.

al assessment of pain

ent's pain needs to be accurately evaluated
] a coordinated management plan devised,
ed on a cogent diagnosis.

_ =' 1S of treatment include restoration of
= function, a decrease in the level of the patient's

— — distress, a reduction in depression, and a return

to normal activities

e necessitates the use of skills brought by clinical
psychologists, physiotherapists, occupational
therapists and work-cover providers.




ated where there is a high suspicion of
"echanical disease.

n films can detect problems such as Paget's disease,
tures and some sclerotic or lytic lesions.

c_lronucllde bone scan if neoplastic or metabolic disease
, —-Mjs suspected

— o where there are associated neurological signs, the
~Investigation of choice is CT scanning or MRI, as the

important clinical decision is whether or not surgical
consultation is needed for nerve decompression.




€ paracetamol as ongoing therapy: the
ified release formulation offers convenience

Jse NSAIDs where cardiovascular, renal and

— gas tromtestlnal risk is acceptable

== Eongder an opioid when non-opioids offer
_inadequate pain control or NSAIDs are

unsuitable

® Tramadol's role in mild—-moderate pain is limited
by drug interactions and CNS adverse effects.




Conversion

Oral to Oral Ratic Example
Morphing to Iramadaol 15 ral Maorphme 10 mg = Ural | ramadol =0 mg
M pabiing lu Codeing 1.6 Chal Muighing 7.3 my = Codeing 80 iny
Marphing to Mothadone - COMEULTANT REQUIRED. Scc methadens converaicn page for mers information. Mage: 15
Maorphine to Oxyeodons 1.5:1 Cral Marphing 15 mg = Oral Oxyeodone 10 mg
Maorphing to Fydromorpione 21 Cral Morphine 5 mg = oral Hydromarphone 1mg




—

orphine

artial opioid agonist at mu receptors and an
itagonist at kappa receptors, with a prolonged
luration of action.

= ;~= '_e /-day transdermal patch is indicated for use
~_ ”m moderate to severe pain.

'-_

= o It reaches steady state after 3 days, and plasma
~ levels decrease by 50% approximately 12 hours
after the patch is removed.




Buprenorghine 5 mg/7 days
120 micrograms/24 hours 2 micrograms/hour

Buprenorghine 10 mglf7 days
240 micrograms/24 hours 10 micrograma/hour 24 mgl24 hours
Buprenorghine 20 malT days
430 micrograms/24 hours 20 micrograma/hour 48 mgl24 hours

12 mgf2£ hours

Patch Strength Delivery Rate Cral Morphine Dose




Parenteral Morphine

Oral Morphine equivalent

Patch Strength Dose ;;::r:l:::ﬂ} (ma/24 hours)
Fentany! Patch 12 microgramv/hour | 288 mog/24 hours 15 to 20 30 to 30
Fentany! Patch 25 microgramv/hour | 600 meg/24 hours 30 to 40 B0 to 100
| Fentany! Patch S0 microgram/hour | 1200 megf24 hours B0 to &0 120 to 200
Fentany! Patch 75 microgram/hour | 1300 megf24 hours 90 to 120 180 to 300
Fentanyl Patch 100 micrnoramfhoor | 2400 megf24 hoors 120 to 1RO 240 fo 4000




ppathic pain —

pically described as a constant burning, episodic
ooting or electric pain in a region where there is a
rbance of sensory and/or motor function,

b ularly to pinprick and thermal (warm and cold)
sibility

aracterised by spontaneous pain, and by abnormal
gvoked responses including:

&= hyperalgesia—an increased responsiveness to normally
d—-_g_—'mpalnful stimuli

=" aIIodela—a painful response to normally nonpainful
stimu

e hyperpathia—an abnormally painful reaction to a
stimulus, especially a repetitive stimulus, with an
increased threshold.

® These sensory disturbances may spread outside

1Eecognlsed anatomic boundaries for nerves and receptor
ields




—

——

ical features of CRPS
history of a preceding injury
that is usually disproportionate to the inciting injury

 that is often shooting in nature, and associated with
dynia and hyperalgesia

A that is not confined to a specific nerve territory, but
glonal (eg involving the hand and forearm)

=\ somotor changes, including colour (cyanosis or pallor)
= _jand temperature dlsparlty

: 3’ ‘Sudomotor changes, especially diaphoresis of the

affected limb

~® Oedema

® QOther somatosensory abnormalities, including sensory
neglect (rare)

® Motor dysfunction, including abnormal posturing,

weakness, tremor, myoclonic jerking (occasionally), and
neglect (rare)




abalin >
= /5, 100, 150, 200, 225 and 300-mg

] nalogue of gamma- amlnobutyrlc acid (GABA) and
‘:nticonvulsant and analgesic properties.
.?'thought to act by binding to voltage-gated calcium
annels in the central nervous system and possibly also

=) reducmg release of neurotransmitters including
Z—biutamate noradrenaline and substance P.

% [t does not appear to interact with GABA receptors nor
to interfere with GABA turnover.

® The main adverse effects observed are somnolence,

dizziness, blurred vision, weight gain, peripheral oedema
and elevations of creatine kinase

L
_ﬂ-
—
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etme and desvenlafaxme
60mg

serotonin and noradrenal_ine reuptake
hibitors (SNRIs). All are weak inhibitors of
lopamine reuptake.

ay Increase serum transaminase
= ,{:ﬂncentratlons with a corresponding risk of
~hepatic insufficiency.

@ Should not be prescribed for patients who
consume substantial quantities of alcohol or who
have hepatic impairment.




