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Introduction 
Cannabis  as  a medicine  has  garnered  plenty  of  attention  over  the  past  few  years.  Governments 

across  the  globe  are  making  changes  to the  legislature,  allowing  for  the  cultivation,  manufacturing 

and dispensing of medicinal cannabis for patients. 

Patients  from  all  walks  of  life  are  reporting  positive  outcomes  from  their  use  of  medicinal  cannabis. 

These  anecdotal  reports  are  now  being  supported  by emerging  clinical  research  taking  place  in Aus -

tralia, Canada, Israel, Europe and the United States. 

Due  to the  ever-changing  terrain  of  cannabis  legislation  for  medical  use,  patients  are  likely  to start 

Which  is  why  this  guide  has  been  prepared;  to provide  physicians,  pharmacists  and  other  health  care 

professionals  with  comprehensive  knowledge  of  the  best  available  evidence  for  cannabis  medicine 

and  cannabinoids  for  a number  of  conditions  such  as  chronic  pain,  multiple  sclerosis  (MS),  epilepsy, 

chemotherapy  symptoms  and  more.  This  guide  is  here  to support  informed  decision  making  and  aid 

the  physician  and  patient  in their  process  by providing  expert  advice  and  explanations  on  the  use  of 

medicinal cannabis. 

We  hope  that  all  the  information  presented  in this  guide  is  found  to be  of  value  and  helps  you  in your 

journey with medicinal cannabis.
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A Brief History of
Medicinal Cannabis 
Backed  by evidence,  we see  cannabis  cultivation  observed  as  far  back  as  4000  BCE  in China.  The  2700 

further  attributed  with  the  compilation  of  the  world’s  oldest  pharmacopoeia  - the  Pen-ts’ao  Ching  - 

between 0 and 100 AD. 

The  use  of  cannabis  in China  rose  tremendously,  which  caused  it to start  spreading  westward.  Can -

nabis  reached  India  by 1000  BCE,  where  it was  applied  recreationally  and  medically  - and  spread 

throughout  the  country.  Cannabis  would  be  used  as  an  analgesic,  anaesthetic,  antibiotic,  anticonvul -

rabies, epilepsy, and respiratory conditions such as asthma and bronchitis. 

Persian  physician  Avicenna,  between  980  and  1037  AD,  published  ‘Avicenna’s  Canon  of  Medicine’  - a 

-
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al-Mayusi  (900  to 1000  AD),  and  later  by al-Badri  in 1464  AD,  who  had  writings  on  the  use  of  cannabis 

in treating  epilepsy.  Cannabis  was  then  introduced  to Africa  by Arabic  traders  in the  1300’s  and  found 

uses in treating fevers, asthma, dysentery and malaria. 

Cannabis  was  introduced  to the  sphere  of  western  medicine  in 1839,  after  William  O’Shaughnessy, 

-

bis  extracts  to patients,  only  to discover  the  analgesic  and  sedative  properties  which  the  plant  pos -

sesses.  One  of  its  most  notable  applications  was  calming  tetanus  and  rabies  induced  spasms.  These 

results,  along  with  those  of  other  physicians,  helped  cannabis  spread  throughout  western  medicine 

in North  America  and  Europe.  In  1860,  the  Ohio  State  Medical  Society  noted  successful  execution  of 

medicinal  cannabis  in the  treatment  of  various  conditions  such  as  gonorrhoea,  stomach  pain,  asth -

ma  and  more.  Cannabis  peaked  in popularity  in the  late  18th  to early  19th  centuries  when  it became 

easily accessible in numerous over the counter medications. 

The  use  of  medicinal  cannabis  continued  into  the  early  20th  century.  Unfortunately,  cannabis  was 

later  prohibited  due  to the  psychoactive  properties  it possesses.  The  signing  of  the  1961  United 

cannabis  was  seen  as  having  extremely  limited  therapeutic  value,  while  being  considered  a high  risk 

for  dependence  and  misuse.  Due  to this  verdict,  health  professionals  for  generations  to come  were 

shown rationale for the therapeutic action of cannabis. 

-

This  mechanism  came  to be  known  as  the  Endocannabinoid  System  (ECS)  and  helped  us  understand 

the relationship between cannabis and the body. 

In  1996,  a public  vote  saw  California  approve  the  use  of  medicinal  cannabis.  This  started  a wave  of 

they  all  include  the  involvement  of  a health  professional  in the  prescribing  of  medicinal  cannabis  to 

patients.  Seeing  as  they  are  so  involved,  a review  of  a health  professionals’  beliefs  and  knowledge  of 

may struggle to gain access to the medicine they need. 

There  are  a number  of  reasons  why  people’s  perceptions  of  cannabis  are  changing.  Growing  resist -

ance  to the  social  wrongs  brought  on  by cannabis  prohibition  and  a better  understanding  of  the  plant 

in general  has  caused  many  to lobby  for  change  when  it comes  to current  laws  surrounding  the  plant. 

showcasing the potential of a single plant.
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What is
Cannabis 

Cannabinoids  occur  naturally  in the  human  body,  as  well  as  the  cannabis  plant.  Cannabinoids 

can  also  be  synthetically  created  in laboratories.  Those  that  derive  from  plants  are  known  as 

phytocannabinoids. 

cannabis, while CBD is non-psychoactive. 

perception or consciousness. 
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The  endocannabinoid  system  (ECS)  is  a grouping  of  endogenous  cannabinoid  receptors  found  in all 
vertebrates,  and  the  occasional  invertebrate.  The  two  endocannabinoids  we know  the  most  about 
are  Anandamide  and  2-arachidonoylglycerol  (2AG).  Found  mostly  in the  brain  and  central  nervous 
system,  endocannabinoids  activate  the  CB1  and  CB2  cannabinoid  receptors.  The  phytocannabinoids 
we see in cannabis work in a similar way to the naturally produced endocannabinoids. 

Our  ECS  plays  a vital  part  in helping  our  bodies  function  optimally  and  maintaining  homeostasis  in 
the  body,  largely  by regulating  numerous  physiological  processes.  Which  includes  regulating  pain 

integration  (touch,  balance,  sense  of  space),  fertility,  stress  response,  neural  development  and  eye 
pressure. 

largely  found  in the  brain  and  central  nervous  system  (CNS),  as  well  as  in other  tissue  and  organs  like 
the  lungs,  liver  and  kidneys.  The  CB2  receptors  are  mainly  found  in cells  of  the  immune  system,  like 
the  gastrointestinal  tract  and  in immune  related  organs  such  as  the  spleen  and  tonsils.  The  chemical 

their activity. 

possibly  control  abnormal  nerve  transmission.  This  gives  rise  to a plethora  of  possible  therapeutic 

neuropathic pain. 
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Chronic Pain Burning Feet Syndrome

Epilepsy Endometriosis

Nausea and vomiting Fibromyalgia

Multiple Sclerosis

Amyotrophic Lateral Sclerosis Lupus

Spinal cord injury Menstrual cramps

Arthritis and Musculoskeletal disorders Muscle Spasms

Anxiety and depression Parkinson’s

Sleep disorders and fatigue

Ulcerative Colitis Diminished Appetite

Burning Mouth Syndrome Crohn’s Disease

Diabetic Nerve pain Glaucoma

Irritable Bowel Syndrome Lyme Disease

Migraines Pelvic Pain

Tremors

Autism Cancer

Degenerative Disc Disease

Tourette’s Syndrome

Libido Menopause

Obsessive Compulsive Disorder (OCD) Post Traumatic Stress Disorder (PTSD)

Withdrawal symptoms

Wasting Syndrome and anorexia (associated with AIDS and cancer patients)

*See more at section 7.
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of  the  two  (Full  Spectrum).  Full  Spectrum  cannabis  includes  cannabinoids  and  terpenes  that  work 

Varieties  of  cannabis  are  often  referred  to as  “Sativa”  or  “Indica”  strains,  which  are  botanical  terms 

used  to describe  internal  structures  of  the  plants  and  characteristics  they  may  possess.  Indica  is 

is  commonly  linked  with  night-time  use.  Sativa,  on  the  other  hand,  is  described  as  a cerebral  and 

energising  variety  associated  with  daytime  use.  This  is  thanks  to the  alertness,  increased  energy, 

upliftment  of  mood  and  appetite  stimulation  Sativas  come  with.  Although  these  make  life  easier 

of the two varieties which are a result of cross breeding. 

concentration  contained  in cannabis-based  products,  frequency  of  use,  age,  medical  condition(s), 

and the use of other medications. 

are reduced.
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Common myths on
cannabis usage
The  International  Centre  for  Science  in Drug  Policy  (ICSDP)  reviewed  the  evidence  regarding  the  most 

ICDP REPORT SUMMARY

CLAIM STRENGTH OF EVIDENCE BOTTOM LINE

“Cannabis [is] as addictive as 
heroin.” Weak

A lifetime of cannabis use carries a 
low risk of dependence (9 %), while 
the risk of cannabis dependence is 
very low among those who report 
using it for one year (2 %) or even 10 
years (5.9 %). This is much lower than 
the estimated lifetime risk of depen-
dence to heroin (23.1 %). 

Marijuana acts as a gateway 
drug Weak

Evidence to date does not support 
the claim that cannabis use causes 
subsequent use of harder drugs.

Cannabis use lowers IQ by up to 
8 points Weak

-
gesting that cannabis use is associ-
ated with decline in IQ. The claim is 
based on results from one study with 
a very small subsample of patients 
(n = 38; 3.7 % of total participants). 
Additionally, a recent review of the 
same study found that the IQ de-
cline in this study may be a result of 
unmeasured socioeconomic parame-
ters of participants.

Cannabis is a drug that can 
result in serious, long-term con-
sequences, like schizophrenia

Weak an association between cannabis use 
and schizophrenia, a causal relation-
ship has not been established.

Cannabis use impairs cognitive 
function Moderate

While the evidence suggests that 
cannabis use (particularly among 
youth) likely Impacts cognitive func-
tion, the evidence to date remains 
Inconsistent regarding the severity, 
persistence, and reversibility of these 
cognitive effects .
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Route of
Administration 

There  are  2 main  receptors  of  the  endocannabinoid  system  - the  CB1  and  CB2  receptors.  The  CB1 

receptors  are  most  commonly  found  in the  central  nervous  system  (CNS)  and  peripheral  nervous 

system  (PNS).  Whereas  CB2  receptors  are  most  highly  concentrated  in our  immune  systems,  in the 

tissues  and  cells  of  this  system,  as  well  as  in bone  and  to a lesser  degree  in liver  and  nerve  cells. 

Activation  of  the  two  main  receptors  results  in inhibition  of  adenylyl  cyclase  activity,  decreased 

formation  of  cyclic  AMP  with  a corresponding  decrease  in protein  kinase  A activity,  and  inhibition 

potassium  (K+) channels  and  the  mitogen-activated  protein  kinase  signalling  cascades.  The 

(5-hydroxytryptamine,  glutamate,  acetylcholine,  GABA,  noradrenaline,  dopamine,  D-aspartate, 
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detectable  psychoactivity  and  does  not  appear  to bind  to either  of  the  cannabinoid  receptors  at 

When  inhaling  cannabis,  the  maximum  concentration  of  cannabinoids  in the  brain  is  achieved  within 

experienced  by the  patients.  Anecdotal  reports  state  that  consuming  cannabinoids  along  with  fatty 

foods may increase systemic exposure. 

organs  such  as  the  brain,  liver,  lungs  and  kidneys  are  the  primary  uptake  locations.  A considerable 

METABOLISM

Most  cannabinoid  metabolisation  takes  place  in the  liver  and  various  metabolites  predominate 

a biologically  active  metabolite.  When  cannabis  is  taken  orally,  intensity  of  sedation  is  high  due  to 

CANNABIS ONSET OF ACTION AND DURATION OF EFFECTS [5,16]

INHALATION ORAL

Onset of action <5 minutes 30-90 minutes

Maximum effect Observed <15 minutes 2-3 hours

Duration of action 3-4 hours 4-8 hours

Note: physiological response to cannabis-based medicine may vary from individual-to- individual
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CBD  undergoes  extensive  Phase  I metabolism;  the  most  abundant  metabolites  are  hydroxylated 

7-carboxy derivatives of CBD, with 7-hydroxy CBD as minor metabolite.

ELIMINATION

The  metabolites  can  be  detected  in urine  up  to 13  days  after  consumption.  In  healthy  volunteers, 

the  half-life  of  CBD  in plasma  was  56–61  hours  after  twice  daily  dosing  for  7 days.  The  most  common 

is detected.
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Dosing and
Modes of Delivery
With  medicinal  cannabis,  it is  common  for  patients  and  professionals  to have  questions  related  to 

dosing  and  daily  consumption  for  various  conditions.  The  following  information  aims  to provide 

patients  and  professionals  with  guidelines  pertaining  to daily  amounts  and  dosages.  This  information 

should be used alongside the Consumer Information Insert included with medicinal cannabis. 

oral  ingestion.  Medical  practitioners  must  explain  the  administration  methods   and  help  determine  a 

preferred method for the patient and their condition. 
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•  

•  The time of day used;

•  The frequency of use;

•  The total daily dosage; and 

•  

When  a patient  is  introduced  to medicinal  cannabis,  it is  recommended  to gradually  pace  the  patient. 

The  motto  that  is  used  is . Thus,  doses  should  be  increased  slowly  when 

Smo king  ca nn abis  has  a  ra pid  on set  and  acts  within  m inu tes.  This  is  du e to 

shorter  du rat ion  of e ect.  Pea k co nce ntrat ion is  obser ved after  30  m inu tes  and 

ca n l ast  fo r  two to  f our  h ours . 

These  res ul ts  are  ac hieved faster  than with ora l co nsum ption and  is  the pre ferre d 

beca use  of  this  and  other  evid ence  that  sm oking  is  see n as  harm ful  and  sm okin g 

of me dicinal ca nn abis  should n ot  b e suppo rte d. 

This  is  s im ilar  in  that  onset  is  ra pid  and  there  are  high  bloo d con ce ntrat ion s . 

Wh en vapo r is ing, ca nn abis  is  heate d at  a  lower  tem perat ure  wh en com pare d to 

smo king , res ul ting in  less  toxin s  and  no s ide stream  “smo ke”.  The rst  e ect s 

ca n be felt within  90  seco nd s  and  pea k after  15-30  m inu tes,  last ing fo r  2-4  hou rs . 

Va por is ing ca nn abis  heats  it up  rat her  than bu rning  it,  re leas ing ca nn abinoid s 

and  ter penes  in  the form  of vapour  whi ch ca n then be inh aled. Wi th the ra pid 

on set  of  vaping , it is  best  for  co ndi tions  and  sym ptoms  that  re qui re  ra pid  re lief. 

tem perat ure  use d wh en vaping  and  the du rat ion of vapo r isat ion. If  this  is  the 

cho se n adm ini strat ion rou te,  the vapor isers  that  have bee n st udi ed and  foun d 

to  b e sa fe f or  me dica l u se  should b e chose n. 
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Wh en me dicinal ca nn abis  is  con sume d as  an oil, liquid  or  ca psule,  it is  absorbed 

m ore  s lowly .  Action te nd s  to  be delayed fo r  30-90  m inu tes.  The bio availabili ty of 

liver  meta bolism.  The pea k of the e ects  occurs  bet wee n 2 to  4 hours  after  ingest ion . 

Wi th this,  it is  im porta nt to  a llow  fo r  3 hours  bet wee n doses  to avoid  the po te ntia l fo r 

over do s ing. See ing that  ora l adm ini strat ion  has  a  s low er  onset  and  long er  du rat ion , 

this  met hod is  best  for  me dica l condi tion s  or  sym ptoms  wh ere  con tr ol  over  long er 

per iods  is  re qui re d, as  in the case  wi th o ther  s low-re lease  me dicat ion s . 

On  the other  hand , ca nn abis  ca n be absor bed thro ugh  the bu cca l mem bra ne or 

sublingu ally  as  a  mo uth spra y or  liquid .  Absor ption via  this  ro ute  helps  byp ass  the 

liver  and enters  the bl oo dstream  di rect ly. 

Sublingu al (or  bu cca l) adm ini strat ion is  a  re liable and  acc urate  met hod, a llowin g 

pat ients  to op tim ise  their  do se  - re qui r ing less  than is  re qui re d wh en con sum ing 

diss olv ed us ing a n a lco hol so lution. T hey are t hen place d in  a metere d do s ing bo ttle 

and spra yed und er  the tongu e. 

Oil s  are  increas ing in  popul ar ity.  Extracts  co nta in  com pound s  such as  ca nn abinoid s 

and  ter penes  in  a  s im ple co nce ntrate d dose.  To  extract  the dose,  the plant is 

disso lved in a  carr ier  oil such as  MC T,  olive or  s ower  oil . 

These  usually  co nta in  spec c co nce ntrat ions  of certa in  ca nn abinoid s  diss olv ed 

in  a  carr ier  oil .  The per iod of absor ption for  these  is  unp re dicta ble and  var ies 

depending  on certa in  factors  such as  meta bolism,  food  co nsum ption  and  level of 
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Cann abis  infu se d teas  are  swallowed, a llowing  ca nn abin oids  to  be absorbed 

into the blood stream  via  the stomac h and  sma ll intest ine.  Cann abin oids  ar e 

a ecte d by  liver  meta boli sm  and  co nte nts  of the stomac h. B eca use  of  this,  the 

use  of tea  ma y be un re liable and  unp re dicta ble.  Tea  a lso  te nd s  to  con ta in  low er 

con ce ntrat ion s  of ca nn abin oids  as  its  com pos ition is  ence d by boiling  time , 

volu me  and stora ge time . 

These  ca n be found  in  the form  of balms,  oils,  creams  or  tra nsderma l patc hes 

whi ch are  then appli ed direct ly to  the skin .  This  a llows  the dose  to  be adm ini stere d 

over  a  longer  per iod of time  and  add ress  co ndi tions  of  a  spec c area.  Thes e 

met hod s  ca n b e u se d to  treat  var ious  skin co ndi tions  and l oca lise d p ain . 

m ore  permea ble.  Whi ch is  why  CB D is  more  lik ely to  be found  in  topica ls  and 

creams.  Time  of onset  and du rat ion of act ion are  st ill unknown . 
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1. Do s ing acc urac y - how vita l is  it to  ac hieve acc urate  dos ing as  to  avoid  und er  or  over do s ing 

2.  M et hod  of  absor ption - how would  you lik e the do se  to enter  the blood stream  and  ta ke 

3.  
4.  
5.  

6.  Ease  of  use  and  sa fet y - how would  you  pre fer  to  co nsume  me dicat ion ; and  avoiding  produ cts 
that  ma y p ro du ce  und es ira ble s ide e ects . 

•  s ion in to  a lveo lar 

ca pill ar ies  and then enters  in 

the blood strea m

•  M axima l onset  o ccurs  at  15 -

30 m in and l asts  genera lly 2- 3 

hou rs  (short -term  re lief)

•  Nu m ber  of inh alat ions 

•  Du rat ion of inh alat ions

•  Sp ac ing o s

•  

•  Inh alat ion volu m e

•  M eta bolism  o ccurs  in the lung , 

liver,  b ra in

•  

litr e

•  

•  Pat ient will see  more  se dat ion 

or  eupho r ia

•  On set  ca n b e anywh ere  f ro m 

30 m in to  2 h ours  and ca n l as t 

genera lly 5-8 hou rs  (long-ter m 

re lief)

•  

•  Individu al v ar iat ion i n 

meta bolism  rate s

•  Fre qu ency of u se

•  Var iable absor ption in the gu t

•  
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Dosing

The genera l rule of ca nn abis  co nsum ption is  .  Tho se  new to  ca nn abis 
ma y only  re qui re  0.1-0 .5m l of the start ing dose  to  be aware  of e ects,  wh et her  po s itive or 

in  fat  st ores  into  co ns iderat ion. Info rmat ion  on ph armaco vigilance  should  be coll ecte d by  the 
prescr ibing d octor  or  ph armac ist . 
The met hod  of  adm ini strat ion of  me dicinal ca nn abis  is  im porta nt fo r  e cac y and  sa fet y of 

var y depending  on  the co nsum ption met hod. Durat ion of e ect  ca n be ence d by do se,  do se 
form  and met hod of adm ini strat ion. 

It is  recomme nd ed that  the pat ient log their  dosa ges  to  acc urate ly mo nitor  e ects  and  ensure 
sym ptom  re lief, as  well as  esta bli shing  dos ing that  is  idea l for  the pat ient.  M edicinal ca nn abis  is 
a  cust om ise d treatme nt re qui r ing some  tr ia l to  ac hieve an optima l do se.  Do s ing ca nn abis  is  not 
yet  an exact  sc ience  and  dos ing logs  help both pract itioners  and  pat ients  esta bli sh wh at  wo rks 
best . 

CB D,  whi ch is  deeme d sa fe and  well to lerate d by  hu ma ns.  Bu t as  a lways,  it is  advi se d to star t 
with sma ll do ses  and  gra du ally  increase.  Then waiting for  bet wee n 3-4  hou rs  for  rst  dose  to 
ta ke act ion b efo re  ta king a  sec ond d ose . 

Dosing remains highly individualized and relies greatly on titration (i.e.  the right dose 
where potential therapeutic e ects are maximized while adverse e ects are minimized).

A starting  point  of  5mg  CBD  once  daily 
is  advised,  with  an  increase  of  dosag -
es  by 5mg  daily  until  desired  outcome 
is  obtained.  Dosing  logs  should  state 

taking  note  of  patients’  experience  and 

dosing  should  be  avoided  by waiting  a 
day  to increase  doses  as  required.  It is 
estimated  to take  a week  or  longer  to 
establish  the  ideal  dose,  giving enough 
time  to avoid,  or  at  least  reduce,  un -

is  advised,  once  daily  and  can  be 

once  daily  until  desired  outcome  is 
obtained.  A dosing  log will  record  how 

long  they  endure.  As  well  as  patients 
experience  throughout  use,  being 

this  information  assists  patients  and 
practitioners  in deciding  on  second 
daily doses. 
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•  des ire d e ect  is  n ot  ac hieved after  4-12 w ee ks
•  

There  is  little data  on dose -res ponse.  Ini tia l do ses  should  be low and  increase d gra du ally  in 
res pon se  to l ac k of e cac y. 
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Caveats
As with  all  therapies,  medical  practitioners  must  use  their  professional  judgement  in establishing 

appropriate products for certain individuals. 

Due  to limited  data  supporting  cannabis  in a number  of  circumstances,  medical  practitioners  may 

consider  discussing  treatment  regimens  with  associates  before  commencement.  Professionals 

should  complete  a detailed  clinical  assessment  of  the  individual  that  notes  risk  factors  requiring 

attention before allowing access to medicinal cannabis. 

When  recommending  medicinal  cannabis  and  certifying  patients  for  consumption,  you  do so  with  the 

low.

•  

medicinal cannabis product is being considered;
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•  past medical history—in particular, cardiovascular disease, liver disease and renal disease;

•  medication  review—treatments  that  have  been  tried  and  have  failed;  as  well  as  the  length  of  time 

the treatments were trialled and the reasons for ceasing;

•  

episodes;

•  

or psychotic episodes of family members;

•  “at  risk”  behaviours  associated  with  drug  dependence  and  substance  abuse  disorder.  While 

previous  cannabis  use  may  not  be  a contraindication,  care  should  be  taken  to manage  the  risk 

of  dependence.  Particular  attention  should  be  paid  to histories  of  nicotine  dependence  (may 

•  social  history—social  and  family  support  for  the  use  of  a medicinal  cannabis  product. 

Consideration  should  be  given  to family  responsibilities  such  as  caring  for  young  children,  child 

safety,  employment  (especially  where  it involves  driving  or  operating  machinery),  “at  risk”  living 

conditions and the risk of falls in older patients; 

•  physical investigations as appropriate; and

•  Current  medications  - prescription  drugs,  non-prescription  drugs  or  herbal  products  the  patient 

is currently taking.

1. Take a medical history and perform a physical examination

2. Assess symptoms to be treated, identify any active diagnoses, and ensure patients are under optimal 

management

3. Assess psychological contributors and risk of addiction or substance abuse

4. Document any history or current use of illicit or non-prescribed drugs, including cannabis and synthetic 

cannabinoids

5. Determine the effect of previous use of cannabinoids for medical purposes

6. Consider a urinary drug screening to assess current use of prescribed and non-prescribed medications

7. Set goals for treatment with cannabis — e.g., pain reduction, increased functional abilities, improved 

sleep quality, increased quality of life, reduced use of other medications

8. Develop a treatment plan incorporating these goals

9. Discuss likely and possible side effects that might be experienced with cannabis and cannabinoid use

10. Discuss the risks of addiction

11. Develop a follow-up schedule to monitor the patient

12. Determine whether the goals of treatment are being achieved and the appropriateness of the response

13. Monitor for potential misuse or abuse (being aware of clinical features of cannabis dependence}

14. Develop a treatment strategy, particularly for patients at risk

15. Maintain an ongoing relationship with the patient
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•  Patients under 18 years of age;

•  Patients with severe cardiopulmonary disease; 

•  

•  Women who are pregnant, breastfeeding or are likely to become pregnant;

•  Patients who have serious liver, kidney, heart or lung disease;

•  Men who plan on starting families;

•  Patients with a history of hypersensitivity to any cannabinoids or to smoke;

•  Those with severe hepatic or renal disease;

•  Those  with   cardiovascular  or  cerebrovascular  disease  because  of  occasional  hypotension,  possible 

hypertension, syncope, tachycardia, myocardial infarction and stroke;

•  Smoked  cannabis  is  not  recommended  in patients  with  respiratory  disease  (e.g.  asthma  or  chronic 

obstructive pulmonary disease);

•  Patients receiving concomitant therapy with sedative-hypnotics or other psychoactive drugs; and

•  

be observed when cannabis is consumed along with alcohol or other psychoactive drugs.

There  may  be more  scenarios  where  cannabis  would  not  be  recommended  but  are  relatively  unknown 

predominant cannabis and monitored on a regular basis. 

•  

An example  being  the  decision  to prescribe  opioids  for  chronic  pain  rather  than  certifying  a patient 

used in treating chemotherapy induced nausea and vomiting. 

•  Allow  patients  to obtain  cannabis  from  illegal,  unregulated  sources.  This  speaks  to harm  reduction 

and social justice, as illegal cannabis presents health and legal risks. 

•  Increased  health  risks  result  from  lacing  or  cutting  botanical  or  synthetic  cannabis  products 

with  potentially  toxic  substances.  Cocaine,  the  rodenticide  brodifacoum,  methamphetamine, 

and  phencyclidine  are  all  known,  or  have  been  reported,  to be  added  to botanical  and  synthetic 

cannabis.
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gastrointestinal disturbance in some patients. 

•  macrolides (clarithromycin, erythromycin, telithromycin, troleandomycin)

•  

•  

•  

boceprevir, lopinavir)

•  

•  

•  

use  of  tricyclic  antidepressants  such  as  amytryptiline,  amoxapine,  and  desipramine.  Concomitant 

avoided as it may result in increased risk of tachycardia and possible cardiotoxicity.
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Apart  from  the  drugs  mentioned  above,  the  bioavailability  of  CBD  could  potentially  be  increased 

Any  drugs  which  slow  down  the  central  nervous  system,  causing  drowsiness.  These  may  include 

medications.

depressants,  stomach  acid  inhibitors,  certain  antibiotic  and  antifungal  medications,  certain  heart 

medications, and Saint John’s Wort.

There  has  been  no  documented  evidence  of  death  exclusively  attributable  to cannabis  overdose 

to date,  likely  due  to sparse  expression  of  CB1  receptors  in the  brainstem  regions  responsible 

example,  someone  would  need  to orally  ingest  75  000mg  of  cannabis  to reach  this  state,  which  is 

greater  than  the  amount  of  cannabis  a heavy  consumer  would  ingest  in one  day  (1 025mg,  range  652-

1 336mg, based on European data.
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typically  associated  with  a large  and  rapid  increase  in blood  cannabinoid  levels  while  oral  ingestion 

is  associated  with  a smaller  and  slower  increase  in blood  cannabinoid  levels.  Consistent  with  these 

oral ingestion have a longer onset of action and a longer duration of action. 

The  sudden  spike  in higher  blood  levels  of  cannabinoids  associated  with  inhalation  could  lead  to 

an  acute  overdose  episode  if self-titration  is  not  properly  employed.  The  protracted  onset  of  acute 

to an overdose. 

Medicinal  cannabis  products  are  generally  regarded  as  having  low  acute  toxicity,  however  concurrent 

kg CBD  appear  to have  been  tolerated  safely  in humans.  Most  cannabinoid  metabolism  occurs  in the 

 

•  

•  sedation, 

•  drowsiness, 

•  confusion, 

•  disorientation,

•  fainting, 

•  euphoria, 

•  cognitive impairment, 

•  transient impairment of sensory and perceptual functions, 

•  dry mouth, 

•  hypotension, or increased heart rate,

•  chest pain, 

•  panic attacks, 

•  loss of contact with reality, and 

•  
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CANNABIS SAFETY
LD50 - 1:20,000 to 1:40,000

In order to introduce death someone would have to smoke 20,000 to 
40,000 as much cannabis as found in one cannabis cigarette.

A smoker would theoretically have to consume nearly 1500 pounds of 
cannabis within fifteen minutes to induce a lethal response.

Q:
There  is  no  documented  case  of  death  resulting  from  a toxic  overdose  of 

is consumed.

other medications. 

The  patient  is  advised  to seek  medical  attention  in the  case  of  overdose,  especially  if they  are 

Cannabis  should  be  used  with  caution  by patients  receiving  concomitant  therapy  with  other 

and orally consuming cannabinoids at the same time. 
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on this is limited. 

•  Patients  could  experience  mood  alteration  which  may  include  anxiety,  agitation,  amnesia,  delusions 

or hallucinations, or paranoia. If these occur, refrain from consuming cannabis immediately; 

•  Tachycardia may be more problematic in patients with cardiovascular disease;

•  

•  

hypertension); and

•  

•  

•  headache; 

•  impaired  memory  and  disturbances  in attention,  concentration  and  ability  to think  and  make 

decisions;

•  disorientation,  confusion,  feeling  drunk,  feeling  abnormal  or  having  abnormal  thoughts,  feeling 

“too high”, feelings of unreality, feeling an extreme slowing of time;

•  suspiciousness,  nervousness,  episodes  of  anxiety  resembling  a panic  attack,  paranoia,  or 

hallucinations;

•  impairments  in motor  skills  and  perception,  altered  bodily  perceptions,  loss  of  full  control  of  bodily 

movements, falls, or balance problems; 

•  dry mouth, throat irritation, or coughing;

•  

•  

•  higher or lower blood levels of certain medications;

•  nausea, vomiting;

•  Tachycardia; and

•  blurred vision, postural hypotension, red eyes.

•  May impair short-term attention and concentration;

•  May decrease sperm count, sperm motility, and increase abnormal sperm morphology; 

•  

syndrome;
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•  

psychosis, anxiety, depression, bipolar disorder);

•  increase the risk of developing respiratory infections or chronic cough (when smoking);

•  negatively  impact  the  behavioural  and  cognitive  development  of  children  born  to mothers  who 

used cannabis during pregnancy;

•  

•  

•  lead  to withdrawal-type  symptoms  when  use  is  abruptly  halted  or  discontinued.  Withdrawal 

loss, depressed mood, chills, stomach pain, shakiness and sweating; and 

•  

drug use, compulsive use, continued use despite harm, and craving.

 

The  COMPASS  study,  which  is  a one-year  placebo  controlled  Canadian  study  (N=431),  followed 

monitoring  is  required  in patients  using  cannabis.  With  regard  to cannabis  botanicals,  the  Institute 

of  Medicine  (IOM)  after  a comprehensive  government-commissioned  review  published  in 1999, 

•  

water;

•  

from  water  environments,  like  blood  to fatty 

environments; and

•  

no longer measurable in the blood.

long time after use.
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•  

hypotension

•  Coughing

•  

•  Sputum production

•  Lethargy, (sedation, slowed reaction time, 

•  

hallucinations)
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pose  more  risk  for  addiction  and  for  those  who  have  previously  experienced  addictions.  Medicinal 

cannabis  should  be  used  with  caution,  if at  all,  in those  with  pre-existing  addiction  disorders.  In  heavy 

and  regular  cannabis  consumers,  a sudden  stop  in consumption  can  result  in distressing  withdrawal 

symptoms  for  several  days.  The  risk  of  these  withdrawal  symptoms  for  medicinal  cannabis  products 

is likely to vary with product composition and dosages. 

Withdrawal  symptoms  may  appear  1-2  days  after  discontinuation  of  medicinal  cannabis,  and  peaking 

2-6 days, but resolved in 1-2 weeks. 

Common  withdrawal  symptoms  include  anger  or  aggression,  irritability,  anxiety,  sleep  disturbances 

chills,  stomach  pain,  shakiness,  and  sweating.  Chronic  use  of  cannabis  has  been  associated  with 

cannabis  hyperemesis  syndrome;  symptoms  include  episodes  of  severe  abdominal  pain,  nausea  and 

vomiting. It can be treated with rehydration and supportive care. 

It should  also  be  noted  that  these  symptoms  are  considered  mild  compared  to those  experienced 

with opiates and typically only lasts for a couple of weeks. 

the non-exhaustive list below. 

to drive  motor  vehicles,  operate  machinery,  or  engage  in any  activity  at  home  or  at  work  that  could 

harm  others  or  cause  professional  malpractice.  While  frequent  use  of  cannabis  is  often  associated 

safety  risks.  The  highest  risk  is  found  at  the  onset  of  treatment,  during  the  titration  phase  and  when 
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dosages are altered. 

It is  recommended  that  patients  should  not  drive  for  at  least  3-6  hours  after  inhalation  and  8 hours 

after  oral  ingestion,  or  longer  if euphoria  is  experienced.  Patients  must  use  their  own  judgement 

when  it comes  to medicinal  cannabis  or  other  substances  which  may  reduce  cognitive  abilities. 

Patients should refrain from driving if they feel intoxicated or impaired. 

The use of medicinal cannabis by children, adolescents and young adults should be considered with 

extreme caution. 

The  Endocannabinoid  System  (ECS)  is  present  in early  development  and  is  critical  for  neurodevelopment 

and  maintains  expression  in the  brain  throughout  one’s  lifetime.  Furthermore,  the  ECS  undergoes 

CB1  receptor  in the  brain  as  well  as  changes  in levels  of  endocannabinoids  2-AG  and  anandamide. 

neuronal  proliferation,  rewiring  and  synaptogenesis,  and  dendritic  pruning  and  myelination  that 

takes  place  at  the  same  time.  Therefore,  this  timeframe  is  vital  for  ensuring  proper  neurobehavioural 

consumption. 

It is  noted  that  conclusions  cannot  be  made  yet  as  to whether  cannabis  consumption  on  its  own  can 

negatively  impact  the  adolescent  brain,  and  further  research  can  help  understand  this  relationship 

by integrating  assessments  of  molecular,  structural  and  behavioural  outcomes.  Factors  that  could 

of  use,  comorbidities,  and  other  substance  use  (alcohol,  tobacco,  other  psychoactive  drugs).  Although 

remains  vital  in nervous  system  development  in utero  as  well  as  during  adolescence  and  exposure  to 

exogenous  cannabinoids,  especially  in higher  doses,  on  a daily  basis  and  over  a protracted  period  of 

time may alter the course of neurodevelopment. 

This  is  typically  for  those  prone  to dementia  and  falling.  Evidence  suggests  that  like  the  changes  we 

see  with  the  ECS  during  development  and  adolescence,  there  are  changes  in the  ECS  associated 

with  ageing.  Disruption  of  CB  receptors  appears  to enhance  age-related  decline  of  several  tissues 

suggesting a vital role for the ECS in managing the ageing process. 
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•  age  related  changes  in the  brain  volume  and  number  of  neurons  as  well  as  alterations  in 

•  age-related changes in the pre- and post-synaptic levels of certain neurotransmitter receptors; 

•  age-related changes in the sensitivity of receptors to neurotransmitters; and 

•  changes  in drug  disposition  in the  elderly  being  generally  associated  with  higher  concentrations 

of psychotropic drugs in the CNS. 

are  lipophilic,  they  may  tend  to accumulate  to a larger  extent  in the  elderly  as  such  individuals  are 

more  likely  to have  an  increase  in adipose  tissue,  a decrease  in lean  body  mass  and  total  body  water, 

as  well  as  an  increase  in the  level  of  distribution  of  lipophilic  drugs.  Finally,  age  related  changes  in 

should not be prescribed when breastfeeding either. 

It is  possible  for  cannabinoids  to induce  transient  symptoms  similar  to both  the  positive  and  negative 

will  be  a concern  to medical  professionals  counselling  individuals,  particularly  those  with  a personal 
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For  this  reason,  medicinal  cannabis  should  be  administered  with  great  caution  in those  with  a family 

Cannabis  smoke  contains  many  of  the  same  carcinogens  seen  in tobacco  smoke.  The  consumption 

of  cannabis  and  tobacco  are  highly  correlated,  confounding  many  population-based  studies.  The 

so less frequently. 

vapor.  Vaporisers  do not  heat  cannabis  to the  point  of  combustion,  meaning  they  provide  less 

exposure to toxins associated with smoking while allowing for a similar time of onset. 

Large  cross-sectional  and  longitudinal  studies  have  not  established  links  between  smoking  cannabis 

and  long-term  pulmonary  consequences,  like  lung  cancer  or  chronic  obstructive  pulmonary  disease. 

Consumers  who  develop  this  syndrome  experience  nausea,  vomiting  and  abdominal  pain  for  days 

at  a time  that  repeat  every  week  or  two.  Numerous  patients  enrolled  in the  program  have  ended 

cannabis when the syndrome developed. 

Liver  disease  - the  liver  is  mainly  responsible  for  altering  cannabinoid  compounds  to dispel  them 

from  the  body.  Those  experiencing  liver  disease  should  be  closely  monitored  to ensure  that  doses 

do not exceed the ability of the liver to process them. 

and  blood  pressure,  possibly  resulting  in cardiac  ischaemia.  Those  with  a history  of  heart  disease  or 

who  currently  use  cardiac  medication  should  avoid  cannabis  consumption,  or  only  do so  under  strict 

guidance and monitoring by a medical professional. 

 

adjust  over  time  until  the  desired  outcome  is  achieved.  A prescription  of  less  than  30-day  supply  is 

advised  as  a starting  point  until  the  patient  understands  their  response  to cannabis  in whichever 

form it may be. 
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Medicinal  cannabis  should  be  kept  in a safe  location  out  of  reach  of  others,  including  children,  as  you 

would do with other medications. 

compounds  and  cannabinoids,  including  phytocannabinoids  and  terpenes.  Data  on  mechanisms  of 

action and interactions of these added chemicals are minimal. 

Even  though  clinical  trials  have  been  underway  using  synthetic  cannabinoids,  there  is  increasing 

understanding  and  interest  from  the  medical  community  on  whole  plant  cannabis  or  ‘full  spectrum 

cannbis’ as its own entity. 

A third  class  of  cannabis  consists  of  nonregulated  synthetic  cannabinoids  that  have  no  recognised 

“Spice”.  These  are  outside  of  the  scope  of  a medical  discussion,  but  patients  and  professionals  should 

therapeutic and recreational formulations. 

Cannabis  obtained  illegally  or  non-regulated  products  could  pose  health  risks  to patients  via  side 

addiction  potential.  Synthetic  cannabinoids  are  available  illegally.  There  is  noted  evidence  of  harm 

from use, which includes death. 
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more suitable for older consumers or those with lung conditions. 

Onset  for  edible  cannabis  is  reported  between  1 and  3 hours,  whereas  inhaled  cannabis  takes  5-10 

concentrations  does  increase  the  risk  of  overconsumption,  which  may  lead  to overdose  and  self-

limited cannabis-induced psychosis. 

It is  advised  not  to reduce  other  medications  when  introducing  medicinal  cannabis.  Tapering  should 

occur  when  cannabis  treatment  has  stabilised.  Patients  should  only  taper  one  medication  at  a time 

with  professional  guidance.  This  process  can  take  up  to 3 months.  If  this  process  is  not  adhered  to, 

medications.  

products  vary  in cost  and  quality  and  are  not  regulated  as  medication  and  therefore  not  recommended 

for their use for medicinal purposes.

CBD  isolates  lack  critical  aromatic  terpenes  and  other  cannabinoids,  which  interact  synergistically  to 

dosages of hemp derived CBD isolates are required, causing an increased risk of drug interactions’.
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•  

•  

during adolescence.

•  Patients  with  mania  or  depression  who  use  cannabis  should  be  under  careful  psychiatric 

monitoring.

•  

mental or behavioural changes.

•  
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Cannabinoids and
Opioids

prescription  rates  in US  states  with  and  without  legal  access  to cannabis.  Conducted  by Bradford  et 

al.,  results  revealed  that  the  states  that  had  implemented  medicinal  cannabis  laws  reported  fewer 

rates. 

codeine.  In  a prospective  open-label  study  of  274  patients  with  treatment-resistant  chronic  pain, 

cannabis. 
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morbidity and mortality associated with opioids. 

Furthermore,  medicinal  cannabis  has  been  recommended  for  use  in treating  Opioid  Use  Disorder 

(OUD).
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Treatment
illnesses and symptoms 

Medicinal  cannabis  is  commonly  used  in treating  the  debilitating  symptoms  of  serious  medical 

conditions.  Approved  medical  conditions  vary  but  tend  to include  chronic  pain,  epilepsy,  multiple 

sclerosis and nausea and vomiting.

According  to the  national  cancer  institute,  consuming  medicinal  cannabis  while  undergoing  clinical 

•  

•  

•  Pain relief 

•  Anxiety relief and a sleep aid
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•  

•  

lower  in states  with  access  to legal  cannabis  for  pain  management,  compared  to where  it is  still  illegal. 

Part  of  the  reasoning  behind  this  is  that  the  stronger  opioids  are  far  more  addictive  and  easier  to 

overdose on these. 

It is  recommended  that  the  initial  treatment  plan  states  that  the  medicinal  cannabis  product  be  used 

•  treatment  goals  for  the  use  of  medicinal  cannabis  - starting  and  stopping  - need  to be  well 

documented  and  discussed  with  the  patient,  and  need  to be  related  to their  symptoms,  and 

should be measurable if possible;

•  Examples  could  include  weight  gain  in patients  with  cachexia,  cessation  or  minimisation  of  nausea 

and vomiting and improved function in patients with chronic non-cancer pain; 

•  if being  managed  by a general  practitioner,  support  for  the  use  of  a certain  cannabinoid  product 

care) should be monitored and documented; 

•  risk  management  processes,  such  as  frequency  of  dispensing.  An example  being  weekly  dispensing 

if there are concerns that a patient may self-raise their dosages; 

•  

treated; 

•  an  exit  strategy  should  be  arranged  for  scenarios  where  medicinal  cannabis  does  not  help  manage 

the condition and symptoms or goals of treatment are not obtained; and

•  that  informed  consent  has  been  obtained  and  the  patient  provided  with  related  information  about 

The  consumption  of  medicinal  cannabis  has  been  supported  by clinical  investigations  in treating 
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•  Withdrawal from opioids and alcohol 

•  

•  Anorexia 

•  Arthritis and other musculoskeletal disorders

•  Cachexia 

•  Some forms of cancer 

•  Chronic  pain,  particularly  that  associated  with  the  nervous  system  (e.g.  facial  neuralgia,  nerve 

damage, phantom pain) 

•  Chemotherapy  symptoms,  including  nausea,  appetite  loss,  weight  loss,  and  vomiting  as  a result 

of radiation therapy

•  Diseases of the pancreas

•  Epilepsy 

•  

•  Glaucoma 

•  

•  

encephalopathy)

•  

•  

•  

•  

•  

•  Multiple sclerosis

•  Nausea and vomiting 

•  Pain, muscle spasms or cramps associated with multiple sclerosis or spinal cord damage

•  Palliative  care  (relief  from  pain  and  other  distressing  symptoms  and  enhancement  of  quality  of 

life) 

•  Post-operative pain 

•  Psychiatric disorders (anxiety and depression, sleep disorders, PTSD) 

 - There  has  been  increased  interest  in the  use  of  cannabis 

as  an  alternative  to alcohol,  opioids  and  other  drugs,  in both  decreasing  drug  withdrawal  symptoms 

when  abstaining  from  other  drugs  and   in decreasing  the  health  risks  associated  with  the  use  of  other 

drugs, such as opioid associated morbidity and mortality. 

overlap,  cross-tolerance,  mutual  potentiation,  and  crosstalk  between  the  endocannabinoid  and 

the  endogenous  opioid  systems.  In  addition  to this,  both  mechanisms  have  been  implicated  in the 

mechanism  of  action  for  numerous  other  drugs  with  abuse  and  potential  for  dependence,  such  as 

nicotine, ethanol and psychostimulants. 
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Evidence  tends  to suggest  complex  functional  interactions  between  ethanol  and  the  ECS.  In  human 

studies,  acute  administration  of  ethanol  was  linked  to an  increase  in CB1  receptor  availability,  while 

chronic  use  of  ethanol  (as  in alcoholic  patients)  was  linked  with  a serious  decrease  in CB1  receptor 

G proteins and decreased FAAh activity. 

nocturnal motor activity, disturbed behaviour, sleep, agitation, resistiveness. 

 

- Pre-clinical  studies  have  suggested  that  certain  cannabinoids  often  but 

in vivo, though typically at high doses that would not be seen clinically. 

Numerous  studies  have  implicated  the  ECS  in the  pathophysiology  of  cancer.  Endocannabinoids  appear 

the  levels  of  endocannabinoids  appear  to be  elevated  in glioblastomas,  meningiomas,  pituitary 

adenomas, prostate and colon carcinomas, and endometrial sarcomas. 

malignant  cells,  with  increased  or  decreased  levels  of  these  receptors  varying  between  cancer  types. 

The  variations  in levels  of  endocannabinoids  and  the  patterns  of  expression  levels  of  cannabinoid 

receptors  across  the  various  cancer  types  show  the  complex  role  the  ECS  plays  in cancer  and  are  likely 

observed  that  endocannabinoids  can  inhibit  tumour  growth  and  progression  of  various  cancer  types 

of metastasis through inhibition of tumour invasion, migration, and neo-angiogenesis. 

 - pre-clinical  studies  suggest  stimulation  of  the  CB1 

others)  all  of  which  have  in common  the  fact  that  they  target  or  involve  the  joints.  Studies  have 

observed  that  bone,  joints  and  muscle  all  contain  a functioning  ECS,  that  some  arthritides  such  as 

may aid in relieving some symptoms related to certain arthritides. 
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- it is  known  that  the  ECS  modulates  nociceptive  and  pain  states.  Key  in these 

pain processing pathways at supraspinal, spinal, and peripheral levels. 

The  CB1  and  CB2  receptors  play  a vital  part  in nociception  and  pain.  Mechanisms  included  transmission 

and  processing  of  nociceptive  signals  such  as  the  nociceptors,  the  dorsal  horn  of  the  spinal  cord, 

the  thalamus,  and  periaqueductal  grey  matter,  the  amygdala  and  the  rostral  ventromedial  medulla 

exhibit a moderate to high level of CB1 receptor expression. 

At peripheral  and  central  terminals  of  nociceptive  sensory  nerves,  CB1  receptors  gate  the  transduction 

of peripheral noxious stimuli into central neuronal pain signals, while the spinal cord, CB1 receptors 

result  of  CB1  receptor  activity  can  be  either  excitatory  or  inhibitory  depending  on  the  identity  of  the 

presynaptic  cell  and  its  location  within  the  neural  network.  In  higher  regions  of  the  brain  tasked  with 

processing  nociceptive  input  like  periaqueductal  grey  matter  and  the  rostral  ventromedial  medulla, 

the  CB1  receptors  in initiative  descending  inhibition  or  block  descending  facilitation  to the  spinal  cord 

nociceptive circuitry. 

Most  importantly  in regard  to the  subject  of  pain,  CB1  receptors  are  expressed  highly  in frontal-

pains  experienced  in humans.  CB2  receptors  seem  to play  a role  in pain  signalling,  especially  during 

of  the  CB2  receptors  on  a variety  of  immune  cells  (macrophages,  lymphocytes,  and  mast  cells  in the 

periphery),  astrocytes  and  microglia  in the  CNS  (e.g.  the  spinal  cord)  is  vital  to the  functioning  of  CB2 

receptors in modulating states of pain. 

The  role  of  endocannabinoids,  anandamide  and  2-AG  have  been  observed  to have  analgesic  or  anti-

respectively)  and  the  resulting  increase  in perspective  synaptic  levels  of  anandamide  and  2-AG  have 

been  seen  to reduce  nociception  in animal  modes  of  acute  and  chronic  pain.  At the  same  time, 

the  arachidonoyl  moiety  of  anandamide  and  1-AG  makes  these  endocannabinoids  susceptible  to 

with  the  subsequent  generation  of  known  of  potential  pro-nociceptive  prostamide  endocannabinoid 

the  additional  production  of  the  pro-nociceptive  metabolites  both  peripherally  and  centrally,  thus 

contributing to nociception and pain.
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Other evaluation & referral

Cannabinoid naive

Obtain a full history of
previous cannabinoid use

Oral Smoked Vaporized

Has tried standard medications

Try standard medications

Good response to standard medications

Patients willing to
consider

cannabinoids/cannabis Continue standard 
medications

Determine risk of substance abuse,
psychiatric or mood disorders

Coordinate with proper substance
abuse or psychiatric resource

1.  

2.  

3.  

4.  Determine  substance  abuse  history;  history  of  psychiatric  or  mood  disorders.  If  yes  or  at  high  risk  for  substance  abuse,  proceed  with 

caution  and  close  observation  (see  Sections  2.4,  5.0,  and  6.8),  coordinate  with  substance  abuse  treatment  programs.  If  there  is  a history 

proceeding.

5.  

6.  

follow the usual clinical guideline to start low and titrate dose slowly.

7.  

Trail of an oral cannabinnoid 
by prescription (nabilone or 

nabiximols buccal spray)
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 - Pre-clinical  studies  show  that  certain  cannabinoids 

as  well  as  anticipatory  nausea.  Clinical  studies  have  also  suggested  that  certain  cannabinoids  and 

cannabis use may provide relief from chemotherapy-induced nausea and vomiting (CINV). 

cardioprotective  on  experimentally  induced  myocardial  infarction.  Case  studies  and  observational 

studies  have  provided  evidence  suggesting  that  acute  and  chronic  smoking  of  cannabis  is  associated 

 – Studies  suggest  that  the  endocannabinoid  system  has  a role  to play  in modulating 

appetite,  which  may  help  treating  eating  disorders,  such  as  anorexia  . Medicinal  cannabis  is  well 

well. 

pro- or anti-epileptic properties. 

Observational  studies  have  suggested  an  association  between  CBD  (in herbal  and  oil  preparations) 

conclusions on the potential of various cannabinoids as a treatment for epilepsy. 

particular  has  shown  enormous  potential  to impact  whereby  patients  have  experienced  a statistically 

reduces  intraocular  pressure  (IOP)  while  oral  administration  of  CBD  may,  in contrast,  cause  an 

increase  in IOP.  Increased  IOP  has  been  implicated  in the  pathophysiology  of  glaucoma;  however, 

poor  blood  supply  to the  optic  nerve,  oxidative  damage,  and  apoptosis  of  retinal  ganglion  cells  are 

also  factors  that  make  a contribution.   An ECS  exists  in a number  of  ocular  tissues,  and  post-mortem 

studies  have  detected  decreased  levels  of  endocannabinoids  in such  tissues  taken  from  deceased 

glaucoma patients.
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– Pre-clinical  studies  in animal 

to varying  degrees.  Data  from  observational  studies  suggests  that  patients  can  use  cannabis  to 

alleviate  symptoms  of  IBD.  A number  of  small  clinical  studies  with  patients  having  IBD  and  having 

failed  conventional  treatments  reported  improvement  in a number  of  IBD-associated  symptoms  with 

smoked cannabis. 

 Pre-clinical  studies  suggest  CB1  receptor  activation  is  detrimental  in liver  diseases 

Cumulative  evidence  exhibits  a vital  role  for  the  ECS  in the  pathophysiology  of  multiple  diseases 

mostly  harmful,  whereas  CB2  receptor  activation  is  generally  protective.  CB1  receptors  are  expressed 

at  low  levels  in the  whole  liver,  hepatocytes,  stellate  cells,  and  hepatic  vascular  endothelial  cells,  but 

increased  CB1  receptor  expression  has  been  noted  in the  context  of  diseases  such  as  hepatocellular 

carcinoma  and  primary  biliary  cirrhosis  as  well  as  in alcohol-induced  liver  disease,  non-alcoholic 

in normal  liver  but,  like  the  CB1  receptors,  they  are  upregulated  in pathological  conditions;  these 

levels  of  the  endocannabinoids  anandamide  and  2-AG  in the  liver  appear  to vary  depending  on  the 

pathophysiological condition in question.

Pre-clinical  studies  suggest  acute  CB1  receptor  signalling 

results  in increased  fat  synthesis  and  storage  while  chronic  CB1  receptor  signalling  (or  CB1  receptor 

antagonism)  causes  weight  loss  and  improvement  in a number  of  metabolic  indicators.  Observational 

glycemic control (in patients with type II diabetes). 

 – The  expression  of  both  the  CB1 

and  CB2  receptors  has  been  noted  in the  enteric  nervous  system  of  the  GI  tract  (enteric  neurons, 
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stomach  parietal  cells  appear  to only  express  the  CB1  receptor.  CB2  receptor  expression  appears  to 

be  upregulated  in sections  of  the  colon  in patients  with  IBD.  While  the  expression  and  localisation  of 

and  small  intestines  and  has  also  been  localised  to the  cell  bodies  of  the  myenteric  plexus.  MAGL 

functioning  has  been  observed  in the  muscle  and  mucosal  layers  of  the  duodenum  and  the  ileum,  as 

nervous  system.  There  does  seem  to be  some  regional  variation  in the  levels  of  endocannabinoids  in 

the  gut;  2-AG  appears  to be  more  abundant  in the  ileum  than  the  colon,  whereas  the  opposite  is  true 

of  anandamide.  CB1  and  CB2  receptors  appear  to be  expressed  in the  pancreas,  whereas  the  CB1, 

but not the CB2 receptor, is expressed in the liver under normal conditions. 

Cannabinoids  appear  to have  many  functions  in the  digestive  system  including  the  inhibition  of  gastric 

acid  production,  GI  motility,  secretion  and  ion  transport,  and  the  attenuation  of  visceral  sensation 

- CB1  receptors  act  on  numerous  peripheral  tissues  including  the  heart  and  vasculature, 

and  CB  receptor  agonists  and  endocannabinoids  decrease  arterial  blood  pressure  and  cardiac 

greater  and  longer-lasting  decrease  of  arterial  blood  pressure  in hypertensive  subjects  compared  to 

normotensives. 

 - The  ECS  has  been  implicated  in spermatogenesis  and 

of  the  acrosomal  region,  although  also  to the  midpiece,  and  the  sperm  tail.  The  CB2  receptor  on 

the  other  hand  has  been  shown  to be  localised  in the  post-acrosomal  region,  midpiece  and  sperm 

tail.  In  vitro  studies  have  reported  that  activation  of  the  CB1  receptor  by anandamide  can  negatively 

activation  of  the  CB2  receptor  in male  germ  cells  has  been  shown  to disrupt  the  temporal  dynamics 

of  the  spermatogenic  cycle.  Cannabinoids  are  lipophilic  and  they  can  accumulate  in membranes  and 

their function. 
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being  a poorer  sub-popu lation.  Decreased  sperm  motility  was  observed  in both  fractions  in response 

sperm functions and male fertility, especially in those males already on the borderline of infertility. 

patients  however  it is  a common  misconception  that  medicinal  cannabis  has  extreme  negative 

receptor  activity  in the  brain  before  birth  suggests  that  the  compounds  could  play  an  important  part 

in brain  development.  Cannabis  has  been  associated  with  the  creation  of  new  neurons  in the  brain,  or 

neurogenesis  and  overall  brain  plasticity.  To  add  to its  role  in brain  development,  medicinal  cannabis 

 – There  is  limited  evidence  supporting  cannabis  consumption  to treat  headache  and 

the  pathophysiology  of  this  disorder;  however,  there  is  limited  evidence  supporting  this.  Clinical 

studies  suggest  that  the  concentrations  of  anandamide  are  decreased  in the  CSF  of  migraineurs, 

while  the  levels  of  calcitonin  gene-related-peptide  and  nitric  oxide  (normally  inhibited  by anandamide 

and  implicated  in triggering  migraine)  are  increased.  In  contrast,  the  activity  of  the  anandamide-

indicating that the pressure relief is a result of nervous system interactions. 

The  underlying  mechanism  of  migraine  relief  may  involve  an  interaction  between  cannabinoid  and 

serotonin  receptors  in various  locations  of  the  brain.  Due  to this,  it is  believed  that  the  endocannabinoid 

system may be involved in triptan-related relief as well. 

- The  individual  components  of  the  ECS  are  particularly  abundant  in areas 

consequence  of  changes  in ECS  activity,  with  activation  of  the  CB1  receptor  typically  resulting  in 

movement  inhibition.  Numerous  studies  have  noted  changes  in CB1  receptor  levels  and  CB1  receptor 
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notes  from  such  studies  suggest  a complex  link  between  the  ECS  and  the  pathophysiology  of  these 

should be carefully weighed.

 

 - Findings  from  limited  pre-clinical  studies  suggests  that  a synthetic  CB1  and  CB2  receptor 

agonist  may  relieve  dystonia-like  symptoms,  and  CBD  delays  dystonia  progression.  Evidence  from 

a limited  number  of  case  studies  and  small  placebo-controlled  or  open-label  clinical  trials  suggests 

in symptoms of dystonia with oral CBD. 

improves  certain  symptoms  of  Tourette’s  syndrome  (TS)  (tics).  Anecdotal  and  case-reports  have 

suggested  amelioration  of  symptoms  associated  with  TS  when  consuming  cannabis.  More  so,  a two-

or  10  mg)  in 12  adult  patients  with  TS  showed  plasma  concentration-related  improvements  in motor 

impairment  in patients  with  TS.  This  study  was  followed  up  by a six-week,  randomised,  double-blind, 

– Studies  have  suggested  that  patients  do not  become  immune  to the 

medicinal  characteristics,  and  it is  not  necessary  to increase  the  dosage  over  time  to maintain  results. 

and tremors. 

linked  with  some  measure  of  improvement  in symptoms  encountered  in MS  and  spinal  cord  injury 

(SCI)  including  spasticity,  spasms,  pain  and  symptoms  of  bladder  dysfunction.  In  addition  to this, 

cannabinoids assist in sleep improvement, providing both deeper and longer sleep cycles.

– Cannabinoids  have  a strong  positive  impact  on  nausea  and  vomiting 
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Cannabinoids  play  a part  in appetite  stimulation,  and  boost  cravings  for  foods  with  excessive  fat  and 

sugar  content.  Those  who  are  experiencing  appetite  loss  should  consume  a high  caloric  intake  to gain 

weight and facilitate the absorption of nutrients. 

- Anxiety,  PTSD,  depression  and  bipolar  disorder  - data  from  clinical  studies 

cannabis  consumption,  particularly  chronic,  heavy  use  and  the  onset  of  anxiety,  depressive  and 

bipolar  disorders,  and  the  persistence  of  symptoms  related  to PTSD,  panic  disorder,  depressive 

disorder,  and  bipolar  disorder.  Initial  evidence  from  surveys  indicates  an  association  between  use 

of  self-reported  anxiety  and  depression  and  other  illicit  drugs  as  well  as  higher  levels  of  physical 

dependence than with high potency herbal cannabis. 

 - Pre-clinical  and  human  experimental  studies  suggest  a role  for 

certain  cannabinoids  in relieving  post-traumatic  stress  disorder  (PTSD)  like  symptoms.  There  is 

evidence  to suggest  that  certain  symptoms  and  correlates  of  PTSD  including  anxiety,  stress,  insomnia 

and  depression  are  among  the  most  commonly  cited  reasons  for  cannabis  use.  Despite  much  anecdotal 

treating PTSD.

A growing  body  of  evidence  suggests  a vital  role  for  the  ECS  in PTSD.  The  ECS  has  been  linked  with 

the  regulation  of  emotional  states  and  cognitive  processes,  and  neuroanatomical  studies  have  noted 

the  presence  of  ECS  elements  in numerous  brain  structures  related  to learning  and  memory,  and  in 

structures  which  also  play  central  roles  in fear  conditioning  and  response  implicated  in PTSD.  The 

ECS  links  stress  exposure  to changes  in synaptic  plasticity  contributing  to activation  and  feedback 

exposure  to stress.  It has  been  thought  that  chronic  stress  creates  a “hypocannabinergic  state”  that 

results  in impaired  fear  extinction  (as  is  seen  in PTSD)  and  this  state  can  be  relieved  with  CB1  receptor 

agonists.  Further  evidence  in humans  suggests  that  PTSD  is  characterised  by over-activity  or  hyper-

as  abnormal  hippocampal  and  basal  ganglia  functions.  As  similarities  exist  between  the  expression 

expression  of  conditioned  fear  in animals,  the  use  of  certain  animal  behavioural  models  to study 

PTSD is feasible and relevant.
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 - The  evidence  thus  far  from  some  observational  studies  and  clinical  studies  suggests 

that  cannabis  may  be useful  in alleviating  a wide  variety  of  single  or  co-occurring  symptoms  often 

encountered  in the  palliative  care  setting.  These  symptoms  may  include,  but  are  not  limited  to, 

severe  intractable  pain,  severe  depressed  mood  and  anxiety,  and  insomnia.  A limited  number  of 

observational  studies  suggest  that  the  use  of  cannabinoids  for  palliative  care  may  also  potentially  be 

associated with a decrease in the number of some medications used by this patient population. 

on  sleep—low  doses  appear  to decrease  sleep  onset  latency  and  increase  slow-wave  sleep  and  total 

sleep  time,  while  high  doses  appear  to cause  sleep  disturbances.  Limited  evidence  from  clinical  studies 

also  suggests  that  certain  cannabinoids  may  improve  sleep  in patients  with  disturbances  in sleep 

associated with certain chronic disease states.
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How to start
the conversation

•  is under the age of 18 

•  has severe cardiopulmonary disease

•  

•  is a woman who is pregnant, breastfeeding, or may become pregnant

•  has serious liver, kidney, heart or lung disease 

•  is a man hoping to start a family 

•  has a history of hypersensitivity to cannabis or smoke 

•  has severe hepatic or renal disease

•  has  cardiovascular  or  cerebrovascular  disease  because  of  occasional  hypertension,  possible 

hypertension, syncope, tachycardia, myocardial infarction and stroke

•  

•  is receiving concomitant therapy with sedative hypnotics or other psychoactive drugs
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•  has  a history  of  alcohol  or  drug  abuse  or  substance  dependence;  increased  cognitive  impairment 

may be noted when consuming cannabis along with alcohol or other psychoactive drugs

Ask and assess

Advise and Act

•  Determine if cannabinoids are appropriate for this patient at this time

•  Make drug therapy recommendations

•  Provide education and counselling to the patient or their caretaker

•  Monitor therapy and follow up with the patient
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•  

•  

•  Evaluate  potential  drug  interactions  as  cannabis  may  interact  with  many 

medications (blood thinners, anti-epileptics, alcohol, opiates, insulin)

•  At the onset of treatment

•  During the titration phase

•  

•  Method of delivery

58



59



60



Patient
Feedback 

•  

treatment for certain symptoms; 

•  It viewed  as  a healthier  alternative  due  to it’s  organic  origin  and  is  seen  as  less  harmful  than 

•  

pharmaceuticals; 

•  

improvements; and 

•  Medicinal cannabis is commonly used for symptom management and relief. 
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high,  excessive  appetite,  memory  loss,  lack  of  multitasking  ability,  trouble  focusing  and  an  increased 

heart rate. 

Another  could  be  where  someone’s  sweet  tooth  is  a complication  for  patients  trying  to maintain  their 

weight but is a positive for someone wanting to gain weight.

their  medical  practitioners  accept  their  use  and  support  the  treatment.  Others  have  received  negative 

responses  from  their  doctors  and  received  silence  when  asked  for  their  thoughts.  Those  without 

professional  support  tend  to source  their  own  medicinal  cannabis  with  self-selected  products, 

undergoing treatment. 

Medicinal  cannabis  is  accepted  by many  patients’  families  and  has  even  been  suggested  by family  and 

caretakers.  The  positive  impact  cannabis  can  have  has  been  observed  by those  surrounding  the  patient, 

resulting in satisfaction of the relief it provides. 

stereotypical  responses.  Many  are  under  the  impression  that  this  treatment  is  a result  of  misinformation 

and skewed perspectives when it comes to the cannabis plant.
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This  document  has  been  provided  in order  to establish  preliminary,  rather  than  comprehensive, 

guidance  with  what  is  currently  known  about  the  use  of  medicinal  cannabis  and  relevant  conditions. 

The  information  provided  is  for  information  and  education  purposes  on  what  is  an  emerging  clinical 

This  guide  does  not  replace  professional  judgement  where  context  is  required,  whereby  the  practitioner 

decides  that  the  given  recommendations  for  a patient  are  appropriate  in their  circumstances,  whereby 

an individual patient declines a recommendation as a course of action in their treatment plan. 

The  author  accepts  no  responsibility  or  liability  arising  from  any  error  or  omission  or  from  the  use  of 

any information contained herein.

63



info@introcann.com

wwwintrocann.com

108 Elizabeth Ave, Parkmore
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