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Executive Summary

National Multiple Sclerosis Society recommendations are firmly rooted in the basic and clinical 
information available from studies to date and in their limitations. Although it is clear that 

cannabinoids have potential both for the management of MS symptoms such as pain and spasticity, 
as well as for neuroprotection, the Society cannot at this time recommend that medical marijuana 
be made widely available to people with MS for symptom management. This decision was not only 
based on existing legal barriers to its use but, even more importantly, because studies to date do 
not demonstrate a clear benefit compared to existing symptomatic therapies and because issues of 
side effects, systemic effects, and long-term effects are not yet clear. This situation might change, 
should better data become available that clearly demonstrate benefit.

Key recommendations for research priorities include:

u	Better study outcome measures need to be developed.

u	A consensus is needed on standards for trial design to test the efficacy of cannabinoids for 
symptomatic management.

u	Because inhaled smoked cannabis has more favorable pharmacokinetics than administration 
via oral or other routes, research should focus on the development of an inhaled mode of 
administration that gives results as close to smoked cannabis as possible.

u	Longer-term side effect data need to be obtained.

u	There are sufficient data available to suggest that cannabinoids may have neuroprotective 
effects that studies in this area should be aggressively pursued.
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Introduction

Standard therapies often provide inadequate relief for the symptoms of MS and can be limited by 
side effects. As a result, people with MS experiment with many alternative therapies including 
cannabis. There are numerous anecdotal reports of self-medication with cannabis by people with 
MS to treat symptoms, particularly pain and spasticity, and an estimated 15% of people with the 
disease use cannabis for symptom relief. As a result, basic and clinical research to date have been 
driven at least in part by patients’ use of “street” marijuana, with varying levels of active 
cannabinoids, for self-medication.

Despite anecdotal suggestions and some evidence from clinical research that cannabis and its major 
components, the cannabinoids, have beneficial effects on MS symptoms, clinical trials have not 
provided conclusive objective evidence for such beneficial effects. This inability to conclusively 
demonstrate a beneficial effect of the cannabinoids on MS appears to be due to a number of factors, 
discussed below.

There is some clinical evidence for effectiveness in central pain, and both animal and subjective 
human data for effectiveness in spasticity. Many studies that failed to show a statistically significant 
effect have shown a trend toward efficacy. An oromucosal spray formulation of tetrahydrocannabinol 
(THC) 2.7 mg and cannabidiol 2.5 mg per spray, active ingredients in cannabis, has been approved in 
Canada for use in managing central pain associated with MS.

An unexpected result of basic research, as well as some evidence from clinical trials, led to the 
discovery that cannabinoids may also reduce neuronal damage through acute or chronic mechanisms 
and promote synaptic plasticity, thereby possibly limiting disease progression, perhaps as an add-on 
to other treatments. In some ways this is even more exciting than its effects on symptoms such as 
pain and spasticity. Of particular interest, low chronic stimulation may be sufficient for neuroprotection, 
in contrast to symptomatic effects that typically require doses that are often associated with 
psychotropic effects. Similar results have been seen in a motor neuron disease model (amyotrophic 
lateral sclerosis), with less axonal loss in cannabis-treated animals.

Basic Science

The hemp plant (Cannabis sativa) is the source of a set of over 60 oxygen-containing aromatic 
hydrocarbon compounds known as cannabinoids. Modern research into the purported therapeutic 
effects of the cannabinoids began in the 1960’s with the identification of delta-9-tetrahydrocannabinol 
(THC) and cannabidiol (CBD) as the major psychoactive and non-psychoactive cannabinoids, 
respectively.

Cannabis research gained legitimacy with the discovery of cannabinoid receptors in the 1990s. 
The cannabinoid receptor CB1 is widely expressed throughout the CNS, and seems to modulate 
psychoactive effects, motor control, memory processing, and pain. The endocannabinoids that are 
the natural ligands for the CB1 receptor are part of an endogenous physiologic system for regulating 
synaptic neurotransmission, analogous to that of opioids.

The distribution pattern of the CB1 receptors suggests that the typical effects of cannabinoids on 
cognition, memory, and motor performance could be mediated by their effects on cortical, 
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hippocampal, basal ganglia, and cerebellar sites. These receptors are densely concentrated on 
output neurons in the outflow relay stations of the basal ganglia (substantia nigra and globus 
pallidus), where they are well placed to affect movement control; receptors are sparser in most parts 
of the brain stem and spinal cord. Their presence in the nociceptive pathways of the brainstem and 
spinal cord suggests that they participate in a natural analgesic system.

Clinical Studies

The data from clinical studies are frustratingly unclear compared with basic science data that indicate 
a clear efficacy of both cannabis and its derivatives on a variety of symptoms. Nonetheless, there is a 
general trend toward efficacy in groups receiving cannabis through either oral or sublingual routes, 
but only at doses high enough to produce psychoactive side effects; there is none-to-marginal 
efficacy according to clinically assessed scales at lower doses. Psychoactive effects include a mildly 
euphoric “high” with slight changes in motor and cognitive function. Unpleasant effects include 
anxiety, panic, and paranoia; acute psychosis and hallucination; delusions are occasionally seen.

Two major reasons why clinical studies have consistently failed to achieve a positive result with their 
major endpoints appear to be that a) the clinical endpoints are not particularly responsive to drug 
treatments, and b) patient reports of a beneficial effect of cannabis are based on smoking as the 
mode of delivery, whereas clinical studies have primarily used oral administration. Inhaled cannabis 
has a higher bioavailability due to the high fat solubility of the cannabinoids and their rapid movement 
directly from the lungs to the heart; then to the general circulation, a substantial portion of which 
goes directly to the central nervous system. This is as compared to the longer route taken by orally 
ingested material, which must pass through the liver, where the active drug is subject to significant 
“first-pass” metabolism, before reaching the heart, lungs, and eventually the brain. The time to peak 
level for smoked cannabis is 7–8 minutes as opposed to 1–3 hours for orally administered drug, and 
its absorption phase lasts 1 hour as compared to 2–5 hours with oral administration. The effect of 
smoked cannabis may thus be to provide a “hit” that is at least partly responsible for the anecdotal 
reports of symptomatic benefit. There is also evidence that heating of the compounds has some 
effect as it converts THC-acid to THC, for example.

The earliest reports on the benefits of cannabis on MS symptoms were anecdotal (Clifford, 1989; 
Meinck et al., 1989; Consroe et al., 1997). They were followed by small studies on the effect of orally 
administered THC on spasticity, which used the Ashworth spasticity scale (an ordinal scale of tone, 
rated from 0–4) with conflicting results (Petro, 1980; Petro and Ellenberger, 1981; Ungerleider et al., 
1987; Killestein et al., 2002), and largely failed to demonstrate significant improvements on outcome 
measures despite, in many cases, patient perceptions of a reduction in pain and spasticity.

More recent studies (Vaney et al., 2004), using synthetic or purified tetrahydrocannabinol, also failed 
to show a significant improvement based on the Ashworth scale, although patients reported 
subjective improvements in mobility and diminished spasm frequency. A similar lack of benefit 
compared to placebo was found for tremor (Fox et al., 2004).

The CAMS (Cannabis in MS) study (Zajicek et al., 2003), the first large-scale study of the effect of 
cannabinoids on MS symptoms, involved 667 people and compared the synthetic THC molecules 
Marinol® and Cannador® to placebo. There was no statistically significant improvement in spasticity, 
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the primary outcome measure, and no effect on tremor. Patients self-reported improvements in 
pain, muscle spasms, spasticity, and sleep disturbance, and a beneficial effect on walking time was 
evident in both treatment groups (Zajicek et al., 2003). Furthermore, beneficial effects on urge 
incontinence were reported (Freeman et al., 2006). As with other studies, a basic problem may have 
been the use of the Ashworth scale as its primary measure. More encouraging was the 1-year 
followup of the CAMS study, in which two thirds of the original patients opted to continue; objective 
improvements on both spasticity (Ashworth Scale) and general disability indices were reported as 
well as improvements on pain and tremor (Zajicek et al., 2003, 2005). Following up on CAMS, a new 
study, CUPID (Cannabinoid Use in Progressive Inflammatory brain Disease) has started. This trial 
aims to recruit 500 people with primary or secondary progressive MS from around 25 hospitals 
across the UK.

Sprays such as Sativex® have better pharmacokinetics than ingested agents, although not as 
favorable as for smoked cannabis; because it is administered oromucosally, direct delivery to the 
blood and much greater dose-titration are possible. Several studies (Wade et al., 2003; Wade et al., 
2004; Notcutt et al., 2004; Collin et al., 2007) tested the effects of Sativex® on spasticity and pain. 
There was an improvement in patient-assessed scores, but again no improvement in spasticity was 
seen as measured by the Ashworth scale. A report by Collin and colleagues (2006) of a 15-week 
multi-center, double-blind, randomized, placebo-controlled, parallel group study with Sativex 
involving 337 patients showed a statistically significant improvement in spasticity scores with 
active treatment. A 2005 single-center, 5-week, randomized, double-blind, placebo-controlled, 
parallel group study by Rog et al. led to the approval of Sativex in Canada for the treatment of 
central pain associated with MS. It was concluded that Sativex “may be useful as an adjunctive 
treatment for symptomatic relief of neuropathic pain in MS in adults.” An open-label extension 
study is now ongoing.

A study on the effect of inhaled marijuana vs. oral dronabinol and placebo on MS spasticity by Agius 
et al. (personal communication) was designed to overcome many of the issues that affect the design 
and interpretation of clinical studies and is currently in progress. Instead of the Ashworth scale, 
spasticity is rigorously and objectively defined as increased muscle tone in which there is velocity-
dependent resistance to movement of a joint as a result of increased muscle stretch reflexes; the 
outcome measure is a decrease in this resistance, measuring the movement of limb across the knee 
joint. 

Secondary endpoints include:

u	EMG 

u	Ashworth score

u	EDSS (Expanded Disability Status Scale, an ordinal clinical rating scale ranging from 0 [normal 
neurological exam] to 10 [death due to MS])

u	MSFC (MS Functional Composite: includes the PASAT [Paced Auditory Serial Addition Task] to 
evaluate cognitive function, 25-foot ambulation test and 9-hole peg test to evaluate arm/
hand function
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u	MSQLI (MS Quality of Life Inventory, which includes a pain questionnaire, vital signs and 
physical exam). 

The study has three arms, with oral (via an oromucosal spray) and smoked components 
(permission was obtained from California agencies for the use of smoked cannabis) plus placebo: a) 
oral treatment active, smoked inactive, b) smoked treatment active, oral inactive, and c) both 
inactive. This study was completed March 31, 2008.

Neuroprotection

In addition to their effects on MS symptoms, it now appears that cannabinoids may reduce neuronal 
damage and thereby could limit disease progression (Pryce et al., 2003; Jackson et al., 2005). Of 
particular interest, chronic low-level stimulation may be sufficient for neuroprotection, in contrast to 
the psychotropic doses required to achieve symptomatic effects.

These neuroprotective effects appear to be related to effects on ion channels and the production of 
free radicals, and it is possible that the same mechanisms—possibly involving glutamate or 
calcium—could underlie both its neuroprotective and psychotropic effects.

Risk/Benefit Analysis, Safety Studies, and Systemic Risks

A balanced assessment of the risk/benefit ratio for cannabinoids in MS is still difficult to make. 
Dosing/constituent issues, doubts about preferred administration routes, inconsistent or poorly 
chosen outcome measures, patient heterogeneity, drop-outs, and inappropriate masking all limit 
the interpretation of the clinical trial data reported to date. In the absence of conclusive data, the 
heated political and scientific debate is likely to continue. A clear priority is to determine what 
additional evidence is needed to properly evaluate the risk/benefit situation with cannabinoids.

For example, since low doses that do not involve major side effects may provide neuroprotection, as 
compared to the higher doses needed for effects on pain and spasticity but that are associated with 
numerous side effects, symptomatic usage may pose greater concerns relating to risk/benefit issues. 

u	Cognitive Issues.  Due to the prevalence of cognitive deficits in MS, it is especially important 
to demonstrate whether cannabis usage might worsen this situation, especially in the longer 
term. It is clear that cognitive side effects occur with short-term use in dosages that provide 
symptom relief, including impaired memory and perception of time, and dissociation. What 
is not yet known is the cognitive risk of long-term use for symptom management, and what 
might be the possible longer-term cognitive effects of short-term use. One recent small study 
reported increased deficits in verbal memory and psychomotor speed in long-term cannabis 
users (Messinis et al., 2006). Although it is important to determine the psychological effects 
of cannabinoids, to keep this in perspective, it must be remembered that many existing 
drugs used in MS have effects on cognition. To date, the trials with cannabinoids have not 
found significant adverse cognitive effects, but a recent report (Moore et al., 2007) suggests 
the risk of psychotic illness in later life.
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u	Fine Motor Skills.  A performance study on pilots in flight simulators showed a severe 
impairment in fine motor skills. For this reason, cannabis intoxication in drivers is treated 
legally like alcohol intoxication in the UK.

u	Toxicity.  All cannabinoids are fat-soluble, and toxicity increases with time because they 
accumulate in fatty tissues.

u	Teratogenicity.  Animal studies have indicated a risk for teratogenicity with cannabis, and 
patients in current studies are required to wait three months from the end of the study 
before becoming pregnant.

u	Cancer.  Despite the inherent risk of inhaling hydrocarbons, to date there has been no 
confirmed association of smoked cannabis with an increase in oral, esophageal, pulmonary, 
or other cancers in long-term smokers (Mehra et al., 2006). It is difficult to obtain evidence in 
this area given that marijuana is illegal in most countries and that patients are not likely to be 
forthcoming about usage. In Spain, there are currently ongoing trials on the ability of THC to 
control some forms of brain tumors.

NMSS Recommendations and Future Research

It is now clear that a number of problems are associated with clinical studies of cannabis usage in 
MS; these need to be addressed in a systematic fashion.

u	A problem in most studies to date is the lack of sensitive, objective and well validated 
endpoints. The Ashworth scale, used in most studies that tested the effects of cannabinoids 
on spasticity, is not sufficiently sensitive to provide useful results. The same issue is 
encountered in studies of the benefit of cannabinoids on pain. This has led to inconclusive 
results, with even those studies using large numbers of patients failing to meet their 
objectives. This and other design issues affect obtaining “some” versus “convincing” evidence 
in support of cannabis usage in MS. Improvements in trial design and outcome measurements 
are likely to be important in clarifying the true effectiveness of cannabinoids in managing the 
symptoms of MS and in the area of neuroprotection (Hobart et al., 2006).

u	Methodological issues and study design are an ongoing problem, and researchers encounter 
a number of difficulties in designing clinical studies of cannabinoids. It is especially difficult 
to control for their mood-enhancing effects. One way to overcome this might be to ensure 
that assessment of the primary outcome measure is performed by an “assessing individual” 
who is blinded to any medication side effects, and different from the “treating physician,” 
who may adjust dose and monitor adverse effects. One possible way to do this would be to 
develop a measuring device that is not dependent on the assessor.

u	The inclusion of patients with a wide degree of variability in EDSS score in many of the 
spasticity studies done to date could confound the interpretation of study data. Descending 
inhibitory influences generated by cannabinoids could also fail to affect spasticity in people 
with severe spinal cord pathology, because transmission through the spinal cord is impaired.
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u	The route of administration and the great intra- and inter-individual variation in absorption 
makes it difficult to compare results from different studies. This is especially a problem when 
trying to compare patient reports of benefit using smoked cannabis versus studies using 
other modes of administration. Better methods are needed to quantify the amount of 
product delivered. A metered dose may be more easily obtained with sprays, mucosal 
administration, or the use of a vaporizer. However, this does not completely solve the 
problem; the device used to deliver Sativex® is metered, yet even with this there is a great 
variety in how different individuals tolerate cannabinoids.

u	Placebo effects tend to be high in all clinical studies, but trials are particularly difficult to 
perform with drugs such as cannabinoids, because it is almost impossible to produce an 
adequate placebo—particularly when inhalation is the route of administration—as patients 
may be well aware of the drug’s smell, taste, and psychoactive effects.

u	Its use also often leads to weight gain due to an increase in appetite, and excretion of 
cannabis breakdown products in sweat also produces a noticeable change in body odor. 
Emphasis needs to be placed on developing a product that can be used as a control that will 
at least partially mimic the effect of cannabis.

u	The difficulty in blinding makes it extremely difficult to interpret results.

u	Studies are needed to quantify the neuroprotective effects of the cannabinoids. Given a) the 
favorable effects observed in animal studies, b) the immunosuppressive and neuroprotective 
potential of cannabinoids, and c) anecdotal reports from patients with MS that cannabis 
reduces the frequency of their MS attacks, future studies on neuroprotection need to be 
designed in a fashion similar to those done for the existing disease-modifying therapies. 
This should include EAE animal model studies and the development of a more expeditious, 
streamlined approval process for performing the studies that includes more active 
mechanisms for oversight.

u	There are distinct ligands for THC, the active compound in cannabis, yet smoked cannabis 
contains at least 400 compounds. It is not clear whether at least some of the benefit of 
smoked cannabis is due to a synergy between THC and other substances. Additionally, given 
the large number of cannabinoids available, the question needs to be asked as to which 
components should be selected for trials and, if selected, in what proportion should the 
components be administered.

u	There is concern about the long-term effects of cannabis, especially on cognitive performance. 
Additionally, the possible development of tolerance is of concern, because it could limit the 
effects of regular doses. Repeated use induces considerable tolerance to the behavioral and 
pharmacologic effects within days or weeks.

u	Animal models have to date had only limited usefulness in predicting clinical results. 
A priority should be to develop models that can better study the psychotropic effects of 
the cannabinoids; e.g., can we study cognitive issues in animals? In terms of cannabis and 
spasticity, there has only been one animal model system described. The only available 
comparative experimental data show that baclofen, cannabis extract and THC have the 
capacity to affect limb stiffness.
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u	New agents need to be identified, and extensive screening studies are already underway. 
Potentially useful agents should be studied in animals, including research designed to 
determine possible psychotropic effects.

u	Better patient selection for clinical studies is a priority. For example, studies to date have 
often involved patients with different degrees of symptoms, e.g., spasticity, and different 
EDSS scores (although all studies involved ambulatory patients). This makes it difficult to 
evaluate the data and may obscure significant effects on subpopulations. It should be 
possible to find subpopulations that are more likely to demonstrate benefit, and data from 
current and recent studies should be examined to see if a post-hoc study might identify 
groups that would be predicted to respond.

u	Ways are needed to minimize the effects of self-selection. For example, most studies have 
required that participants refrain from driving for the duration of the study, making it difficult 
to recruit patients who are working or otherwise at an EDSS level that permits them to 
continue driving.

References
Clifford DB. THC for tremor in MS. Ann Neurol 1989; 13:669.

Collin C, Ambler Z, Kent R. A randomized controlled study of Sativex in patients with symptoms of 
spasticity due to multiple sclerosis. Mult Scler 2006; 12(S1):S228–S229.

Collin C, Davies P, Mutiboko IK, et al. Sativex spasticity in MS Study Group. Randomized controlled 
trial of cannabis-based medicine in spasticity caused by multiple sclerosis. Eur J Neurol 2007; 
14:290–296.

Collin C, Tun P, Serpell MG, et al. A cannabis based medicine (Sativex) has sustained efficacy in the 
treatment of spasticity in multiple sclerosis. J Neurol Neurosurg Psychiatry 2005; 76(9):1316.

Consroe P, Musty R, Rein J, et al. The perceived effects of smoked cannabis on patients with multiple 
sclerosis. Europ Neurol 1997; 38(1):44–48.

Fox P, Bain PG, Glickman S, et al. The effect of cannabis on tremor in patients with multiple sclerosis. 
Neurology 2004; 62:1105–1109.

Freeman RM, Adekanmi O, Waterfield MR, et al. The effect of cannabis on urge incontinence in 
patients with multiple sclerosis: A multicentre, randomised placebo-controlled trial (CAMS-
LUTS). Int Urogynecol J Pelvic Floor Dysfunct 2006; 17:636–641.

Hobart JC, Riazi A, Thompson AJ, et al. Getting the measure of spasticity in multiple sclerosis: 
The Multiple Sclerosis Spasticity Scale (MSSS-88). Brain 2006; 129:224–234.

Jackson SJ, Diemel LT, Pryce G, Baker D. Cannabinoids and neuroprotection in CNS inflammatory 
disease. J Neurol Sci 2005 Jun 15; 233(1–2):21–25.

Killestein J, Hoogervorst ELJ, Reif M, et al. Safety, tolerability, and efficacy of orally administered 
cannabinoids in MS. Neurology 2002; 58:1404–1407.



Recommendations Regarding the Use of Cannabis in MS
page 9

From the National Clinical Advisory Board  
of the National Multiple Sclerosis Society

Mehra R, Moore BA, Crothers K. The association between marijuana smoking and lung cancer: 
A systematic review. Arch Intern Med 2006 Jul 10; 166(13):1359–1367.

Meinck HM, Schönle PW, Conrad B. Effects of cannabinoids on spasticity and ataxia in MS. J Neurol 
1989 Feb; 236(2):120–122.

Messinis L, Kyprianidou A, Malefaki S, Papathanasopoulos P. Neuropsychological deficits in long-term 
frequent cannabis users. Neurology 2006; 66:737–739.

Moore TH, Zammit S, Lingford-Hughes A, et al. Cannabis use and risk of psychotic or affective mental 
health outcomes: A systematic review. Lancet 2007 July; 370:319–328.

Notcutt W, Price M, Miller R, et al. Initial experiences with medicinal extracts of cannabis for chronic 
pain: Results from 34 ‘N of 1’ studies. Anaesthesia 2004 May; 59(5):440–452.

Petro DJ. Marijuana as a therapeutic agent for muscle spasm or spasticity. Psychosomatics 1980 Jan; 
21(1):81, 85.

Petro DJ, Ellenberger C Jr. Treatment of human spasticity with delta 9-tetrahydrocannabinol. J Clin 
Pharmacol 1981 Aug–Sep; 21(8–9 Suppl):413S–416S.

Pryce G, Ahmed Z, Hankey DJ, et al. Cannabinoids inhibit neurodegeneration in models of multiple 
sclerosis. Brain 2003; 126:2191–2202.

Rog, DJ, Nurmikko TJ, Friede T, Young CA. Randomized, controlled trial of cannabis-based medicine 
in centrral pain in multiple sclerosis. Neurology 2005; 65(6):812–819.

Ungerleider JT, Andyrsiak T, Fairbanks L, et al. Delta-9-THC in the treatment of spasticity associated 
with multiple sclerosis. Adv Alcohol Subst Abuse 1987; 7(1):39–50.

Vaney C, Gutenbrunner-Heinzel M, Jobin P, et al. Efficacy, safety and tolerability of an orally 
administered cannabis extract in the treatment of spasticity in patients with multiple sclerosis: 
A randomized, double-blind, placebo-controlled, crossover study. Mult Scler 2004; 10:417–424.

Wade DT, Makea P, Robson P, et al. Do cannabis-based medicinal extracts have general or specific 
effects on symptoms in multiple sclerosis? A double-blind, randomized, placebo-controlled 
study on 160 patients. Mult Scler 2004; 10:434–441.

Wade DT, Robson P, House H, et al. A preliminary controlled study to determine whether whole-
plant cannabis extracts can improve intractable neurogenic symptoms. Clin Rehabil 2003 Feb; 
17(1):21–29.

Zajicek J, Fox P, Sanders H, et al.; UK MS Research Group. Cannabinoids for treatment of spasticity 
and other symptoms related to multiple sclerosis (CAMS study): Multicentre randomized 
placebo-controlled trial. The Lancet 2003 Nov 8; 362(9395):1517–1526.

Zajicek JP, Sanders HP, Wright DE, et al. Cannabinoids in multiple sclerosis (CAMS) study: Safety and 
efficacy data for 12 months follow up. J Neurol Neurosurg Psychiatry 2005 Dec; 76(12):1664–1669.



Recommendations Regarding the Use of Cannabis in MS
page 10

From the National Clinical Advisory Board  
of the National Multiple Sclerosis Society

Alan J. Thompson, MD, FRCP, Chair
Garfield Weston Professor of Clinical Neurology  
and Neurorehabilitation
Institute of Neurology
Queen Square
London WC1N 3BG, United Kingdom
Phone: (44) 20 7837 3611 x3419   
Fax: (44) 20 7813 6605
E-mail: a.thompson@ion.ucl.ac.uk

Mark Agius, MD
Professor
Department of Neurology
UC–Davis School of Medicine
1515 Newton Court, Room 510
Davis, CA 95616-4859
Phone: (530) 681-2963  Fax: (530) 754-5036
E-mail: maagius@ucdavis.edu

John DeLuca, PhD, ABPP
Director of Neuroscience Research
Kessler Medical Rehabilitation Research and 
Education Corporation
1199 Pleasant Valley Way
West Orange, NJ 07052
Professor of Physical Medicine and Rehabilitation, 
and of Neurosciences
UMDNJ—New Jersey Medical School
Phone: (973) 530-3600
E-mail: jdeluca@kmrrec.org

Anthony Feinstein, MPhil, PhD, MRPsych, FRCPC
Professor
Department of Psychiatry
University of Toronto
2075 Bayview Avenue, Room FG38
Toronto, ON M4N 3M5, Canada
Phone: (416) 480-4216  Fax: (416) 480-4613
E-mail: ant.feinstein@utoronto.ca

Robert J. Fox, MD
Staff Neurologist and Medical Director
Mellen Center for Multiple Sclerosis
Cleveland Clinic Foundation
9500 Euclid Avenue, U-10
Cleveland, OH 44195-0001
Phone: (216) 445-6084  Fax: (216) 445-6259
E-mail: foxr@ccf.org

Gavin Giovannoni, MBBCh, PhD
Neuroinflammation Group
Department of Neuroinflammation
Institute of Neurology
University College London
Queen Square
London WC1N 3BG, United Kingdom
Phone: (44) 20 7679 4013  Fax: (44) 20 7278 6572
E-mail: g.giovannoni@ion.ucl.ac.uk

Ronald M. Kanner, MD, FAAN
Chair, Department of Neurology
Long Island Jewish Medical Center
27005 76th Avenue
New Hyde Park, NY 11040-1433
Phone: (718) 470-7311  Fax: (718) 347-3016
E-mail: rkanner@lij.edu

Patricia Kennedy, RN, ANP-C
16095 B Double Eagle Drive
Morrison, CO 80465
Phone: (303) 898-7825
E-mail: pkennedy@heuga.org

Mariko Kita, MD
Virginia Mason MS Center
Mailstop X7-NEU
1100 Ninth Avenue
P.O. Box 900
Seattle, WA 98111
Phone: (206) 341-0420
E-mail: mariko.kita@vmmc.org

Use of Cannabis in Multiple Sclerosis Task Force



Recommendations Regarding the Use of Cannabis in MS
page 11

From the National Clinical Advisory Board  
of the National Multiple Sclerosis Society

George Kraft, MD
Alvord Professor of MS Research
Department of Rehabilitation Medicine
The School of Medicine
University of Washington
Box 356490
1959 NE Pacific Street
Seattle, WA 98195
Phone: (206) 543-7272  Fax: (206) 685-3244
E-mail: ghkraft@u.washington.edu

Fred Lublin, MD
Saunders Family Professor of Neurology
Corinne Goldsmith Dickinson Center for Multiple 
Sclerosis
Mount Sinai Medical Center
5 East 98th Street, Box 1138
New York, NY 10029-6574
Phone: (212) 241-6854  Fax: (212) 423-0440
E-mail: fred.lublin@mssm.edu

Heidi Maloni, PhD, NP
National Clinical Nursing Director
Veteran Affairs Medical Center
MS Center of Excellence, East
50 Irving Street NW
Washington, DC 20422
E-mail: hedi.maloni@va.gov

Aaron Miller, MD
Professor of Neurology
Department of Neurology
Mount Sinai School of Medicine
5 East 98th Street, Box 1138
New York, NY 10029
Phone: (212) 241-6854  Fax: (212) 241-4460
E-mail: aaron.miller@mssm.edu

Paul W. O’Connor, MD, MSc, FRCPC
Chief, Division of Neurology, and Director,  
MS Clinic and Research
St. Michaels Hospital
30 Bond Street, Suite 3 007, Shuter Wing
Toronto, ON M5B 1W8, Canada
Phone: (416) 864-5830  Fax: (416) 864-5147
E-mail: oconnorp@smh.toronto.on.ca

Randall Schapiro, MD
Director
The Schapiro Center for MS at  
The Minneapolis Clinic of Neurology
4225 Golden Valley Road
Golden Valley, MN 55422
Phone: (763) 302-4199  Fax: (612) 672-6504
E-mail: schap003@umn.edu

Charles R. Smith, MD
NeuroCenter Medical Clinic, Inc.
Murrieta Clinic
25485 Medical Center Drive, Suite 208
Murrieta, CA 92562
Phone: (951) 696-1818  Fax: (951) 696-2939



Recommendations Regarding the Use of Cannabis in MS
page 12

From the National Clinical Advisory Board  
of the National Multiple Sclerosis Society

Aaron Miller, MD, Chair
Professor of Neurology
Department of Neurology
Mount Sinai School of Medicine
5 East 98th Street, Box 1138
New York, NY 10029
Phone: (212) 241-6854  Fax: (212) 241-4460
E-mail: aaron.miller@mssm.edu

Bruce Cohen, MD
Professor, Department of Neurology
Northwestern University Medical School
710 North Lake Shore Drive
Abbott Hall 1121
Chicago, IL 60611
Phone: (312) 908-8266
E-mail: bac106@northwestern.edu

Jeffrey Cohen, MD
The Mellen Center U-10
Cleveland Clinic Foundation
9500 Euclid Avenue
Cleveland, OH 44195
Phone: (216) 445-8110  Fax: (216) 445-6259
E-mail: cohenj@ccf.org

Corey Ford, MD, PhD
Department of Neurology
University of New Mexico Medical Center
1201 Yale Boulevard, NE
Albuquerque, NM 87131
Phone: (505) 272-8132  Fax: (505) 272-4056
E-mail: cford@salud.unm.edu

Andrew Goodman, MD
Professor of Neurology
Department of Neurology
University of Rochester Medical Center
601 Elmwood Avenue, Box 605
Rochester, NY 14642
Phone: (716) 275-6671  Fax: (716) 442-9480
E-mail: agoodman@mail.neurology.rochester.edu

Barbara Green, MD
St. John’s Mercy Medical Center
621 South New Ballas Road, Suite 5003B
St. Louis, MO 63141
Phone: (314) 569-6507  Fax: (314) 995-4331
E-mail: bjgreenmd@aol.com

Kenneth Johnson, MD
Maryland Center for Multiple Sclerosis
11 South Paca Street, 4th Floor
Baltimore, MD 21201
Phone: (410) 328-7601  Fax: (410) 328-5425
E-mail: kjohnson@som.umaryland.edu

Robert Lisak, MD
Chair, Department of Neurology
The School of Medicine
Wayne State University
4201 St. Antoine, 8D-UHC
Detroit, MI 48201
Phone: (313) 577-1249  Fax: (313) 745-4216
E-mail: rlisak@med.wayne.edu

Fred Lublin, MD
Saunders Family Professor of Neurology
Corinne Goldsmith Dickinson Center for  
Multiple Sclerosis
Mount Sinai Medical Center
5 East 98th Street, Box 1138
New York, NY 10029-6574
Phone: (212) 241-6854  Fax: (212) 423-0440
E-mail: fred.lublin@mssm.edu

Henry McFarland, MD
Neuroimmunology Branch
NINDS—National Institutes of Health
Building 10, Room 5B-16
9000 Rockville Pike
Bethesda, MD 20892
Phone: (301) 496-1801  Fax: (301) 402-0373
E-mail: mcfarlandh@ninds.nih.gov

This advisory statement was approved by the Executive Committee of the National Clinical 
Advisory Board of the National Multiple Sclerosis Society:



Recommendations Regarding the Use of Cannabis in MS
page 13

From the National Clinical Advisory Board  
of the National Multiple Sclerosis Society

Deborah Miller, PhD
Director of Comprehensive Care
Mellen Center for MS Treatment and Research
Mellen Center U-10
Cleveland Clinic Foundation
9500 Euclid Avenue
Cleveland, OH 44195
Phone: (216) 444-8637  Fax: (216) 444-7013
E-mail: millerd@ccf.org

Randall Schapiro, MD
Director, The Schapiro Center for MS at  
The Minneapolis Clinic of Neurology
4225 Golden Valley Road
Golden Valley, MN 55422
Phone: (763) 302-4199  Fax: (612) 672-650
E-mail: schap003@umn.edu

Randolph Schiffer, MD
Texas Tech Health Sciences Center
3601 4th Street
Lubbock, TX 79430-0001
Phone: (806) 743-2820  Fax: (806) 743-2784
E-mail: randolph.schiffer@ttuhsc.edu

Jerry Wolinsky, MD
University of Texas Health Sciences Center
Director, Multiple Sclerosis Research Group and 
Magnetic Resonance Imaging Analysis Center
University of Texas Health Science Center
6431 Fannin Street
Houston, TX 77030
Phone: (713) 500-7135  Fax: (713) 500-7041
E-mail: jerry.s.wolinsky@uth.tmc.edu

Staff

Dr. Nancy Holland
Vice President, Clinical Programs
National Multiple Sclerosis Society
733 Third Avenue, 3rd Floor
New York, NY 10017
Phone: (212) 476-0453  Fax: (212) 476-0485
E-mail: nancy.holland@nmss.org

Dr. John Richert
Executive Vice President
Research and Clinical Programs
National Multiple Sclerosis Society
733 Third Avenue, 3rd Floor
New York, NY 10017
Phone: (212) 476-0423  Fax: (212) 986-7981
E-mail: john.richert@nmss.org

Dr. Diana Schneider
DiaMed, LLC
150 East 61st Street
New York, NY 10021
Phone: (212) 752-2098
E-mail: dschneider@diamedicapub.com

Marinol is a registered trademark of Unimed Pharmaceuticals, Inc.
Sativex is a registered trademark of GW Pharmaceuticals

© 2009 National Multiple Sclerosis Society. All rights reserved.


