vomiting in two-thirds 
of patients. 

 

These studies often 
used various 
chemotherapeutic 
agents. 

 

Gralla RJ, Tyson THC carefully Comparison  Unsuccessful - complete No patient had  
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LB, Borden LB, et 
al. 1984. Antiemetic 
therapy: A review of 
recent studies and a 
report of a random 
assignment trial 
comparing 
metoclopramide 
with delta-9-
tetrahydrocannabino
l. Cancer Treatment 
Reports 68:163—
172. 

controlled 
double-
blind study 

between 
THC and 
antiemetic 
drug 
metoclo-
pramide 

control of emesis occurred 
in 47% of those treated with 
metoclopramide and 13% of 
those treated with THC.  
Major control (two or fewer 
episodes) occurred in 73% 
of the patients given 
metoclopramide compared 
to 27% of those given THC. 

previously received 
chemotherapy 
therefore anticipatory 
emesis was not a 
factor. 
All patients received 
the same dose of 
cisplatin and were 
randomly assigned to 
the THC group or the 
metoclopramide group. 

Steele N, Gralla RJ, 
Braun Jr DW. 1980. 
Double-blind 
comparison of the 
antiemetic effects of 
nabilone and 
prochlorperazine on 
chemotherapy-
induced emesis. 
Cancer Treatments 
Report 64:219—
224.  

 

Synthetic 
THC – 
nabilone and  
levonantradol 

 Comparison 
of the 
antiemetic 
effects of 
nabilone and 
prochlorper-
azine on 
chemother-
apy-induced 
emesis. 

 Very limited success - 
efficacy was observed in 
several trials, but no 
advantage emerged for these 
agents.  Nabilone and 
levonantradol reduced 
emesis but not as well as 
other available agents in 
moderately to highly 
emetogenic settings. 

  

Tyson LB, Gralla 
RJ, Clark RA, et al. 
1985. Phase I trial of 
levonantradol in 
chemotherapy-
induced emesis. 
American Journal of 
Clinical Oncology 

Synthetic 
THC –  
levonantradol 

 Trial of 
levonantra-
dol in 
chemother-
apy-induced 
emesis. 

 Very limited success - 
efficacy was observed in 
several trials, but no 
advantage emerged for these 
agents.  Nabilone and 
levonantradol reduced 
emesis but not as well as 
other available agents in 
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8:528—532.  

 

moderately to highly 
emetogenic settings. 

 

Chemotherapy-Induced Nausea  

Note:  Although many marijuana users have claimed that smoked marijuana is a more effective antiemetic than oral THC, no controlled studies 
have yet been published that analyse this in sufficient detail to estimate the extent to which this is the case. 

Study Cannabinoid Trial Type Testing 
modality 

Delivery system Result Study design Side Effects 

Vinciguerra V, 
Moore T, Brennan 
E. 1988. Inhalation 
marijuana as an 
antiemetic for cancer 
chemotherapy. New 
York State Journal 
of Medicine 
88:525—527.  

 

Smoked 
marijuana 

Open trial 
on 56 
cancer pat-
ients who 
were unres-
ponsive to 
convention
al antiemet-
ic agents 

patients 
asked to rate 
the 
effectiveness 
of marijuana 
compared 
with results 
during prior 
chemother-
apy cycles 

Smoked Moderately successful - 
34% of patients rated 
marijuana as moderately or 
highly effective 

The study’s relative 
value was difficult to 
determine because no 
control group was used 
and the patients varied 
with respect to 
previous experiences, 
such as marijuana use 
and THC therapy. Did 
not report data on the 
time course of 
antiemetic control, 
possible advantages of 
self-titration with the 
smoked marijuana, or 
the degree to which 
patients were able to 
swallow the pills. 
Patients with severe 
vomiting would have 
been unlikely to be 

Inability of nearly one-
fourth of the patients to 
tolerate the 
administration of 
marijuana by smoking 
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able to swallow or 
keep the pills down 
long enough for them 
to take effect 

Levitt M, Faiman C, 
Hawks R, et al. 
1984. Randomized 
double-blind 
comparison of delta-
9-THC and 
marijuana as 
chemotherapy 
antiemetics. 
Proceedings of the 
American Society for 
Clinical Oncology 
3:91.  

 

Smoked 
marijuana/ 
THC in pill 
form 

double-
blind, 
cross-over, 
placebo-
controlled 

study 
comparing 
smoked 
marijuana 
with THC in 
pill form in 
20 patients 
who were 
receiving 
various 
chemother-
apeutic 
drugs. 

Smoked/THC pill Limited success - only 25% 
of patients achieved 
complete control of emesis; 
35% of the patients 
indicated a slight preference 
for the THC pills over 
marijuana, 20% preferred 
marijuana, and 45% 
expressed no preference 

Did not report data on 
the time course of 
antiemetic control, 
possible advantages of 
self-titration with the 
smoked marijuana, or 
the degree to which 
patients were able to 
swallow the pills. 
Patients with severe 
vomiting would have 
been unlikely to be 
able to swallow or 
keep the pills down 
long enough for them 
to take effect 

 

SUMMARY – RELIEVING NAUSEA AND VOMITING 

1. Neither smoked marijuana nor cannabinoids are as effective as current medicines that stop nausea and vomiting in cancer chemotherapy 
patients.  

2. Cannabinoids, however, might be effective in:  

a) those few patients who respond poorly to current antiemetic (anti-nausea) drugs  

b) or more effective in combination with current antiemetics.  
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3. Research should be pursued for patients who do not respond completely to current antiemetics.  

4. A safe (non-smoking) delivery system for cannabinoids should be developed.  

5. Until then, the harmful effects of smoking marijuana for a limited period of time may be outweighed by marijuana 's antiemetic benefits for 
those few cancer patients for whom current antiemetics do not work.  

6. Doctors should evaluate such patients on a case by case basis and provide marijuana to them under close medical supervision for a limited 
period.  
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WASTING SYNDROME & APPETITE STIMULATION 
 
Malnutrition 
 
Note:  A major concern with marijuana smoking in HIV-infected patients is that they might be more vulnerable than other marijuana users to 
immunosuppressive effects of marijuana or to the exposure of infectious organisms associated marijuana plant material. 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Beal JE, Olson RLL, 
Morales JO, 
Bellman P, Yangco 
B, Lefkowitz L, 
Plasse TF, Shepard 
KV. 1995. 
Dronabinol as a 
treatment for 
anorexia associated 
with weight loss in 
patients with AIDS. 
Journal of Pain and 
Symptom 
Management 
10:89—97.  

Beal JE, Olson R, 
Lefkowitz L, 
Laubenstein L, 
Bellman P, Yangco 
B, Morales JO, 
Murphy R, 
Powderly W, Plasse 

Synthetic 
THC - 
Dronabinol 
(Marinol) 

Short-term 
(six-week) 
and long-
term (one-
year) 
therapy 

 pill Moderate success - 
associated with an increase 
in appetite and stable 
weight, and in a previous 
short-term (five-week) 
clinical trial in five patients, 
dronabinol was shown to 
increase body fat by 1%.  
However, megestrol acetate 
(Megace) is a synthetic 
derivative of progesterone 
that can stimulate appetite 
and cause substantial weight 
gain when given in high 
doses (320—640 mg/day) to 
AIDS patients. Megestrol 
acetate is more effective 
than dronabinol in 
stimulating weight gain, and 
dronabinol has no additive 
effect when used in 
combination with megestrol 
acetate 

 HIV/AIDS patients are 
the largest group of 
patients who use 
dronabinol. However, 
some reject it because 
of the intensity of 
neuropsychological 
effects, an inability to 
titrate the oral dose 
easily, and the delayed 
onset and prolonged 
duration of its action. 
 
Dizziness and lethargy 
reported 
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TF, Mosdell KW, 
Shepard KV. 1997. 
Long-term efficacy 
and safety of 
dronabinol for 
acquired 
immunodeficiency 
syndrome-associated 
anorexia. Journal of 
Pain and Symptom 
Management 14:7—
14.  

Struwe M, 
Kaempfer SH, 
Geiger CJ, Pavia 
AT, Plasse TF, 
Shepard KV, Ries 
K, Evans TG. 1993. 
Effect of dronabinol 
on nutritional status 
in HIV infection. 
Annals of 
Pharmacotherapy 
27:827—831. 
 
Malnutrition – Cancer Patients 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Gorter R. 1991. 
Management of 
anorexia-cachexia 
associated with 

Synthetic 
THC – 
Dronabinol 
(Marinol) 

  pill Successful -  has been 
shown to improve appetite 
and promote weight gain 

 Cannabinoids have 
also been shown to 
negatively affect the 
immune system and 
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cancer and HIV 
infection. Oncology 
(Supplement) 5:13—
17.  

this could be 
contraindicated in 
some cancer patients 
(both the 
chemotherapy and the 
cancer can be 
immunosuppressive).  
Dizziness and lethargy 
also reported 

 
Anorexia Nervosa 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Gross H, Egbert 
MH, Faden VB, 
Godberg SC, Kaye 
WH, Caine ED, 
Hawks R, Zinberg 
NE. 1983. A double-
blind trial of delta-9-
THC in primary 
anorexia nervosa. 
Journal of Clinical 
Psychopharmacolog
y 3:165—171.  

THC    Unsuccessful  Caused severe 
dysphoric reactions in 
three of 11 patients.  
Furthermore, such 
patients might have 
underlying psychiatric 
disorders, such as 
schizophrenia and 
depression, in which 
cannabinoids might be 
hazardous 

 
SUMMARY – MALNUTRITION AND WASTING SYNDROME 

1. No published research shows marijuana or cannabinoids are effective in treating malnutrition or wasting in AIDS patients.  

2. A standard drug is more effective than THC in stimulating appetite in AIDS patients.  
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3. Cannabinoids modulate the immune system, which could be a problem in patients whose immune system is already compromised.  

4. A major concern is that HIV-infected patients who smoke marijuana may be more vulnerable to the immunosuppressive effects of marijuana 
or to infectious organisms found in the plant material.  

5. Cannabinoids, in combination with other drugs, might help increase appetite, help reduce nausea and vomiting caused by protease inhibitors, 
and help reduce the pain and anxiety associated with AIDS and cancer in late stages of these diseases.  

6. There are medications that are more effective than marijuana for treating the nausea, appetite loss, pain, and anxiety associated with wasting, 
but these drugs are not equally effective for all patients.  

7. A rapid onset form of THC should be developed and tested for these patients.  

8. Smoking marijuana is not recommended. The long-term harms from smoking make it a poor delivery system for patients with chronic 
diseases.  

9. For terminally ill patients who get relief from no other drugs, the medical benefits of smoking marijuana may outweigh the harms.  

10. THC is ineffective in treating anorexia.  
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NEUROLOGICAL DISORDERS 
 
Muscle Spasticity – Multiple Sclerosis 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Greenberg HS, 
Werness SA, Pugh 
JE, Andrus RO, 
Anderson DJ, 
Domino EF. 1994. 
Short-term effects of 
smoking marijuana 
on balance in 
patients with 
multiple sclerosis 
and normal 
volunteers. Clinical 
Pharmacology and 
Therapeutics 
55:324—328.  

Smoked 
marijuana 

double-
blind 
placebo-
controlled 

study of 
postural 
responses in 
10 MS 
patients and 
10 healthy 
volunteers 

Smoked Unsuccessful - marijuana 
smoking impaired posture 
and balance in both MS 
patients and the volunteers.   

Survey data do not 
measure the degree of 
placebo effect, 
estimated to be as great 
as 30 percent in pain 
treatments.  
Furthermore, surveys 
do not separate the 
effects of marijuana or 
cannabinoids on mood 
and anxiety from the 
effects on spasticity.  

 

The 10 MS patients 
felt that they were 
clinically improved. 
The subjective 
improvement, while 
intriguing, does not 
constitute unequivocal 
evidence that 
marijuana relieves 
spasticity 

Clifford DB. 1983. 
Tetrahydrocannabin
ol for tremor in 
multiple sclerosis. 
Annals of Neurology 
13:669—671. 

Petro D, Ellenberger 
Jr C. 1981. 
Treatment of human 
spasticity with delta 
9-

THC 3 open 
clinical 
trials 
testing a 
total of 30 
patients 

  Successful - spasticity was 
less severe after the THC 
treatment 

Based on patient report 
or clinical exam by the 
investigator 

THC was not effective 
in all patients and 
frequently caused 
unpleasant side effects 
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tetrahydrocannabino
l. Journal of Clinical 
Pharmacology 
21:413S—416S. 

Ungerleider JT, 
Andrysiak TA, 
Fairbanks L, Ellison 
GW, Myers LW. 
1987. Delta-9-THC 
in the treatment of 
spasticity associated 
with multiple 
sclerosis. Advances 
in Alcohol and 
Substance Abuse 
7:39—50. 
CN, Illis LS, Thom 
J. 1995. Nabilone in 
the treatment of 
multiple sclerosis 
[Letter]. Lancet 
345:579. 

Nabilone    Successful - spasticity was 
also reported to be less 
severe 

  

Animal studies - There are no supporting animal data to encourage clinical research in this area, but there also are no good animal models of the spasticity of MS. However, in an MS like disease 
iin mice (experimental autoimmune encephalomyelitis), low doses of cannabinoids alleviate the muscle tremor seen in such animals. Cannabinoids also suppress spinal cord reflexes in animals 
Basic animal studies have shown that cannabinoid receptors are particularly abundant in areas of the brain that control movement and that cannabinoids affect movement and posture in animals 
as well as humans. The observations are consistent with the possibility that cannabinoids have antispastic effects, but they do not offer any direct evidence that cannabinoids affect spasticity, even 
in animals. 
 
SUMMARY – MUSCLE SPASTICITY  

1. There is little research evidence to support claims that marijuana reduces muscle spasticity in Multiple Sclerosis.  

2. Research should be conducted to determine whether cannabinoids might relieve symptoms associated with MS.  
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3. Marijuana should not be smoked by patients with MS, a chronic disease. 

 

SPINAL CORD INJURY 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Hanigan WC, 
Destree R, Truong 
XT. 1986. The effect 
of delta-9-THC on 
human spasticity. 
Clinical 
Pharmacology and 
Therapeutics 
39:198.  

Maurer M, Henn V, 
Dittrich A, Hoffman 
A. 1990. Delta-9-
tetrahydrocannabino
l shows antispastic 
and analgesic effects 
in a single case 
double-blind trial. 
European Archives 
of Psychiatry and 
Clinical 
Neuroscience 
240:1—4.  

Oral THC double-
blind study 

study of a 
paraplegic 
patient with 
painful 
spasms in 
both legs  

 Successful - suggested that 
oral THC was superior to 
codeine in reducing muscle 
spasms 

Limitations of one 
patient 
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SUMMARY – SPINAL CORD INJURY 

1. Animals research indicates that areas of the brain that control movement contain abundant cannabinoid receptors.  

2. Clinical trials testing the effects of cannabinoids on muscle spasticity in spinal cord injury should be considered.  

3. If THC is proven to relieve spasticity, then a pill might be the preferred delivery route for nighttime use.  

4. An inhaled form of THC, if found to be effective, might be appropriate to relief acute episodes of spasticity.  
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MOVEMENT DISORDERS 
 
Dystonia 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Consroe P, Sandyk 
R, Snider SR. 1986. 
Open label 
evaluation of 
cannabidiol in 
dystonic movement 
disorders. 
International 
Journal of 
Neuroscience 
30:277—282. 

Cannabidiol 
(CBD) 

preliminary 
open trial 

  Moderate success - 
suggested modest dose-
related improvements in the 
five dystonic patients 
studied 

  

 
Huntington’s Disease 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

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, 

Cannabidiol 
(CBD) 

double-
blind 
crossover 
study 
(CBD and 
placebo) of 
15 
Huntington'
s disease 
patients 

  Unsuccessful - symptoms 
neither improved nor 
worsened with CBD 
treatment 
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Biochemistry and 
Behavior (New 
York) 40:701—708.  

Sandyk R, Consroe 
P, Stern P, Biklen D. 
1988. Preliminary 
trial of cannabidiol 
in Huntington's 
disease. Chesher G, 
Consroe P, Musty 
R., Editors, 
Marijuana: An 
International 
Research Report. 
Canberra: Australian 
Government 
Publishing Service. 

who were 
not taking 
any 
antipsychot
ic drugs 

Animal studies suggest that cannabinoids have antichoreic activity, presumably because of stimulation of CB1 receptors in the basal ganglia. 
 
Parkinson’s Disease 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Frankel JP, Hughes 
A, Lees AJ, Stern 
GM. 1990. 
Marijuana for 
Parkinsonian tremor. 
Journal of 
Neurology, 
Neurosurgery and 
Psychiatry 53:436.  

Smoked 
marijuana 

  Smoked Unsuccessful - no 
improvement in tremor after 
the five patients smoked 
marijuana--whereas all 
subjects benefited from the 
administration of standard 
medications for Parkinson's 
disease (levodopa and 
apomorphine) 

  

Animal studies - Hyperactivity of the subthalamic neurons, observed in both Parkinson's patients and animal models of Parkinson's disease, is hypothesized to be a major factor in the debilitating 
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bradykinesia associated with the disease  Furthermore, although cannabinoids oppose the actions of dopamine in intact rats, they augment dopamine activation of movement in an animal model 
of Parkinson's disease. This suggests the potential for adjunctive therapy with cannabinoid agonists. 
 
Tourette’s Syndrome 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Hemming M, 
Yellowlees PM. 
1993. Effective 
treatment of 
Tourette's syndrome 
with marijuana. 
Journal of 
Psychopharmacolog
y 7:389—391.  

Sandyk R, 
Awerbuch G. 1988. 
Marijuana and 
Tourette's syndrome. 
Journal of Clinical 
Psychopharmacolog
y 8:444—445.  

 

marijuana four case 
histories 

  Questionable Success - 
indicating that marijuana 
use can reduce tics in 
Tourette's patients. In three 
of the four cases the 
investigators suggest that 
beneficial effects of 
marijuana might have been 
due to anxiety-reducing 
properties of marijuana 
rather than to a specific 
antitic effect. 

  

 
SUMMARY – MOVEMENT DISORDERS 
 

1. There is no research evidence that marijuana or cannabinoids are helpful in reducing symptoms that occur in movement disorders. 
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2. The anxiety-reducing aspects of marijuana and cannabinoids might be beneficial to some patients with movement disorders.  

3. However, chronic marijuana smoking is a health risk for chronic conditions such as movement disorders.  

4. Animal studies should be undertaken to determine if cannabinoids might play a role in movement disorders.  

5. Clinical trials of isolated cannabinoids should be undertaken.  

 
 
EPILEPSY 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Ng SKC, Brust 
JCM, Hauser WA, 
Susser M. 1990. 
Illicit drug use and 
the risk of new-onset 
seizures. American 
Journal of 
Epidemiology 
132:47—57. 

marijuana case-
controlled 
study 

  Inconclusive – see Study 
Design.  Ng and co-workers 
concluded that marijuana is 
a protective factor for first-
time seizures in men but not 
women 

This was a weak study. 
It did not include 
measures of health 
status prior to hospital 
admissions for the 
patients' serious 
conditions, and 
differences in their 
health status might 
have influenced their 
drug use rather than--
as suggested by the 
authors--that 
differences in their 
drug use influenced 
their health.  
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SUMMARY - EPILEPSY 

1. Neither marijuana nor cannabinoids are effective in treating epilepsy. 

 

ALZHEIMER’S DISEASE 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

Volicer L, Stelly M, 
Morris J, 
McLaughlin J, 
Volicer BJ. 1997. 
Effects of 
dronabinol on 
anorexia and 
disturbed behavior 
in patients with 
Alzheimer's disease. 
International 
Journal of Geriatric 
Psychiatry 12:913—
919.  

Dronabinol 
(Marinol) 

Eleven 
Alzheimer'
s patients 
were treat-
ed for 12 
weeks on 
an alt-
ernating 
schedule of 
dronabinol 
and plac-
ebo (six 
weeks of 
each 
treatment). 

 pill Successful - treatment 
resulted in substantial 
weight gains and declines in 
disturbed behavior 

 No serious side effects 
were observed 

 
SUMMARY – ALZHEIMER’S DISEASE 
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1. Further clinical research should be conducted to determine if cannabinoids have a role in stimulating appetite in Alzheimer's patients with 
severe dementia. 

2. Because short-term memory loss is a common side-effect of THC, the effect of cannabinoids on memory in Alzheimer's patients who are less 
severely disturbed must be contemplated.  
 

 
 GLAUCOMA 
 
Study Cannabinoid Trial Type Testing 

modality 
Delivery system Result Study design Side Effects 

        
Hepler RS, Frank 
IM, Petrus R. 1976. 
Ocular effects of 
marijuana smoking. 
In: Braude MC, 
Szara S, Editors, The 
Pharmacology of 
Marijuana. New 
York: Raven Press. 
Pp. 815—824.  

Jones RT, Benowitz 
NL, Herning RI. 
1981. Clinical 
relevance of 
cannabis tolerance 
and dependence. 
Journal of Clinical 
Pharmacology 

Marijuana   Eaten or in pill form Successful - IOP was 
reduced by an average 
of 25% 
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21:143S—152S.  
Alm A, Camras CB, 
Watson PG. 1997. 
Phase III latanoprost 
studies in 
Scandanavia, the 
United Kingdom and 
the United States. 
Survey of 
Ophthalmology 
41:S105—S110.  

CB, Alm A, Watson 
P, Stjernschantz J. 
1996. Latanoprost, a 
prostaglandin 
analog, for 
glaucoma therapy: 
Efficacy and safety 
after 1 year of 
treatment in 198 
patients. Latanoprost 
Study Groups. 
Ophthalmology 
103:1916—1924. 

Crawford WJ, 
Merritt JC. 1979. 
Effects of 
tetrahydrocannabino
l on arterial and-
intraocular 
hypertension. 
International 
Journal of Clinical 

Smoked 
Marijuana 
with 2% THC 

  Smoked Limited success  as below - 
IOP was reduced by an 
average of 25% after 
smoking a marijuana 
cigarette that contained 
approximately 2% THC--a 
reduction as good as that 
observed with most other 
medications available today. 

But the effect lasts only 
about three to four hours. 
Elevated IOP is a chronic 
condition and must be 
controlled continuously.  
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Pharmacology and 
Biopharmacy 
17:191—196.  

Hepler RS, Frank 
IM, Petrus R. 1976. 
Ocular effects of 
marijuana smoking. 
In: Braude MC, 
Szara S, Editors, The 
Pharmacology of 
Marijuana. New 
York: Raven Press. 
Pp. 815—824.  

Hepler RS, Frank 
IR. 1971. Marihuana 
smoking and 
intraocular pressure. 
Journal of the 
American Medical 
Association 
217(10):1392.  

Merritt JC, 
Crawford WJ, 
Alexander PC, 
Anduze AL, Gelbart 
SS. 1980. Effect of 
marihuana on 
intraocular and 
blood pressure in 
glaucoma. 
Ophthalmology 
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87:222—228.  

Walters TR. 1996. 
Development and 
use of brimonidine 
in treating acute and 
chronic elevations of 
intraocular pressure: 
A review of safety, 
efficacy, dose 
response, and dosing 
studies. Survey of 
Ophthalmology 
41(Suppl. 1):S19—
S26. 

SUMMARY - GLAUCOMA 

1. Both cannabinoids and marijuana lower intraocular pressure (IOP). 

2. However, both also lower blood pressure, which might reduce the flow of blood through the optic nerve and actually increase the progression 
of glaucoma.  

3. Many effective medications are available to treat glaucoma at a cost of about US$60 per month.  
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QUESTION 5 
 
Drug Free Australia questions why the NSW Working Party 
on the Use of Cannabis for Medicinal Purposes: 
 
is prepared to accept that smoked marijuana has useful 
medicinal value when every evaluation of the scientific data 
states that the risks of smoked marijuana far outweigh any 
benefits 
 
 
 

QUESTION 6 
 
is calling for a ‘trial’ of marijuana as medicine despite 
participants not even being required to be registered or 
monitored as part of regular clinical evaluations 

 

 
The NSW Working Party reviewed 2 reports on the medical use of marijuana - the 
British House of Lords (1998) report and the United States Institute of Medicine report 
(1999).  However five other reports were noted.  These were issued by: 
 
the Health Council of the Netherlands (1996) 
the American Medical Association House of Delegates (1997) 
the British Medical Association (1997) 
the US National Institute of Health (1997) 
the World Health Organization (1997) 
 
A summary of relevant conclusions from these five reports were included in the 
Institute of Medicine Report, as is printed below.  While all reports noted the benefits 
of clinical trials into possible medical uses for cannabinoids, only the British House of 
Lords report recommended loosely regulated use of smoked marijuana.  The NSW 
Working Party has demonstrably made recommendations at odds with six out 
of these seven studies. 
 

Smoked Marijuana and Use Of Plants As Medicine 

US Institute of Medicine 

In deciding whether marijuana should be smoked as medicine, society must 
weigh the reality of this crude drug-delivery system against the benefits it might 
bestow. Chronic smoking of marijuana increases a person's chances of 
developing cancer, lung damage, and problems with pregnancies, including low 
birth weight. Therefore, it simply is not an acceptable long-term option. Smoking 
should be allowed only for short-term use among patients with debilitating 
symptoms, or who are terminally ill and do not respond well to approved 
medications.  
 
Even in these cases, marijuana use should be limited to carefully controlled 
settings. Patients who are prescribed marijuana should be enrolled in short-term 
clinical trials that are approved by an oversight strategy such as institutional 
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review boards, and involve only those patients most likely to benefit. They should 
be fully informed that they are experimental subjects and are using a harmful 
drug-delivery system, and their condition should be closely monitored and 
documented under medical supervision. 

Health Council of the Netherlands 

The committee believes that physicians cannot accept responsibility for a product 
of unknown composition that has not been subjected to quality control. 

AMA House of Delegates 

No specific recommendations made, but related issues are discussed in the 
general recommendation and drug development sections. 

British Medical Association 

Prescription formulations of cannabinoids or substances acting on the 
cannabinoid receptors should not include either cigarettes or herbal preparations 
with unknown concentrations of cannabinoids or other chemicals. 

National Institutes of Health 

Smoked marijuana should be held to standards equivalent to other 

medications for efficacy and safety considerations. There might be some patient 
populations for whom the inhalation route might offer advantages over the 
currently available capsule formulation. Smoking plant material poses difficulties 
in standardizing testing paradigms, and components of the smoke are 
hazardous, especially in the immunocompromised patient. Therefore, the experts 
generally favored the development of alternative dosage forms, including an 
inhaler dosage form into which a controlled unit dose of THC could be placed 
and volatilized. 

World Health Organization 

Not discussed in the context of medical use, although many health hazards 
associated with chronic marijuana smoking are noted. 

 

Drug Development 

Health Council of the Netherlands 

Not discussed. 

AMA House of Delegates 

The National Institutes of Health should use its resources to support the 
development of a smoke-free inhaled delivery system for marijuana or THC to 
reduce the health hazards associated with the combustion and inhalation of 
marijuana. 

British Medical Association 
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Pharmaceutical companies should undertake basic laboratory investigations and 
develop novel cannabinoid analogs that may lead to new clinical uses. 

National Institutes of Health 

NIH should use its resources and influence to rapidly develop a smoke-free 
inhaled delivery system for marijuana or THC. A recommendation was made for 
the development of insufflation/inhalation devices or dosage forms capable of 
delivering purer THC or cannabinoids to the lungs free of dangerous combustion 
byproducts. 

World Health Organization 

Not discussed. 

 

Physiological Harms 

Health Council of the Netherlands 

No recommendations made. 

AMA House of Delegates 

No recommendations made. 

British Medical Association 

Further research is needed to establish the suitability of cannabinoids for 
immunocompromised patients, such as those undergoing cancer chemotherapy 
or those with HIV/AIDS. 

National Institutes of Health 

Risks associated with smoked marijuana must be considered not only in terms of 
immediate adverse effects but also long-term effects in patients with chronic 
diseases. The possibility that frequent and prolonged marijuana use might lead to 
clinically significant impairments of immune system function is great enough that 
relevant studies should be part of any marijuana medication development 
research. 

Additional studies of long-term marijuana use are needed to determine if there 
are or are not important adverse pulmonary, central nervous system, or immune 
system problems. 

World Health Organization 

Further studies are needed on the fertility effects in cannabis users in view of the 
high rate of use during the early reproductive years. Further clinical and 
experimental research is required on the effects of cannabis on respiratory 
function and respiratory diseases. More studies are needed to show whether 
cannabis affects the risk of lung malignancies and at what level of use that may 
occur. In addition, more studies are needed to clarify the rather different results 
of pulmonary histopathological studies in animals and man. 
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More clinical and experimental research is needed on the effects of cannabis on 
immunological function. More clarity should be sought concerning the molecular 
mechanisms responsible for immune effects, including both cannabinoid receptor 
and nonreceptor events. 

The possibility that chronic cannabis use has adverse effects on the 
cardiovascular system should have a priority in epidemiological research. 

Research on chronic and residual cannabis effects is also needed. The 
pharmacokinetics of chronic cannabis use in humans are poorly described, and 
this lack of knowledge restricts the ability of researchers to relate drug 
concentrations in blood or other fluids and observed effects. 
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Question 7 

 
Drug Free Australia questions why the NSW Working Party 
on the Use of Cannabis for Medicinal Purposes: 
 
is recommending potentially massive quantities of raw 
cannabis to be grown for personal use (and presumably 
anyone else in the neighbourhood) under medical 
prescription, deserting the principle of controlled and 
regulated prescription of therapeutic substances 
 
 
 
 
 
 

The NSW Working Party on the Use of Cannabis for Medicinal Purposes is 
recommending that 5 marijuana plants be legalised for medical use per individual.  
Two of these plants can be greater than 25 cm in height. 
 
But this creates the potential for massive, marketable yields, and Drug Free Australia 
questions how the police could possibly regulate the non-distribution of such plant 
material when they already have little success in regulating the private use of 
marijuana. 
 

 
MASSIVE, ABUSEABLE QUANTITIES 

 
The Victorian Police Association disclosed one cannabis plant yields five crops a year 
of 500 grams per crop totalling 2500 grams. – Letter, The Police Association to DJ Perrin, 26 
April 1996 p 3 
 
The Woodward Royal Commission disclosed that a three month old cannabis plant 
will produce at least 500 grams of harvestable leaf or a crop of 2000 grams a year. 
 
Just 25 grams of marijuana produces 86 joints with 3% of THC, so one plant can 
produce up to 8600 marijuana joints every year. (Marijuana An Australian Crisis). 
 
 
AND A GREEN LIGHT FOR PUBLIC MISCHIEF 

• The assertion that all medical marijuana is headed for seriously ill patients is 
misleading. Statistics from the California Branch of the National Organization for the 
Reform of Marijuana Laws (NORML) shows that a survey of Californians reports the 
top three reported uses of medicinal marijuana:  

40% Chronic Pain 
22% AIDS-Related 
15% Mood Disorders 
(23% All other categories) 

• Local and state law enforcement counterparts cannot distinguish between illegal 
marijuana grows and grows that qualify as medical exemptions. Many self-designated 
medical marijuana growers are, in fact, growing marijuana for illegal, "recreational" 
use.  
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• Elected law enforcement officials, i.e. Sheriffs and District Attorneys in California have 

been targeted by the "marijuana lobby." Political action by groups such as NORML 
have endorsed and supported candidates favorable to medical marijuana. NORML 
tracks local elections and takes credit for the defeats of anti-marijuana candidates. 
Last year the DEA arrested a major marijuana trafficker in Humboldt County who was 
an undeclared candidate for sheriff. 

• The DEA and its local and state counterparts routinely report that large-scale drug 
traffickers hide behind and invoke Proposition 215, even when there is no evidence of 
any medical claim. In fact, many large-scale marijuana cultivators and traffickers 
escape state prosecution because of bogus medical marijuana claims. Prosecutors 
are reluctant to charge these individuals because of the state of confusion that exists 
in California. Therefore, high-level traffickers posing as "care givers" are able to 
sell illegal drugs with impunity.  

• The California NORML website lists federal defendants for the largest indoor 
marijuana cultivation operation in the U.S., which occurred in Northern California, as 
"green prisoners." While unscrupulously claiming to be "medical marijuana" 
defendants, in fact these two individuals were dangerous, armed fugitives believed to 
be responsible for drug-related murders and other violence.  

• DEA's San Francisco Field Division coordinates the statewide Domestic Cannabis 
Eradication/Suppression Program (DCE/SP). The number of plants eradicated and 
assets seized represent the largest totals in California history.  

Source - DEA Information Sheet 
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APPENDICES 
 

 

 
 
 
 
Appendix A – Just who does use medical marijuana? 

( from the US Institute of Medicine report) 
 
Appendix B – Information on Drug Legalisation Strategy 
 
Appendix C – Recommendations of the NSW Working Party on the Use of 

Cannabis for Medicinal Purposes 
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APPENDIX A 
JUST WHO DOES USE MEDICAL MARIJUANA?  

 

 

 
 

     There have been no comprehensive surveys of the demographics and medical 
conditions of medical marijuana users, but a few reports provide some indication. In 
each case, survey results should be understood to reflect the situation in which they 
were conducted and are not necessarily characteristic of medical marijuana users as 
a whole. Respondents to surveys reported to the IOM study team were all members 
of "buyers' clubs," organizations that provide their members with marijuana, although 
not necessarily through direct cash transactions. The atmosphere of the marijuana 
buyers' clubs ranges from that of the comparatively formal and closely regulated 
Oakland Cannabis Buyers' Cooperative to that of a "country club for the indigent," as 
Denis Peron described the San Francisco Cannabis Cultivators Club (SFCCC), which 
he directed.  

     John Mendelson, an internist and pharmacologist at the University of California, 
San Francisco (UCSF) Pain Management Center, surveyed 100 members of the 
SFCCC who were using marijuana at least weekly. Most of the respondents were 
unemployed men in their forties. Subjects were paid $50 to participate in the survey; 
this might have encouraged a greater representation of unemployed subjects. All 
subjects were tested for drug use. About half tested positive for marijuana only; the 
other half tested positive for drugs in addition to marijuana (23% for cocaine and 13% 
for amphetamines). The predominant disorder was AIDS, followed by roughly equal 
numbers of members who reported chronic pain, mood disorders, and 
musculoskeletal disorders (Table 1.1).  

     The membership profile of the San Francisco club was similar to that of the Los 
Angeles Cannabis Resource Center (LACRC), where 83% of the 739 patients were 
men, 45% were 36—45 years old, and 71% were HIV positive. Table 1.2 shows a 
distribution of conditions somewhat different from that in SFCCC respondents, 
probably because of a different membership profile. For example, cancer is generally 
a disease that occurs late in life; 34 (4.7%) of LACRC members were over 55 years 
old; only 2% of survey respondents in the SFCCC study were over 55 years old.  

     Jeffrey Jones, executive director of the Oakland Cannabis Buyers' Cooperative, 
reported that its largest group of patients is HIV-positive men in their forties. The 
second-largest group is patients with chronic pain.  

     Among the 42 people who spoke at the public workshops or wrote to the study 
team, only six identified themselves as members of marijuana buyers' clubs. 
Nonetheless, they presented a similar profile: HIV/AIDS was the predominant 
disorder, followed by chronic pain (Tables 1.3 and 1.4). All HIV/AIDS patients 
reported that marijuana relieved nausea and vomiting and improved their appetite. 
About half the patients who reported using marijuana for chronic pain also reported 
that it reduced nausea and vomiting.  

     Note that the medical conditions referred to are only those reported to the study 
team or to interviewers; they cannot be assumed to represent complete or accurate 
diagnoses. Michael Rowbotham, a neurologist at the UCSF Pain Management 
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Center, noted that many pain patients referred to that center arrive with incorrect 
diagnoses or with pain of unknown origin. At that center the patients who report 
medical benefit from marijuana say that it does not reduce their pain but enables 
them to cope with it.  

     Most--not all--people who use marijuana to relieve medical conditions have 
previously used it recreationally. An estimated 95% of the LACRC members had 
used marijuana before joining the club. It is important to emphasize the absence of 
comprehensive information on marijuana use before its use for medical conditions. 
Frequency of prior use almost certainly depends on many factors, including 
membership in a buyers' club, membership in a population sector that uses marijuana 
more often than others (for example, men 20—30 years old), and the medical 
condition being treated with marijuana (for example, there are probably relatively 
fewer recreational marijuana users among cancer patients than among AIDS 
patients).  

     Patients who reported their experience with marijuana at the public workshops 
said that marijuana provided them with great relief from symptoms associated with 
disparate diseases and ailments, including AIDS wasting, spasticity from multiple 
sclerosis, depression, chronic pain, and nausea associated with chemotherapy. Their 
circumstances and symptoms were varied, and the IOM study team was not in a 
position to make medical evaluations or confirm diagnoses. Three representative 
cases presented to the IOM study team are presented in Box 1.1; the stories have 
been edited for brevity, but each case is presented in the patient's words and with the 
patient's permission.  

     The variety of stories presented left the study team with a clear view of people's 
beliefs about how marijuana had helped them. But this collection of anecdotal data, 
although useful, is limited. We heard many positive stories but no stories from people 
who had tried marijuana but found it ineffective. This is a fraction with an unknown 
denominator. For the numerator we have a sample of positive responses; for the 
denominator we have no idea of the total number of people who have tried marijuana 
for medical purposes. Hence, it is impossible to estimate the clinical value of 
marijuana or cannabinoids in the general population based on anecdotal reports. 
Marijuana clearly seems to relieve some symptoms for some people--even if only as 
a placebo effect. But what is the balance of harmful and beneficial effects? That is the 
essential medical question that can be answered only by careful analysis of data 
collected under controlled conditions.  

TABLE 1.1 Self-Reported Disorders Treated with Marijuana by Members of San 
Francisco Cannabis Cultivators Club 

Disorder No. of Subjects 
HIV 60 
Musculoskeletal disorders and arthritis 39 
Psychiatric disorders (primarily depression) 27 
Neurological disorders and nonmusculoskeletal pain 
syndromes 

9 

Gastrointestinal disorders (most often nausea) 7 
Other disorders : Glaucoma, allergies, nephrolithiasis,  
and the skin manifestations of Reiter syndrome  

7 

Total disorders 149 
Total number of respondents 100 
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TABLE 1.2 Self-Reported Disorders Treated with Marijuana by Members of Los 
Angeles Cannabis Resource Center (LACRC), According to Center Staffa

reatedDisorder No. of Subjects % of Subjects 
HIVb  528 71   
Cancer 40 5.4 
Terminal cancer 10 1.4 
Mood disorders (depression) 4 0.5 
Musculoskeletal (multiple sclerosis,   
 arthritis) 30 4.1 
Chronic pain and back pain 33 4.5 
Gastrointestinal 7 2.3 
Neurological disorders (epilepsy,    
Tourette syndrome, brain trauma) 7 0.9 
Seizures or migrainesc  13 1.8 
Glaucoma 15 2.0 
Miscellaneous 42 5.7 
Total number 739 100   

TABLE 1.3 Summary of Reports to IOM Study Team by 43 Individuals 

 

 
aNot specified.  
NOTE: This table lists the people who reported to the IOM study team during the public workshops, or 
through letters, that they use marijuana as medicine; it should not be interpreted as a representative 
sample of the full spectrum of people who use marijuana as medicine. Each dominant disease 
represents an individual report. 
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TABLE 1.4 Primary Symptoms of 43 Individuals Who Reported to IOM Study Team  
  

  Symptom Frequency Multiple Symptoms 

Primary 
Symptom 

No. of 
Reportsa

% of Total 
Symptoms 
Reported 

No. Who 
Reported 
(primary) 
Additional 
Symptoms 

% of Those 
Who Reported 
Primary 
Symptoms 

Anorexia, 
nausea, 
vomiting 

21 31 13 62 

Diarrhea 4 6 3 75 

Intraocular 
pressure 

2 3 1 50 

Mood 
disorders  

12 18 7 58 

Muscle 
spasticity 

12 18 7 58 

Pain 16 24 13 81 

 

Total 67   44 66 
 

aForty-three persons reporting; 20 reported relief from more than one symptom.    
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Appendix B  

 
Information on Drug Legalisation Strategy 

 
 
 
 
 

 
 
 
Article from the West Australian on US Funding of WA Cannabis 
Decriminalisation – (separate pdf file downloadable from this same site) 
 
Article from Time Magazine on Legalisation Strategy – November 2002 
(separate pdf file downloadable from this same site) 
 
Legalisation Lobby Funding of Medical Marijuana Initiatives in the United 
States 
 
Defeat of Legalisation Lobby Initiatives in the United States – December 2002 
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CONTRIBUTORS 

 
MEDICAL MARIJUANA BALLOTS 

 
CALIFORNIA AND ARIZONA 

 

 

 

Arizona Residents contributed a total of $432,457 to Arizonans for Drug Policy 
Reform, the group that sponsored Proposition 200. Most of that money came from a 
single donor, John Sperling, who contributed $430,000. Interested parties outside the 
state contributed $1,085,240 during the same period. The New York office of the 
Drug Policy Foundation gave $200,000 to the campaign. Financier George Soros of 
New York contributed $430,000. (Soros recently gave the Drug Policy Foundation 
more than $10 million.) Peter Lewis of Ohio contributed $330,000. Total funds raised 
for the campaign are $1,517,697.  

Californians for Medical Rights, which sponsored Proposition 215, raised $1,842,902. 
Proposition 215 will remove criminal penalties and sanctions for the possession or 
cultivation of unspecified amounts of marijuana for any medical problem "for which 
marijuana provides relief" if the person has a verbal recommendation from a doctor to 
use the drug. Of the total amount raised in California during this reporting period, 
$311,545 came from California residents, including $194,750 from the Life AIDS 
Lobby in Sacramento. Out-of-state residents contributed $1,442,900. Large 
contributions came from George Soros of New York ($550,000), Peter Lewis of Ohio 
($500,000), John Sperling of Arizona ($200,000), and the Dennis Trading Group of 
Illinois ($100,000). Laurance Rockefeller, with no address listed, contributed $50,000.  

The following table summarizes campaign contributions to both state efforts:  

Contributor  Arizona  California  
In-State Residents  $ 2,457  $ 9,795  
John Sperling  $430,000  $0  
Life AIDS Lobby(Sacramento)  $ 0  $194,750  
George Zimmer  $ 0  $50,000  
Marsha Rosenbaum  $ 0  $25,000  
Alameda Medical Marijuana 
PAC  

$ 0  $19,500  

Gail Zappa  $ 0  $5,000  
Tara Foundation  $ 0  $5,000  
Ellen Rosenbaum  $ 0  $2,500  
Total In-State  $432,457  $311,545  
Out-of-State Residents  $240  $1,900  
Drug Policy Foundation, D.C.  $200,000  $ 0  
George Soros, New York  $430,000  $550,000  
Peter Lewis, Ohio  $330,000  $500,000  
John Sperling, Arizona  $ 0  $200,000  
Social Policy Forum, D.C.  $100,000  $ 0  
Dennis Trading Group, Illinois  $ 0  $100,000  
Laurance Rockefeller  $ 0  $50,000  
James Edward Zimmer, Texas  $ 0  $25,000  
Richland Hills Company, 
Florida  

$ 0  $10,000  
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Richard Wolf, Florida  $25,000  $5,000  
Robert W. Hail, Nevada  $ 0  $1,000  
Total Out-of-State  $1,085,240  $1,442,900  
Contributions Less Than $100  $ 0  $12,962  
Loans, In-Kind Contributions  $ 0  $75,495  
Total Contributions  $1,517,697  $1,842,902  
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Defeat of Legalisation Lobby Initiatives in the United States 

December 2002 
 
 
 

 
They Just Said No 

 

 

 

By Jim McDonough  

Source: Washington Times  <http://www.washtimes.com/> 

 

Among the seismic shifts of Nov. 5 was the quashing of a phalanx of pro-drug 
electoral ruses. A well-financed, meticulously organized nationwide effort by 
advocates of drug decriminalization went down to stinging defeat in a number of state 
contests.  

* Nevada voters rejected (61 percent) an effort to legalize the sale and use of three 
ounces or less of Marijuana.  

* Ohio voters rejected (67 percent) a so-called right-to-drug-treatment initiative that 
would have been a decriminalization of drug use.  

* Arizona voters rejected (57 percent) a proposal advancing so-called "medical" 
marijuana smoking.  

* South Dakotans rejected (63 percent) a proposal to legalize, process, and market 
hemp.  

The debacle for the legalization movement was even more disastrous than election 
day implied. Earlier in the year, the "reform" movement withdrew in disarray from 
Florida after a year of heavy spending, having failed to obtain more than 20 percent 
of the signatures necessary to put a mislabeled "right to treatment" amendment on 
the ballot. Interestingly, the entire treatment community in Florida rejected this thinly 
camouflaged 

decriminalization overture, and Florida's governor had already increased funding for 
genuine treatment by 60 percent over the prior three years.  

Meanwhile, in Michigan, where the decriminalization cabal had purchased the 
requisite signatures to advance another right to treatment initiative, the Michigan 
Supreme Court correctly spotted technical errors in the proposal's wording and barred 
it from the ballot. Despite a massive and organized effort, a high-financed campaign 
(outspending the opposition 12-1 in Nevada, 4-1 in Ohio, etc.) could not effect one 
state law that would have weakened existing anti-drug laws.  

The legalizers were reduced to city fighting (i.e., Washington - where the initiative 
remains unfunded; San Francisco, etc.).  The net result was a broad-based rejection 
of the drug normalization campaign begun in the mid-1990s.  
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Beginning in 1996 in the nation's West, drug decriminalization advocates found the 
opening that they had long sought to wage a "war on the war on drugs." Perceiving a 
political opening created by a supposed sense of exhaustion on the part of an 
uninformed public, a trio of wealthy social gadflies (financier George Soros, 
businessman John Sperling and insurance maven Peter Lewis) teamed well-heeled 
brain trusts with street soldiers readily available from the old pro-drug movement to 
establish a beachhead in the nation's political and legal system by over-running 
dispirited and under-funded, and over-worked "outposts" of law enforcement, social 
health organizations, and public officials.  

Advancing boldly into America's heartland in 2001 with their marijuana and right to 
treatment initiatives, the drug legalizers now find their new offensive smashed, 
perhaps irretrievably. How did this happen? They ran into a broad resistance 
movement by an emerging national coalition of grass-roots prevention, education and 
treatment specialists allied with concerned parents, neighborhood leaders and public 
officials dedicated to halting the spread of illicit drug use.  

Although the anti-drug coalitions were outspent everywhere by the pro-drug crowd, 
fundamental truths combined with passion and conviction to trump a large campaign 
chest.  

The tactics of the National Organization for the Reform of Marijuana Laws - use 
opinion polling to craft "acceptable" initiatives, convince the mass of voters that they 
are wrong to oppose legalization, approach drug legalization incrementally, line up a 
string of victories, invoke "medical" sympathy, exaggerate numbers of "peaceful" pot 
smokers behind bars, and so on - failed. They failed because legalizers based their 
campaign on the flawed premise that a gullible electorate could be misled by smoke 
and mirrors.  

In the end, the mirrors cracked and the smoke cleared: No medicine is smoked; only 
a handful of "peaceful" marijuana users end up with a prison sentence (e.g., 0.14 
percent of the Florida prison system, or 107 out of 74,000 - and each of them a plea 
bargain); the overwhelming harm is done by the drugs, not the laws to protect against 
them. The barrage of lies and half-truths backfired, and the voters voted accordingly.  

No wonder Rob Kampia, the head of the Marijuana Policy Project, admitted the 
morning after the election that he could not try "to dress up a pig" (in his words). They 
had tried that for too long - and it no longer worked. They vow to come back next 
time. But if camouflage, incrementalism and exaggeration continue to fail, they will 
find it hard to overcome the innate good sense of the American voter. 

Jim McDonough is the director of the Florida Office of Drug Control. He previously 
served as director of strategic planning at the Office of National Drug Control Policy.  

 
Source: Washington Times (DC) 
Author: Jim McDonough 
Published: November 26, 2002 
Copyright: 2002 News World Communications, Inc.  
Website: <http://www.washtimes.com/> 
Contact: letters@washingtontimes.com <mailto:letters@washingtontimes.com> 
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APPENDIX C 
 

Recommendations of the NSW Working Party on the 
Use of Cannabis for Medicinal Purposes 

 
 

Recommendation 1 
While recognising the limitations of currently available pharmaceutical preparations of 
cannabinoids, the Working Party recommends that they should be subject to further clinical trials of 
safety and efficacy as described below. 
 
Recommendation 2 
The Working Party recommends that the New South Wales Government through the Australian 
Health Ministers’ Forum explore avenues for greater flexibility in new medication registration by the 
TGA based on the clinical needs of special populations. 
 
Recommendation 3 
The Working Party recommends that the Government consider funding or otherwise facilitating 
surveys of current medical users of cannabis and their carers to obtain an indication of how many 
persons are at risk of criminal prosecution for medical use of cannabis. 
 
Recommendation 4 
The Working Party recommends that the Government consider funding or otherwise facilitating 
surveys of potential medical users of cannabis and cannabinoids to obtain an indication of how 
many persons would wish to use cannabinoids for medical purposes under a more favourable 
regulatory regime. 
 
Recommendation 5 
The Working Party recommends that randomised controlled clinical trials, and controlled studies in 
individual patients, be conducted on the therapeutic efficacy of cannabis and cannabinoids. 
 
Recommendation 6 
It urges the NSW government to consider funding or otherwise facilitating research for this 
purpose. 
 
Recommendation 7 
The Working Party recommends that the NSW Drugs Misuse and Trafficking Act 1985 be 
amended to ensure that there are no legal obstacles to the conduct of such trials. 
 
Recommendation 8 
That additional research be conducted into the basic chemistry and pharmacology of cannabinoids 
with the aim of developing cannabinoids that have therapeutic effects and that may be delivered 
more safely and effectively than by smoking cannabis. 
 
Such research could be undertaken through the following avenues: 

 
• either investigator-initiated or proposal requests from the National Health and Medical 
• Research Council peer-reviewed system; 
• funding from the Ministerial Council on Drug Strategy/ Intergovernmental Committee on 

Drugs; 
• small grants provided by the State government for researchers to develop more detailed 
• proposals to be funded through mechanisms for peer-reviewed research. 
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Recommendation 9 
The Working Party is in sympathy with the motivation and spirit of the recommendations in the 
Institute of Medicine and House of Lords reports. Accordingly, it recommends the introduction in 
NSW of a compassionate regime to assist those suffering from the range of illnesses identified 
above to gain the benefits associated with the use of cannabis without facing criminal sanctions, 
pending the development of safer and more efficient methods to deliver cannabinoids. 
 
Recommendation 10 
That the Government consider licensing the supply, including the importation, of cannabis, but only 
for the purposes of the clinical trials proposed in Recommendation 5. 
 
Recommendation 11 
That a person should not be prosecuted if they have the prior medical certification from an 
accredited medical practitioner that they suffer from a medical condition that may benefit from 
cannabis use. 
 
Recommendation 12 
That the onus be placed on the medical user of cannabis plant material to establish evidence of 
medical certification before use. 
 
Recommendation 13 
That the conditions included under this certification should be: 
 

• HIV-related wasting and cancer-related wasting; 
• pain unrelieved by conventional treatments; 
• neurological disorders including (but not limited to) multiple sclerosis, Tourette’s 

syndrome, 
• and motor neurone disease; 
• nausea and vomiting in cancer patients undergoing chemotherapy which does not 

respond to conventional treatments. 
 
That, as this list may need to be amended in the light of further medical research, it should be 
specified by regulation rather than by primary legislation. 
 
Recommendation 14 
That certification be extended to the possession and use of small amounts of cannabis for medical 
use by patients. 
 
Recommendation 15 
That the “small” amount of cannabis for the possession and use exemption should correspond to 
the small amount in the NSW Drugs Misuse and Trafficking Act 1985. At present this is 30 grams 
of cannabis leaf, 5 grams of cannabis resin, and 2 grams of cannabis oil. 
 
Recommendation 16 
That certification be extended to the growing of small amounts of cannabis for medical use by 
patients in their own homes. 
 
Recommendation 17 
That, although the “small” amount of cannabis, as defined under the Drugs Misuse and Trafficking 
Act is five plants, consideration be given to lowering this limit for medical certification by allowing 
cultivation of up to five plants under 25 cm but only two above that height. 
 
Recommendation 18 
That no consideration should be given to altering the law to allow “compassion clubs” to operate 
legally. 
 
Recommendation 19 
That the possession, supply, administration and cultivation of cannabis for personal medical use 
by patients with one of the specified conditions only be considered lawful if the patient possesses a 
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certificate to this effect from an accredited medical practitioner; and that this certificate should be 
renewed every six months. 
 
Recommendation 20 
That “accredited medical practitioners” be trained in the following. 
 

1. Certification of patients with: 
 

• HIV- or cancer-related wasting; 
• nausea secondary to chemotherapy that is unresponsive to conventional treatments; 
• neurological disorders such as multiple sclerosis; 
• pain that is unresponsive to conventional treatment. 

 
2. Counselling patients about the health risks of cannabis smoking. 

 
Recommendation 21 
That legislative safeguards be established to ensure that no civil or criminal liability is incurred by 
any person authorised to medically certify cannabis, or assist in the proper medical certification of 
cannabis for recognised therapeutic purposes, if the certifier had reasonable grounds to believe 
that the patients had given informed consent. 
 
Recommendation 22 
That certification which renders lawful the possession, supply, administration and cultivation of 
cannabis be extended to carers of patients who are too ill or debilitated to obtain cannabis or to 
cultivate cannabis plants for their own use, as long as stringent criteria for extending this 
certification are met. 
 
Recommendation 23 
That, if the recommendations in this report are adopted, the NSW Government conduct 
educational campaigns to inform the following people: 
 

• patients who may qualify for certification; 
• medical practitioners; 
• the public in general. 

 
of the benefits and possible risks of cannabis use for medical purposes, and of the implications of 
any legislative changes which may have to be introduced. 
 
Recommendation 24 
That the Government consult with patients, carers, prescribers and other affected parties on the 
proposed changes and conduct a formal evaluation of the operation of the legislation after a trial 
period of two years. 
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