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10.11      Muscle and peripheral nerve lesions 

(10.11.1) Recognise compression of the median nerve in the carpal tunnel and investigate the likely causes
The carpal tunnel contains many things and is a tight fit – any swelling is likely to compress the median nerve.

The cause is usually idiopathic though carpal tunnel syndrome is especially common in:

	· Pregnancy
	· Hypothyroidism
	· Rheumatoid arthritis
	· Menopause


The following may sensitise nerves to compression

· Diabetes mellitus

· Alcoholism 

The history is usually diagnostic and may be followed up with simple clinical tests

	· Pain

· Or Numbness

· Or Tingling

· Over lateral 3 1/2 digits (many patients cannot distinguish this and feel it involves the whole hand)

· Worse at night

· Relieved by shaking the arm or hanging it over the edge of the bed
	Late signs may include:

· Wasting of thenar eminence

· Weakness of thumb abduction

· Sensory loss in the nerve distribution

	
	Clinical tests (will duplicate the symptoms if +ve)

· Tinels: tap over medial nerve a few times

· Phalens: Hold both patients wrists in full flexion for a minute or so – one will show symptoms.

· Tourniquet: Grip around wrist tightly & wait 60s


Formal investigations include:

· USS: to exclude ganglion or similar space occupying lesion

· EMG: measures speed of conduction over the damaged area – usually reserved for those with unusual symptoms.

Treatment options include:

· Treating the cause (e.g. hypothyroid)

· Splinting the wrist at night often relieves symptoms

· Injections of steroids may reduce inflammation and compression

· Surgical division of the flexor retinaculum is the definitive treatment.

(10.11.2) Recognise peripheral sensory neuropathy

There is a typical sensory change that is a symmetrical glove and stocking loss to all modalities. This pattern of sensory loss is unlike that of individual nerve or nerve root disease. In the latter cases the sensory loss is asymmetrical or confined to one limb.

It is important to establish:

· Time of onset

· Progression

· Distribution pattern (glove and stocking, dermatomal etc.)

Test the distribution pattern with a 10g monofilament (or cotton wool) by asking the patient to close eyes and say ‘yes’ when they feel you tough the skin – do not draw the monofilament or cotton wool along the skin – press straight down.

Test the dermatomes and for a glove / stocking pattern of sensory loss – you may want to test other modalities (vibration, temperature etc.).

· See the ten-minute neuro exam sheet on this website (under examinations) for advice on testing the dermatomes.

Some important causes are:

· Diabetic neuropathy

· Alcoholic neuropathy

· Spinal cord compression e.g. syringomyelia (unlikely in finals but clinically important)

· Guillain Barré

· Charcot-Marie-Tooth disease (not common but a good finals test)

· Vitamin B  (1, 6 or 12) deficiency

The vitamin B deficiencies may present with combined sensorimotor neuropathies

B1 (Thiamine): often low in alcoholics – look for signs of Wernicke-Korsakoff syndrome

	Wernicke encephalopathy is an acute confusional state presenting with peripheral neuropathy (mainly legs), ophthalmoplegia and ataxia:

· nystagmus

· bilateral lateral rectus palsies

· conjugate gaze palsies

· fixed pupils

· rarely papilloedema

· broad based gait

· cerebellar signs in the limbs

· vestibular paralysis
	Korsakoff's psychosis is a condition that is characterised by a retrograde amnesia - loss of memory for events before the onset of the illness - and an inability to memorise new information.

Patients may confabulate – make up information to replace what they cannot remember – they may be very believable!


B6 (pyridoxine): Dietary deficiency of vitamin B6 is very rare, being associated with malabsorption (e.g. coeliac disease) or drugs which antagonize vitamin B6 e.g. hydralazine

The most common deficiency symptom is dermatitis of the eyes, nose, and mouth. There is mental confusion, glossitis and peripheral neuropathy.

B12: Deficiency is mainly through pernicious anaemia. May present with signs of anaemia, glossitis, pigmentationa and alopecia.

Charcot-Marie-Tooth disease: is an autosomal dominant condition characterised by slowly progressive sensorimotor neuropathy. It is the most commonly inherited peripheral neuropathy in the UK.

	Type 1

· early onset, typically in the first decade

· presentation with walking difficulties and pes cavus

· associated deformities include eqinovarus foot and kyphoscoliosis

· wasting occurs: distally before proximally

· in the legs before the arms

· distal wasting may produce the classical inverted champagne bottle deformity

· there is generalised areflexia

· there may be cerebellar ataxia of the arms
· respiratory muscles may be weak
	Type 2
· later onset, in the second decade or later

· weakness and wasting are less marked

· usually there is areflexia in the legs only

· structural deformities are less common




Syringomyelia is a slowly progressive syndrome of varying aetiology in which cavitation occurs in the central segments of the spinal cord, generally in the cervical region, with resulting neurologic deficits. An alternative diagnosis is spinal cord tumour. There is a rising sensory level.
(10.11.3) Recognise the possibility of muscle disorders in patients presenting with muscle weakness

Duchenne muscular dystrophy: X-linked disease (ie: male!) resulting in a failure to produce normal levels of dystrophin (needed for calcium transport). This presents young – usually when the child starts to walk – the characteristic Gowers sign may be present in which the child stands by ‘climbing up’ his own legs. 

There are frequent falls; difficulty running and standing; and a typical stance and gait resulting from compensatory posture: Feet are in equinus, pelvis tilted forward, back arched in lordosis and neck extended.

The ability to walk is lost about the age of 10 and patients live to approximately 20.

Becker muscular dystrophy: a less severe form of muscular dystrophy than Duchenne – similar cause and presentation but the ability to walk is maintained into the teens and lifespan is into the fourth or fifth decade.

Limb girdle dystrophy: This is (rare) autosomal recessive (therefore more common in boys). It results in a pattern of muscle weakness around the limb girdles (pectoral and pelvis)

· Pelvic girdle weakness causes a waddling gait and difficulty rising from a low chair.

· Pectoral girdle weakness makes it hard to raise the arms above the head.

Presentation is typically in the teens

Fascioscapularhumeral dystrophy: This is autosomal dominant and presents in adolescence or early adulthood with winging of the scapulae and facial muscle weakness. There may be some slight pelvic girdle weakness.

Dystrophia myotonica: presents in adult life with distal muscle weakness and myotonica ((( tone). Later the face and tongue may also be involved. Complications include dysphagia, respiratory difficulty and cardiomyopathy.
