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u The various options for oral analgaesia

u Aspects of acute pain management

u Some discussion around neuropathic pain and management 
options

u Current evidence around managing chronic pain and how we can 
best serve our patients in ED and on the ward.



Paracetamol

u There is no good evidence for a dose-dependent analgesic effect 
of oral paracetamol; the effects of 500 mg (NNT 3.5; 95%CI 2.7 to 4.8), 600/650 mg (NNT 4.6; 95%CI 3.9 to 5.5) and 1,000 mg (NNT 3.6; 95%CI 
3.2 to 4.1) show no statistically significant difference (Moore
2011 Level I [Cochrane], 53 RCTs, n=6,230). 

u Paracetamol by all routes of administration has a statistically 
significant opioid-sparing effect on PCA-morphine consumption 
although this effect is inferior to nsNSAIDs and coxibs



NSAIDS

u The combination of paracetamol and NSAIDs is more effective than 
either paracetamol or NSAID alone (Ong 2010 Level I, 21 RCTs, n=1,909). 

u NSAIDS while useful analgesic adjuvants, they are often inadequate 
as the sole analgesic agent in the treatment of severe 
postoperative pain

u remember you are “altering a see saw” rather than directly 
effecting a receptor



opioids

u Weak opioids – tramadol or codeine.  Generally don’t use codeine 
except for its constipating powers

u Tramadol a great medication if patient tolerates it.  Beloved by 
examiners due to its complex pharmacology (partial agonist, 
enantiomers, variable metabolism and active metabolites) 

u Like many anaesthetic medications it has serotonergic side effects 
and can precipitate serotonin syndrome



6. Clinical applications and efficacy

Tramadol and tapentadol provide an opiate-sparing

effect through their atypical and dual mechanism of

action, which is an advantage over classical opioids,

particularly in chronic treatment, where opioid

receptor downregulation takes place (Giorgi, 2012).

As such, given the duality and synergy of their

mechanisms of action (Grond and Sablotzki, 2004;

Tzschentke et al., 2007) and the resulting fewer side

effects and lower addiction potential, tramadol and

tapentadol are typically recommended for the treat-

ment of moderate to severe pain. Table 3 illustrates

main tramadol and tapentadol clinical applications

(Dayer et al., 1994, 1997; Matthiesen et al., 1998;

Wade and Spruill, 2009; Singh et al., 2013; Mer-

cadante et al., 2014; Arjunan et al., 2015; Knezevic

et al., 2015; McNaughton et al., 2015; Barbosa et al.,

2016; Chang et al., 2016; Langford et al., 2016;

Agarwal et al., 2017; Pergolizzi et al., 2017; Vadivelu

et al., 2017; Wu et al., 2017).

The analgesic efficacy of tramadol has been veri-

fied in the treatment of acute and chronic situations.

It is usually used in cancer pain. For instance, Grond

and colleagues have verified the clinical efficacy of

tramadol in the treatment of moderate oncological

pain, when nonopioids fail to be effective (Grond

et al., 1999). Nonetheless, it is also used in nonma-

lignant pain, such as in osteoarthritis pain (Grond

and Sablotzki, 2004; Leppert, 2009). Cepeda and co-

authors, in a meta-analysis, reported less adverse

effects for osteoarthritic pain patients receiving tra-

madol or tramadol/paracetamol compared to partici-

pants who received placebo (Cepeda et al., 2007).

Several randomized, double-blind studies evaluating
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Figure 3 Tramadol dual mechanism of action. Tramadol acts through l-opioid receptor (MOR) agonism, and both NA and 5-HT reuptake inhibition.

NA and 5-HT inhibit the transmission of nociceptive impulses by activating a2-adrenergic receptors. Pain neurotransmitters glutamate and sub-

stance P bind the respective receptors, modulating primary afferent pathways of pain stimulation. NA: noradrenaline; 5-HT: serotonin; MOR: l-
opioid receptor; a2-AR: a2-adrenergic receptor.
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Opioids in general 

u There is no such thing as an inherently evil opioid, it’s the people 
that market them.

u Oxycodone is more “likeable” but all opioids have an addictive 
potential (that’s why codeine is being phased out)

u Oxycodone is slightly safer in chronic multiorgan dysfunction 
(predictable onset and offset kinetics)

u Morphine remains the archetype and is our usual first line 

u FPM opioid calculator http://www.opioidcalculator.com.au/

http://www.opioidcalculator.com.au/


Antiemetics 

u IV hydration, P6 stimulation, median nerve tetanic stimulation

u Isopropyl alcohol inhalation

u Avoiding opioids, nitrous oxide
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30 Drugs used in nausea and vertigo (antiemetics)

Nausea and vomiting have many causes, including drugs (e.g. cyto-
toxic agents, opioids, anaesthetics, digoxin), vestibular disease, pro-
vocative movement (e.g. seasickness), migraine and pregnancy. 
Vomiting is much easier to prevent than to stop once it has started. 
Therefore, if possible, antiemetics should be given well before the 
emetic stimulus is expected. Antiemetics should not be given before 
the diagnosis is known because identification of the underlying cause 
may be delayed.

Emesis is coordinated by the vomiting centre ( ) in the medulla 
(upper figure). An important source of stimulation of the vomiting 
centre is the chemoreceptor trigger zone (CTZ, ) in the area pos-
trema. Because the CTZ is not protected by the blood–brain barrier (it 
is part of the circumventricular system), it can be stimulated by circu-
lating toxins or drugs (top). The CTZ possesses many dopamine (D2) 
receptors, which explains why dopaminergic drugs used in the treat-
ment of Parkinson’s disease frequently cause nausea and vomiting. 
However, dopamine receptor antagonists are antiemetics (upper 
left) and are used to reduce nausea and vomiting associated with the 
administration of emetogenic drugs (e.g. many cytotoxic anticancer 
agents).

The CTZ also possesses 5HT3 receptors, and 5HT3 antagonists 
(e.g. ondansetron, left lower) are effective antiemetics. Because  
they have fewer unwanted actions, they are widely used to prevent  
or reduce the nausea and vomiting associated with cancer  
chemotherapy and general anaesthesia. In some cases, it is uncertain 
how 5HT3 antagonists produce their antiemetic effects. There is a 
high concentration of 5HT3 receptors in the CTZ, but a peripheral 
action may also be important. Many cytotoxic drugs (and X- 
rays) cause the release of 5HT from enterochromaffin cells ( ) in the 
gut, and this activates 5HT3 receptors on vagal sensory fibres 
( ) (lower figure). Stimulation of sensory fibres in the stomach by 
irritants (e.g. ipecacuanha, bacterial toxins) causes ‘reflex’ nausea and 
vomiting.

Dopamine antagonists and 5HT3 antagonists are ineffective in 
reducing the nausea and vomiting of motion sickness. Antimuscarinic 
drugs or antihistamines (right), which act directly on the vomiting 
centre, may be effective, although side-effects are common. Vertigo 
and vomiting associated with vestibular disease are treated with anti-
histamines (e.g. promethazine, cinnarizine), phenothiazines or 
betahistine.
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Opioid induced PONV

u Easiest way to avoid is to not give opioids

u Disentangling from the drug company marketing – there doesn’t 
seem to be any one class that is superior to another for OI PONV 
across a population

u Cyclizine is habit forming and most commonly requested

u We usually start with ondansetron in PACU 



Functional analgesia



Maxi modal analgesia







Basic pain round

u Context is everything
u Adequacy 

How you frame the question determines the answer

Function is more important than pain scores

u Side effects 
u Pain drivers/trajectory

u plan
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Central sensitisation

u Defined as "an enhanced responsiveness of nociceptive neurons in 
the CNS to their normal afferent input” 

u characterised by widening of receptive fields, lowering of pain 
threshold and increased response to pain stimuli.

u Look for hx of Fibro, cfs, burning mouth, TMJ dysfunction, IBS, Irritable 
bladder, Chronic daily headache, multiple chemical sensitivities… 

uand patients on regular opioid 
therapy



Chronic pain in RX in ED

u Big topic

u Very common presentation

u Use a lot more resource per 
presentation than average.

u Diverse group of 
patients/presentations
u The entrenched pt

u The new and worried

u The dysregulated

u The chemical coper and the 
substance misuser 



u The Entrenched patient

u Essentially in a harm 
minimization pathway

u Psych/substances/PTSD

u Hx of abuse

u ED management

u Pain clinic oversight 

u IV infusion clinic

u Decompensated pain system 
failure

u The new and worried
u Completing Ix

u Functional disorders

u Multiple yellow flags

u Concerned family

u Potential for therapeutic 
intervention



The Dysregulated pain patient

u With respect to chronic pain, when patients encounter an 
emotionally-distressing situation, they may respond in maladaptive 
ways depending on how they appraise the situation





The dysregulated

u De-escalation techniques
u Minimise rewarding medications
u Sedation
u Social work
u Patience 



Population of Rx Opioid Users Is Heterogeneous 

“Recreational  

users” 
“Adherent” 

“Chemical copers” 

Nonmedical Users Pain Patients 

“Self-

Treaters” 

The Chemical Coper 

  Term first coined by Bruera and colleagues in the palliative care 

setting 

  Often patients with history of alcohol or substance abuse 

  Had tendency to somatize end of life related stress and distress 

  Felt globally bad 

  Received unusually high number of centrally acting meds 

  Tendency to become delirious secondary to over-medication 

  Khantzian has referred to substance abusers as  

  Engaging in self medication 

  Having de-differentiated affective arrays 



The Chemical Coper 

  Key clinical features 

  Alexythymic 

  Somatizing 

  Overly drug focused 

  Unmotivated for non-drug therapies 

  Make little progress towards psychosocial goals 

The Chemical Coper 

  Bears resemblance to addiction with regard to the 

“centrality” of the drug and drug procurement to the patient 

  CCs need structure, psych input, and drug treatments that 

decentralize the pain medicine to their coping 

  Decentralize pain medication: reduce its meaning, undo 

conditioning, undo socialization – accomplished through 

pain-related psychotherapy and prudent drug selection 



What can I do?

u Be aware of your patients risk
u Validate 
u Deliver quality general cares 

uTreat acute pain well!
u Use your new understanding of cancer pain terminology to deliver 

nuanced analgesia
u Ask for help



Non Pharmacological interventions

u Activity

u TENS

u Heat packs/Cold packs

u Sleep hygiene 

u Validation

u Physical therapy as adjunct to 
psychotherapy

u Guided relaxation

u Mindfulness

u CBT

u ACT

u Maxmise placebo and minimize 
nocebo



Multi modal analgesia:

u Paracetamol – Cox 3/Endocannbinoids
u NSAIDs – Cox1/2
The 4 Prongs of the pain system:
1. Opioid – PO/IV titration on the ward/PCA
2. Na Channel – Local anaesthetic iv or block
3. Glutamate – N20/Ketamine/Gabapentanoids/magnesium
4. Descending inhibition – clonidine/Tramadol
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Opioid at DC and risk of prolonged 
use

Morbidity and Mortality Weekly Report 

268 MMWR / March 17, 2017 / Vol. 66 / No. 10 US Department of Health and Human Services/Centers for Disease Control and Prevention

FIGURE 1. One- and 3-year probabilities of continued opioid use 
among opioid-naïve patients, by number of days’ supply* of the first 
opioid prescription — United States, 2006–2015
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* Days’ supply of the first prescription is expressed in days (1–40) in 1-day 
increments. If a patient had multiple prescriptions on the first day, the 
prescription with the longest days’ supply was considered the first prescription.

FIGURE 2. One- and 3-year probabilities of continued opioid use 
among opioid-naïve patients, by number of prescriptions* in the 
first episode of opioid use — United States, 2006–2015
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* Number of prescriptions is expressed as 1–15, in increments of one prescription.

data on tramadol for pain management are sparse, with only 
one trial exceeding 12 weeks in duration (6). Despite this, 
among patients initiated with tramadol, >64% of patients who 
continued opioid use beyond 1 year were still on tramadol, 
suggesting that tramadol might be prescribed intentionally 
for chronic pain management. A 2016 study in Oregon (7), 
which did not include tramadol (a predictor of long-term use 
according to current data), reported similar findings: opioid 
naïve patients aged <45 years who received two prescription 
fills (versus one) or a cumulative dose of 400–799 (versus 
<120) morphine milligram equivalents in their first month of 
therapy were 2.3 and 3.0 times as likely to be chronic opioid 
users, respectively. However, that analysis only examined opi-
oid use in the first month after initiation of opioid therapy to 
characterize risks for long-term use and did not account for 
the actual duration of therapy.

The findings in this report are subject to at least five limita-
tions. First, although the cumulative dose of the first episode 
of opioid use is described, the likelihood of long-term use 
when the prescriber was titrating the dose was not determined. 
Rather, the total cumulative dose was calculated, which might 
have been increasing or decreasing over time. Second, the 
extent to which chronic opioid use was intentional versus the 
outgrowth of acute use is not known. Less than 1% of patients 
in this analysis were prescribed Schedule II long-acting opioids 
at the outset, so intentional chronic opioid prescribing might 
be uncommon; however, approximately 10% of patients were 
prescribed tramadol, which might indicate intentional chronic 

opioid prescribing. Third, information on pain intensity or 
duration were not available, and the etiology of pain, which 
might influence the duration of opioid use, was not considered 
in the analysis. Fourth, the frequency of prescriptions having 
certain days’ supplied (e.g., prescriptions with a 7-day supply 
would be more frequently observed than those with an 11- or 
13-day supply) was not considered.  The variability in the 
relationships between days’ supply, the cumulative dose, and 
duration of first episode and the probability of long-term use 
could be affected. Finally, prescriptions that were either paid 
for out-of-pocket or obtained illicitly were not included in 
the analysis.

Transitions from acute to long-term therapy can begin to 
occur quickly: the chances of chronic use begin to increase after 
the third day supplied and rise rapidly thereafter. Consistent 
with CDC guidelines, treatment of acute pain with opioids 
should be for the shortest durations possible. Prescribing 
<7 days (ideally !3 days) of medication when initiating opioids 
could mitigate the chances of unintentional chronic use. When 
initiating opioids, caution should be exercised when prescribing 
>1 week of opioids or when authorizing a refill or a second 
opioid prescription because these actions approximately double 
the chances of use 1 year later. In addition, prescribers should 
discuss the long-term plan for pain management with patients 
for whom they are prescribing either Schedule II long-acting 
opioids or tramadol.
 1Division of Pharmaceutical Evaluation and Policy, College of Pharmacy, 

University of Arkansas for Medical Sciences; 2Division of Health Services 
Research, College of Medicine, University of Arkansas for Medical Services.
Corresponding author: Bradley C. Martin, bmartin@uams.edu, 501-603-1992.



Induction of opioid use at surgery, 
non linear risk of ODHigh Opioid Dose and Overdose Death Risk 

Dunn et al. Opioid prescriptions for chronic pain and overdose. Ann Int Med 2010;152:85-92.

1.00 1.19
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11.18

* Overdose defined as death, hospitalization, unconsciousness, or respiratory failure.

Nine-fold increase at dosages of 100+ mg/day.
Significant increased risk above 50 mg.

• The incidence of new persistent opioid use was similar between minor surgery, 
5.9% vs major surgery, 6.5%; odds ratio, 1.12; SE, 0.06; 95% CI, 1.01-1.24)

• The incidence of new persistent opioid use in the nonoperative control group was only 0.4%

6% - 10% of Opioid Naïve Surgical Patients
Will Use Opioids Persistently

Brummett CM, Waljee JF, Goesling J, et al. New Persistent Opioid Use After Minor and Major Surgical Procedures in US Adults. 
JAMA Surg. 2017;e170504. doi:10.1001/jamasurg.2017.0504

Minor surgery group Control groupMajor surgery group

Incidence of New Persistent Opioid Use by Surgical Condition



Opioid Prescribing in NZ

u Strong opioid use continues to increase. Some of this increase is occurring in 
aged residential care; further investigation is required.

u Rates of strong and weak opioid dispensing are statistically higher in people of 
European/Other ethnicity, women and people aged 80 and over.

u Almost half of those dispensed a strong opioid 
had a ‘trigger event’ in a public hospital in the 
week prior, suggesting these prescriptions are 
generated in hospital.

u Rates of fentanyl use have more than doubled since 2011 and the variation has 
increased to more than 12-fold.

u https://www.hqsc.govt.nz/our-programmes/health-quality-evaluation/projects/atlas-of-healthcare-variation/opioids/



Average Prescribed
Average Consumed

Guidelines
50 pills à 15 pills

No change in 
calls for refills (3-

4%)
No change in 

patient-reported 
pain scores

Patients 
consumed 
fewer pills



Supersize it! 

David Marchiori, Esther K. Papies, Olivier Klein, The portion size effect on food intake. An anchoring and adjustment 
process?, Appetite (2014), doi: 10.1016/j.appet.2014.06.018
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Resources

u https://www.betterpainmanagement.com/

u https://www.anzca.edu.au/getattachment/4c3b03b7-52bf-4c10-
9115-83d827c0fc38/Acute-Pain-Management-Scientific-
Evidence.aspx

u Patient resources 
u https://www.nps.org.au/consumers/opioid-medicines

u https://www.aci.health.nsw.gov.au/chronic-pain/painbytes

https://www.betterpainmanagement.com/
https://www.anzca.edu.au/getattachment/4c3b03b7-52bf-4c10-9115-83d827c0fc38/Acute-Pain-Management-Scientific-Evidence.aspx
https://www.nps.org.au/consumers/opioid-medicines
https://www.aci.health.nsw.gov.au/chronic-pain/painbytes

