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TASKFORCE REMIT

To prepare IASP’s position statement on
cannabis and cannabinoid analgesia.

Tree Jcusiily ol Tt A

— Rigorously and transparently appraise the relevant ik ¥
preclinical and clinical evidence for benefit and \ ISP Proaidenia Task Forge on

. Cannabis and
harm ‘. Cannabinoid Analgesia

— Publish outputs of the evidence appraisal and a
research agenda required to fill knowledge gaps

— Reach consensus on the Position Statement

We did not consider:
* “Recreational” use and laws
* Medical use for indications other than pain

* Clinical guidelines on prescribing etc
@ .NTﬁDﬁSgDN




Cannabinoids Are Broadly Defined As Constituents Of Cannabis Or
Synthetic Compounds With Pharmacological Activity On The
Endocannabinoid System

e “Medical or medicinal cannabis” - cannabis plants, plant material, or full
plant extracts when used for medical purposes, but which do not have
regulatory approval for marketing as a therapeutic.

e “Medicinal cannabis extracts” (also known as licensed cannabis-based
medicines) - preparations derived from cannabis plants and which have
regulatory approval for marketing as a therapeutic.

* Synthetic cannabinoids - pharmacologically active compounds, usually
having affinity for and activity at cannabinoid receptors, which may have
regulatory approval for marketing as a therapeutic.



PAIN 2021:162:S5-25

Cannabinoids, the endocannabinoid system, and
pain: a review of preclinical studies

David P. Finn®*, Simon Haroutounian®, Andrea G. Hohmann®, Elliot Krane®, Nadia Soliman®, Andrew S.C. Rice®
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Sites Of Potential Analgesia

Action Of Cannabinoids
Finn et al PAIN 2021;162:55-25

Slide courtesy of Prof David Finn, U. Galway
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PAIN 2021:162:526-44

Systematic review and meta-analysis of
cannabinoids, cannabis-based medicines, and
endocannabinoid system modulators tested for
antinociceptive effects in animal models of injury-
related or pathological persistent pain

Nadia S{Jli'ﬂa'la'l'. Siman Haroutounian®, Andrea G. Hohmann®, Elliot Krane®, Jing Liarue. Malcolm Ma{:leade.r
1 1 Daniel Segelcke', Christopher Sena®, James Thomas®, Jan Vollert®, Kimberley Wever", Harutyun Alaverdyan®,

Nadla SOhman PhD Ahmed Barakat", Tyler Barthlow', Amber L. Harris Bozer®, Alexander Davidson', Marta Diaz-delCastilla’,
Antonina Dolgorukova™, Mehnaz |. Ferdousi”, Catherine Healy", Simon Hong®, Mary Hopkins”, Arul James®,
Hayley B. Leake®, Nathalie M. Malewicz®, Michagl Mansfield', Amelia K. Mardon®, Darragh Mattimoe”,
Daniel P. McLoong", Gith Noes-Holt”, Esther M. Pogatzki-Zahn', Emer Power”, Bruno Pradier’, Eleny Romanos-
Sirakis"", Astra Segelcke®, Rafael Vinagre¥, Julio A. Yanes?, Jingwen Zhang™®, Xue Ying Zhang®, David P. Finn",
Andrew S.C. Rice®

» Population: any injury-related or pathological persistent pain model. Persistent
pain was described as typically studied over a period of hours, days, weeks, or
months, and therefore for inclusion, a minimum experiment length of 1 h.

« Intervention: any cannabinoid, cannabis-based medicine or endocannabinoid
system modulator administered to assess antinociceptive effect.

» Comparison: a separate cohort of animals in which the model was induced and
was given a vehicle control treatment.

* QOutcome: any pain-associated behavioural outcome measures
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Systematic Review and Meta-Analysis

Model Type Num.ber of Number of PAIN

Studies | Nested s o aoes tatings, and
Comparisons endocannabinoid system modulators tested for

inflammation 434 467 R i e

Nerve injury 348 413 “’

Formalin 223 235 e co

Chemotherapy 112 128

Diabetes 63 74

Cancer 57 65

Post-operative 27 52

Visceral inflammation 20 31

Chemical cauterization 1 16

Migraine 9 13 Mean SMD=1.321 psesci12m- vy

HIV 4 11

Capsaicin 5 9

Heat injury 2 7

Multiple sclerosis 6 7 |

Musculoskeletal 2 4 |

Antiretroviral 1 3 : :

Burn injury 1 3 I iMi | | |

Mustard-oil 3 3 10 0 10 20 30

Sickle cell disease 2 2

SMD Effect Size



Drug Class

Studies
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CBD B 112  [0.84,1.40] 383 41
CB1 receptor agonist 118  [0.96;1.40] 2021 194
FAAH inhibitor E 1.21 [0.84;1.59] 1270 114
Manoacylglycerol lipase inhibitor —= 1.31  [0.55,2.06] 151 16
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Clinical Evidence of Efficacy?
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PAIN 2021:162:569-79

Cannabinoids, cannabis, and cannabis-based
medicines for pain management: an overview of
systematic reviews

R. Andrew Moore®*, Emma Fisher®°, David P. Finn®, Nanna B. Finnerup®’, lan Gilron®™', Simon Haroutounian'¥,
Elliot Krane', Andrew S.C. Rice™, Michael Rowbotham™®, Mark WallaceP, Christopher Eccleston®:9

umber of reviews

I I I I I
1 2 3 45 6 7 8 9101112131415161718 19
Year (2000+)

57 Reviews published before January 2020
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0- T
All Cochrane Conflicted
Systematic reviews

Studies properly randomised
Studies properly double blind
Defined diagnostic criterion

Patient reported pain only Pain-specific quality metrics
Sensitivity analysis for small studies
Susceptibility to publication bias
Defined minimum pain intensity

Missing data - LOCF/Not mentioned or BOCF

0 20 40 60 30 10¢C Moore, Fisher at al for IASP Taskforce
Percentage reporting use of criterion
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Cannabinoids, cannabis, and cannabis-based
medicine for pain management: a systematic

2021:162:S45-66

review of randomised controlled trials

Emma Fisher®®*, R. Andrew Moore®, Mexandra E. Fogarty?, David P. Anr®, Nanna B. Rnnerup™®, lan Gilron™,
Simon Haroutounian™, Bliot Krane™™, Andrew 5.C. Rice”, Michasl Rowbotham™F, Mark WallaceS,

Christopher BEocleston™="

Inclusion criteria

= Randomised, double blind

Primary outcomes

30% and 50% pain reduction

Secondary outcomes

trial

= Any type /dose of medicinal .
cannabis, medicinal cannabis
extracts or synthetic °
cannabinoid. .

= Adults or children with any
type pain, but excluding
experimental pain

= Excluded studies <30
participants

Pain intensity difference (continuous
scale)

Disability

Emotional functioning

Carer Global Impression of Change
Quality of life

Adverse events

Requirement for rescue analgesia
Sleep duration and quality

Onset and duration of analgesic effect

Study quality

» Cochrane Risk of Bias Tool

* GRADE quality of evidence

 Pain specific criteria
monitored



§ Records identified through Additional records identified o .

B database searching through other sources Characteristics of studies

= (n =8608) (n=130)

3 Number of participants 7217
— * * Average attrition 14.4% (0-33%)
. Records after duplicates removed

(n = 7080) o >
% Female 54°%

oL

C

3 v Age 51 years

A Records screened .| Records excluded - - .

(n =7080) (n = 6915) Pain condition
— Neuropathic pain 13 studies
Full-text articles Full-text articles H

Z assessed for eligibility > excluded, with Cancer 6 studies

3 (n = 165 studies) reasons

H (n=129) Acute pain after surgery 4 studies

l 15 trials awaiting
classification = . )
- Studies included in 39 <30 at post- Multiple sclerosis 10 studies
. qualitative synthesis treatment
(n = 36 studies) 27 not pain conditions Other 3 studies
24 no pain outcome

3 l 21 conference

B o ] abstracts

F Studies included in 1 experimental pain

= quantitative synthesis 2 follow-up with single

. o (meta-analysis) arms
any pain condition - (n = 31 studies) o =
Cannabis and CBMs delivered Number of arms
Nabiximols 17
Cannabis 6
Rand (] lection bia . -
ancom sequence generation (selection bias) Palmitoylethanolamide 4
Allocation concealment (selection bias)
Blinding of participants and personnel (performance bias) Fatty acid amide hyd rolase inhibitors 3
Blinding of outcome assessment (detection bias) Dronabinol 2
Incomplete outcome data (attrition bias) Nabilone 2
Selective reporting (reporting bias) NN I
size [l Cannabinoid receptor agonist (AZD1940, 2
. . . . . GWS842166)
0x 25% 50% 75% 100X

[

[ Low risk of bias [ Unclear risk of bias [ Hish risk of bias THC congener (benzopyran peridine)




Figure 1. PRISMA flow chart of studiesFull-text articles excluded, with reasons
(n = 129)

15 trials awaiting classification

39 <30 at post-treatment

27 not pain conditions

24 no pain outcome

21 conference abstracts

1 experimental pain

2 follow-up with single arms
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Figure 1. PRISMA flow chart of studies
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Figure 1. PRISMA flow chart of studies                                                                              
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>30% Reduction In Pain Intensity

Placebo CBM Risk Difference Risk Difference Risk of Blas
Study or Subgroup  Events Total Evenis Total Weight M-H, Random, 95% CI M-H, Randam, 35% CI ABCDEFG
6.1.1 Acute pain
Jochimsen 1976 0 70 16 35 10008 011008032 :t 1780870
Subtotal (95% CI 70 1000% 001 [-0.09,0.32)
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Test for overall effeet: 2 = 1.11 (P = 0.27)
6.1.2 Cancar paln 2-5 weeks
Jehragn 2010 60 1z 58 41 0.18 [0.02, 0.34) i IEEEEY B
Pormnoy 2012 LU T I T sl I'!l 0.03 [-0.08,0.13] -‘; @177007
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Wibey 2013 LI T L I X 0.3310.15, 0.51] — B817118
Wilsey 2016 61 78 18 41 S06N 0.3 [0.16,051] — EEE TR 1]
Subtotal (35% CI) 152 79 100.0% 0.33 [0.20, 0.46] -
Tatal events. 104 2%
Heterogenelty: Tau* = 0.00; Ch* = 0,00, df = 1 (P = 0,96); F = 0N
Test for overall effect: 2 = 5.11 (F < 0.00001)
B.1.5 P&NMpi[M{ plln ol wekd
Andresen 2016 E T 6 34 1968 0.09[-0.25,0.07] —r EEETEET
HCTOO7 10424 54 148 58 148 2798 -0.04 [-0.15, 0.07] —r— IEEEEY B
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Serpell 2014 34 128 1§ 118 2698 0.10 j0.00, 0.21] [ B188707
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Test for overall effect: 2 = .58 (P = 0.55)
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Total event. 84 "
Heterogenely: Mot applicable
Test bor overall effect: 2 = 1.02 (P = 0.31)
6.1.7 MS spasticity pain outcome
Lajieek 2012 W 9 B0 10008 0.19 j0.07, 0.30] t BeGs00
Subtotal (95% CI 94 80 100.0% 0,19 [0.07, 0.30]
Total events 1] )
Hemrogenely: Not applicable
Test for overall effect: £ = 3.15 (P = 0.002}
6.1.8 M5 progression
Ball 2015 41 64 17 148 10008 -0.03 [-0.10, 0.05] ! 866007
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< 4 weeks
Berman 2004

NCT01606176

Condition

Brach Plex. Avul.

MS

Neuropathic Pain Trials
Author Reported Outcomes

Tx period N Design Intervention

2 wk 45 X-over Nabix THC:CBD 1:1
Nabix THC

3 wk 63 Para Nabix

Control Outcome

PBO

PBO
PBO

No benefit over PBO

No benefit over PBO
No benefit over PBO



ITT

0 .... ...---‘.....---......---.. * o @ ol & @& = @
c u

w1
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Eur J Pain. 2023:27:492-506 E)P |

ORIGINAL ARTICLE

Oral capsules of tetra-hydro-cannabinol (THC), cannabidiol
(CBD) and their combination in peripheral neuropathic
pain treatment

Kanita Zubcevic”? | Merete Petersen® | Flemming Winther Bach®® |
Aksel Heinesen® | Thomas Peter Enggaard’ | Thomas Peter Almdal® |
Jakob Vormstrup Holbech'? | Lene Vase® | Troels Stahelin Jensen*’ |
Christian Stevns Hansen® | Nanna Brix Finnerup*® | Seren H. Sindrup'?

Change in pain (NRS)

o 1 2 3 4 5 6 7 8 9

Week
Cannabidiol (CBD): u
9-delta-tetra-hydro-cannabinol (THC): A
Combination CBD/THC: @

Placebo: O



Evidence of Harm



Evidence of Harm?

Clin J Pain 2020;36:302-319

Adherence to Consolidated Standards of Reporting
Trials (CONSORT) Guidelines for Reporting Safety
Outcomes in Trials of Medical Cannabis and
Cannabis-based Medicines for Chronic Noncancer Pain

A Systematic Review

Mohammed M. Mohiuddin, BSc,* Glenio B. Mizubuti MD, MS¢*
Simon Haroutounian MSc, PhD. Y Shannon M. Smith BA, PhD [
Andrew 5.C. Rice. MD, FRCP, FRCA FFPMRCA, FFPMCAILY
Fiona Campbell, BS¢, MD, FRCA,|| Rex Park, BH5¢*
and Ian Gilron, MD, MS¢, FRCPCH#



1. If the study collected data on harms and benefits, the title or abstract should so state Distribution of CONSORT scores across trials
2. If the trial addresses both harms and benefits, the introduction should so state 16
3. List addressed adverse events with definitions for each (with attention, when relevant, to grading, expected vs. unexpected events, reference

1o standardized and validated definitions, and description of new definitions 14
4. Clarify how harms-related information was collected (mode of data collection, timing, attribution methods, intensity of ascertainment, 12
and harms-related monitoring and stopping rules, if pertinent) 2
5. Describe plans for presenting and analyzing information on harms (including coding, handling of recurrent events, specification of timing 10
issues, handling of continuous measures, and any statistical analyses E 8
6. Describe for each arm the participant withdrawals that are due to harms and their experiences with the allocated treatment 2
7. Provide the denominators for analyses on harms E 6
8. Present the absolute risk per arm and per adverse event type, grade, and seriousness, and present appropriate metrics for recurrent events, = 4
continuous variables, and scale variables, whenever pertinent
9. Describe any subgroup analyses and exploratory analyses for harms 2
10. Provide a balanced discussion of benefits and harms with emphasis on study limitations, generalizability, and other sources of information 5 |
on harms 0 1 2 3 4 5 6 7 8 9

g . . ) . . . . . ) o ber of dations fulfiled
The CONSORT harms guidelines are publicly available guidelines created by loannidis et al.” This table was created in order to display these guidelines

43 studies (4436 participants) included.
Median CONSORT score = 7.

— On average, 3 to 4 recommendations of the CONSORT guidelines were not being met in
trials

— 4 trials did not report on serious AEs
— Seventeen trials did not provide their method of AE assessment

— 7 trials provided no quantitative data about Aes
Interventions reported: Nabiximols (12 studies), dronabinol (8), nabilone (7), oral cannabis

extract (5), smoked tetrahydrocannabinol (5), vaporized tetrahydrocannabinol (3), novel
synthetic cannabinoids (2), sublingual cannabis extract preparations (1).

Clin J Pain 2020;36:302-319
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Harms Evidence From Clinical Pain Trials Of Cannabinoids
Mohiuddin et al, Clin J Pain 2020

e Systematic review of placebo-controlled chronic pain treatment RCTs of cannabinoids
Common adverse effects (>10%) reported in >2 trials:

Dizziness, drowsiness, fatigue: smoked cannabis, nabiximols, nabilone dronabinol, oral
THC/CBD

Weakness: nabixomols, nabilone, dronabinol, oral THC/CBD

Nausea: nabiximols, dronabinol
Euphoria: sublingual/vaporized cannabinoid, dronabinol

Dissociation: nabilone

Dry mouth: nabilone

All cannabinoids — All-cause withdrawals: Tx = 8-17%; Placebo = 0-17%

Similar results reported in Stockings et al, Pain 2018; Fisher et al, Pain 2020

e Limitations of RCT harms evidence: small n, short duration, highly

selected patient population, controlled clinical setting
Slide courtesy Mohammed Mohiuddin & lan Gilron



Lessons from Rimonabant (SR141617a)

Christensen et al Lancet 2007;370:1706
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Withdrawn 2009

— Suicidality, depression and other
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Figure 4: Number of individuals who discontinued treatment because of adverse psychiatric events
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Evidence of Harm?

2021:162:S80-96

General risks of harm with cannabinoids, cannabis,
and cannabis-based medicine possibly relevant to
patients receiving these for pain management: an
overview of systematic reviews

Mohammed Mohiuddin®, Fiona M. Biyth®, Louisa Degenhardt®, Marta Di Forti**f, Christopher Eccleston®,
Simon Haroutounian”™, Andrew Mooe', Andrew 5.C. Rice, Mak Wallace™, Rex Pad®, lan Gilron™" o~

Embase (n=1464)
MEDLINE (n=622)
Cochrane (n=145)
Psycinfo (n=351)
(n= 2582)

Additional records identified
through other sources
(n= 11

l

Records after duplicates removed

(n= 1745)

Records screened
(n= 1745)

Records excluded
(n= 1622)

l

Full-text articles assessed
for eligibility
{n= 135)

|

Studies included in
qualitative synthesis
{n= 79)

\

l

Studies included in
quantitative synthesis
{meta-analysis)
(n= 0}

56 full-text articles
excluded

Mot a SR (28)
Not looking at defined
harms (22)
Inappropriate patient
population (1)

Not in English (2)
Harms in context of
efficacy (2)

79 reviews of 2200 studies/reports
each involving a wide range of

participants (single case reports to
cohort study of 172,718)




PSYCHIATRIC HARMS

Depressio

Anxiety n
OR=1.28 [1.06. 1.54] ?E]— 1.33 [1.19, Mania OR=2.97 [1.80, 4.90]
Co-Morbid OR=1.68 [I.17, 2.40] @

Suicide: @ Psychosis:

= Symptoms:  OR=3.59 242,
5.32]

= Onset: OR=2.58 [1.08,
6.13]

® |deation OR=[.507I.11,2.03]

= Attempt OR=2.23 [1.24,4.00]

m Death  OR=2.56[1.25,5.27]

= Age at onset <2.7y

Slide courtesy Mohammed Mohiuddin & lan Gilron



Public health implications of legalising the production and
sale of cannabis for medicinal and recreational use ... 1504

Wayne Hall, Daniel Stjepanovic, Jonathan Caulkins, Michael Lynskey, JanniLeung, Gabrielle Campbell, Lovisa Degenhardt

Size of effect (95% Cl) Level of
evidence
Motor vehicle injuries*
Use 1-3 h before driving Small risk: RR 1-37 (1-2-1.5) to 2.7 (2-1-3-4) B
Low birthweightt
Maternal use in pregnancy ~ Small increase in risk: OR 1-8 (1-0-3-0) B
Dependence syndromet
Lifetime use Small to moderate risk: 7-2% (6-6-7-7) t0 28-3% (22-0-34-6) B
Daily use Large risk: 40-9% (29-0-52-8) B
Psychosis or schizophrenia*
Ever used Small increase: OR 1-4 (1-2-1-7) B
Daily use Doubling: OR 2-1 (1-5-2-8) B
Depression*
Ever used Very small increase: OR 1.2 (1-1-1-3) B
Daily use Small increase: OR 1.6 (1.2-2.2)
Bronchitis*
Cannabis smoking Large increase: RR 7-48 (no Cls) D
Regular cannabis smoking Large increasef
Lung cancer
Regular cannabis smoking No significant increase: OR 0-95 (0-66-1-38) B




Evidence of Psychiatric Harm?

PAIN 2021:162:597-104

Adverse effects of heavy cannabis use: even plants
can harm the brain

Lucia Sidel®, Giulia Trotta®, Edoardo Spinazzaa®®, Caterdna La Cascia®, Marta Di Fortit®te




Association Between Cannabis Use and Psychosis

Marconi Schizophr Bull 2016;42:1262

Psychosis risk distribution
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Cannabis Dose and Psychosis Risk

di Forti et al Br. J. Pysch.2009;195:488-491

* Resin (hashish)
— 2000: 70% of abuse market
— 2-4% A9-THC

* Sinsemilla (skunk)

— 2008: >70% of abuse market
— 12-18% A 9-THC with virtually no cannabidiol

Table 3 Patterns of cannabis use

Cases, n=159 Controls, n =109 Odds ratio (95% CI)
n (%) n (%) Unadjusted Adjusted®

Duration of use

0-5 years 65 (40.8) 68 (62.5) 10 10

Over 5 years 94 (59.2) 41 (37.5) 24 1.2-47) 21 09-8.49*
Freguency of use

Less than

every day 37 (3.1 73 (66.7) 10 10

Every day 122 (769) 36 (333) 6.7 (20-11.5) 6.4 (3.2-28.6)*

Type used
Resin (hash) and traditional imported herbal cannabis (A%-THC and CED both 1%) 34 (2.6) 68 (62.6) 10 10
Sinsemila {skunk) (A9-THC 12-18%; CBD 0%) 125 (78.4) 41 (374) 8.1(4.6-13.5) 6.8 (2.6-254)*

CBD, cannabidiol, ATHC, A9-tetrahydrocannabinol.
a. Adjusted for age, gendear, ethnicity, other stimulant use, level of education achisved and employmeant status.
*P0.05.




Baseline Psychosis Predisposition & Risk of Cannabis-Associated Psychosis
Henquet et al BMJ 2005;330:11-16

2436 Adolescents Followed for 4 Years

Table 4 Interactions between any cannabis use and predisposition for psychosis

Difference in risk

No with psychosis No without psychosis Risk of psychotic symptoms at
Gannabis use at haseline outcome* outcome* follow up Unadjusted Adjustedt (95% CI)
No predisposition for psychosis at baseline
None 294 1642 15% 6% ‘ 5.6% (0410 10.8) P=0.033
Any (23 times) 39 216 21%
Predisposition for psychosis at baseline}
None 47 133 26% 25% 23.8% (7.91039.7) P=0.003
Any (=5 times) 23 22 51% ‘

"Numbars total 2436 because of one missing value on predisposition for psychosis at baseline.
thae, sex, socioeconomic status, urbanicity, childhood trauma, and predisposition for psychosis at follow up. Test for additive interaction 18.2% adjusted difference in risk (95% confidence
interval 1.6 to 34.8), P=0.032 (tests whether risk difference in “predisposition” group is significantly greater than risk difference in “no predispasition” group).

‘

Nb. predisposition to psychosis at baseline does not predict cannabis use,
thus refuting self-medication hypothesis



Level of psychosis

BM]

Psychotic
disorder

Subclinical
“schizotypal”

None
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Continued cannabis use and risk of incidence and

persistence of psychotic symptoms: 10 year follow-up
cohort study

Rebecca Kuepper, research psychologist,' Jim van Os, professor,’ visiting professor,? Roselind Lieb,

professor,* Hans-Ulrich Wittchen, professor,*> Michael Hofler, research statistician,” Cécile Henquet,
lecturer
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Persistent cannabis users show neuropsychological
decline from childhood to midlife

Madeline H. Meier®?!, Avshalom Caspi®®<%¢, Antony Ambler®f, HonaLee Harrington®<9, Renate Houts”<¢,
Richard S. E. Keefe, Kay McDonald', Aimee Ward', Richie Poulton', and Terrie E. Moffitt®P-<de

* Dunedin cohort (n=1,037) followed from birth (1972/1973) to
age 38

e (Cannabis use ascertained by interview at 5 points ages 18-38

* Neuropsychological testing conducted at:
— 13 yr before initiation of cannabis use
— 38 yr after a pattern of persistent cannabis use had developed



Persistent cannabis users show neuropsychological
decline from childhood to midlife

Madeline H. Meier®?!, Avshalom Caspi®®<%¢, Antony Ambler®f, HonaLee Harrington®<9, Renate Houts”<¢,
Richard S. E. Keefe, Kay McDonald', Aimee Ward', Richie Poulton', and Terrie E. Moffitt®P-<de

Persistent cannabis use associated with broad neuropsychological decline
across domains, even after controlling for years of education

Informants also reported noticing more cognitive problems for persistent
cannabis users

Persistent cannabis use associated with greater decline

Impairment concentrated among adolescent-onset cannabis users

Cessation of cannabis use did not fully restore neuropsychological function in
adolescent-onset cannabis users



Key societal issues and policy implications related to the u=e of cannabinoids, cannabis, and cannabis-based medicines in the

context of pain management.
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Societal issues and policy implications related to
the use of cannabinoids, cannabis, and cannabis-

2021:162:S110 - 106

based medicines for pain management

Simon Haroutounian™®*, lan Giror™*#, Joletta Belton"®, Louisa Degenhardt”, Marta DiForf, David P. Finn,

Alexandra Fogarty™, Bija Kalso™, Elliot Krane®, R. Andrew Moore?, Michasl Rowbotham', Mark Wallace®,

Andrew S.C. Rice'
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Political Issues and Societal Harm

Justification for bypassing of well established regulatory systems for assessing
efficacy, safety, manufacture and marketing of medicines?

Risk of diversion of potent medicinal cannabinoids to abuse market?

Bypassing of medical oversight and protections where “recreational” cannabis
1s now legal.

Influence of votes, tax revenues and new business opportunities on political
decisions vs duty of HCPs to protect public health?
— The government of Canada will launch a national, uncontrolled experiment in which the

profits of cannabis producers and tax revenues are squarely pitched against the health
Of Canadians. xeisaicvas 2018:190:51218
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International Association for the Study of Pain

presidential task force on cannabis and
cannabinoid analgesia position statement

1ASP Presidential Task Force on Cannabis and Cannabinoid Analgesia

TAKE HOME MESSAGES:

Due to the lack of high-quality clinical evidence for efficacy and harm, IASP does not endorse general use of cannabis
and cannabinoids for pain relief.

There are concerns about the potential for harms of cannabis and cannabinoids; the relevance of which to the (chronic
pain) therapeutic setting needs clarification (dose/duration).

Reviews of preclinical research and clinical safety and efficacy of cannabis and cannabinoids for pain relief have
identified important knowledge gaps. Research agenda of priorities to fill those gaps published.

Concerns regarding jurisdictions where permissive “medicinal” and “recreational” cannabis use opens routes which
bypass well-established regulatory processes and safeguards for the licensing, manufacturing quality, marketing and
evidence-based prescribing, of medicines.

The considerable business and tax implications from the rapidly evolving recreational and medicinal cannabis
industries are conflicts in political decision making.

While IASP cannot endorse general use of cannabis or cannabinoids for pain, we do not dismiss the lived experiences of
people with pain who have found benefit from their use.
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