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Table 1 
Key elements of diagnosis

Pattern of weakness
Ocular

Bulbar 

Axial

Limb

Respiratory

Table 2
Diagnostic tests
Test 
ICE test

Edrophonium

Clinical neurophysiology

Immunology

Mediastinal imaging

80% of patients presenting with ocular
MG will subsequently develop more
generalised weakness. However, if the
symptoms remain purely ocular for
more than two years, the chance of
progression falls to 10%.7 Bulbar and
facial weakness cause difficulties with
speech, chewing and swallowing, and
increase the risk of aspiration. Neck
weakness can lead to head drop and
neck pain. Limb weakness is often
proximal. Respiratory muscle
weakness, the most serious
manifestation of MG, can be fatal. 

The mortality rate in MG has
dropped markedly from >30% in the
1940s to <5 %.8 MuSK MG has a
relatively greater predilection for

bulbar and facial muscles, with a
marked female preponderance and a
younger age at disease onset. MuSK
MG is typically more refractory to
treatment and more aggressive
immunotherapy may be required.1, 2

History
Diplopia
Drooping eyelids

Inability to smile
Difficulty chewing
Drooling/nasal regurgitation/
choking episodes
Head drop
Neck pain
Difficulty lifting objects/going
up stairs

Exertional dyspnoea
Orthopnoea

Comment
Crushed ice in a latex glove is placed over closed eyelids for 2 min
Positive if ptosis improves by 2 mm
Easy to perform but only useful if patient has significant ptosis
Sensitivity 90-95%. Specificity near 100%9

IV acetylcholinesterase inhibitor injected and patient examined for
demonstrable improvement in symptoms (e.g. ptosis)
Risk of bradyarrhythmias calls for availability of immediate atropine
and full resuscitation facilities. Now rarely performed
Sensitivity 60-95%10

Routine nerve conduction studies and electromyogram (EMG) are
typically normal
Repetitive nerve stimulation elicits a decrementing compound muscle
action potential. Sensitivity above 50%, but lower in ocular MG 
Single fibre EMG looks for an increase in temporal variability of action
potentials arising from individual muscle fibres. Sensitivity 82-90%10

85% of patients with MG are positive for AChR antibodies
40-70% of remainder are positive for MuSK antibodies
Both serological tests are highly specific
When a diagnosis of MG is made, the patient should have CT/MRI of
thorax to look for thymic enlargement or a tumour

Clinical examination
Ophthalmoplegia (check full eye movements)
Ptosis (can be unilateral)
Look for fatiguability on sustained upgaze 
Look at old photographs 
Examine forced eyelid and mouth closure
Listen for dysarthria/nasal speech after
prolonged speech e.g. at end of
consultation/counting to 50
Check strength of neck flexion and extension

Examine proximal power before and after
repetitive movements, e.g. unilateral shoulder
abduction 20 times
Measure forced vital capacity

necessary for the clustering of AChRs. 
The thymus has an important role in

the pathogenesis of MG. Approximately
15% of cases are associated with a
thymoma. In non-thymomatous MG,
especially in young patients, the gland
is frequently enlarged with
lymphocytic infiltrates. The thymus is
more frequently atrophic in patients
with late-onset MG, and its pathogenic
role in this situation is less clear. 

PRESENTATION AND
CLINICAL COURSE
MG presents with fatiguable painless
muscle weakness. Diplopia and ptosis
are the most common initial
presenting features. Approximately

‘Respiratory
muscle weakness,
the most serious
manifestation of
myasthenia gravis,
can be fatal’




