
SPECIAL REPORT
NEUROPATHIC PAIN

study found a prevalence of 6%.2 The
diagnosis and treatment of long-term
pain has received considerable
attention recently. Long-term pain is
pervasive and costly. There is an
interrelationship with psychosocial
problems and there are often
difficulties in clarifying the diagnosis.3

Most treatment for long-term pain,
including neuropathic pain, should be
provided at the primary care level,
with support as necessary from
specialist services.

CAUSES OF PAIN
Mechanisms for the generation of pain
at cellular level are numerous. They are
likely to exist in combination in any
individual patient and are seldom, if
ever, disease specific. However, clinical
trials of drugs for neuropathic pain
frequently test effect on a specific
disease. It follows that primary
diagnosis of a painful neurological
disorder does not usually provide a
clear guide to systemic drug
treatment. Trigeminal neuralgia,
however, is an exception to this
general rule, with carbamazepine
being the drug of first choice.  

Some of the more important factors
in inducing hyperexcitability in
nociceptive neurones also provide a
basis for rational treatment, see below
and figure 1, above: 
• abnormal expression of sodium
channels (membrane stabilisers such
as local anaesthetics and some
anticonvulsants)
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Figure 1 
Factors inducing hyperexcitability in nociceptive neurones provide a basis for rational treatment

• abnormal expression of calcium
channels (gabapentin and pregabalin)
• NMDA receptor activation
(ketamine)

DIAGNOSIS 
Patients often struggle to describe
neuropathic pain. However, there are
characteristic descriptors of
neuropathic pain, many of which are
included in the McGill Pain Questionnaire4

and other questionnaires designed
specifically to identify neuropathic
pain e.g. the LANSS Pain Scale,5 which
has both a clinician-guided
assessment and a self-guided patient
report tool. 

Neuropathic pain is frequently, but
by no means always, described as
burning, shooting, tight or electrical.
When taking the history it is important
to elicit information about the site,
duration, intensity and character of
the pain (or pains, as there may be
more than one pain phenotype in an
individual patient). In addition, asking

about what precipitates the pain
(although it is often spontaneous and
unprovoked) and what relieves it can
aid diagnosis. The presence of
accompanying somatosensory
disturbance in the painful territory is
strongly suggestive of neuropathic
pain and can take the form of:
• numbness
• allodynia (provocation of pain by
normally innocuous stimuli such as
light touch)
• hyperalgesia (exaggerated response
to painful stimuli)
• paraesthesia
• dysaesthesia (other sensations not
painful but unpleasant, e.g. insects
crawling on the skin or formication).

Listed below are some examples of
the different aspects of diagnosis that
need to be considered:
• Thinking beyond the obvious. In
someone with poorly controlled
diabetes, establishing that leg pain is
worse after sitting for an hour
suggests a spinal problem rather than
pain directly attributable to diabetic
neuropathy or vascular insufficiency.
• Recognising pathognomonic
symptoms. Intense allodynia e.g.
intense pain with a cold breeze on the
face in trigeminal neuralgia or the
brush of clothes on a dermatome
affected by post-herpetic neuralgia.
• Awareness of associated clinical
features. Autonomic nervous system
dysfunction may accompany
neuropathic pain, and may manifest as
nail bed changes, oedema, flushing or

‘It is important 
to appreciate
that the patient
may be
experiencing
more than one
type of pain’ 
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