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CONCLUSION
MG is a chronic disease and the
immunosuppressive treatment that is
often needed requires a long-term
commitment from both the health
practitioner and the patient. The GP
can provide enormous support to the
patient on immunosuppressants.Full
blood count as well as liver and renal
function must be checked on a regular
basis. Steroid-related side effects must
also be monitored frequently to ensure
that the patient is on appropriate bone
protection therapy.

The GP may be the first port of call
in the case of a sudden worsening of
symptoms and in such cases, should
refer the patient urgently to their
neurology centre for specialist
treatment.

REFERENCES
1 Meriggioli MN, Sanders DB. Autoimmune myasthenia
gravis: emerging clinical and biological heterogeneity.
Lancet Neurol 2009; 8(5):475-490 
2 Phillips LH. The epidemiology of myasthenia gravis.
Ann NY Acad Sci 2003; 998:407-412 
3 Casetta I, Groppo E, De Gennaro R et al. Myasthenia
gravis: a changing pattern of incidence. J Neurol 2010;
(in press) DOI: 10.1007/s00415-010-5651-z
4 Conti-Fine BM, Milani M, Kaminski HJ. Myasthenia
gravis: past, present, and future. J Clin Invest 2006;
116(11):2843-2854 
5 Deymeer F, Gungor-Tuncer O, Yilmaz V et al. Clinical
comparison of anti-MuSK- vs anti-AChR-positive and
seronegative myasthenia gravis. Neurology 2007;
20;68(8):609-611 
6 McConville J, Farrugia ME, Beeson D et al. Detection
and characterization of MuSK antibodies in
seronegative myasthenia gravis. Ann Neurol 2004;
55(4):580-584 
7 Grob D, Brunner N, Namba T et al. Lifetime course of
myasthenia gravis. Muscle Nerve 2008; 37(2):141-149 
8 Barohn RJ. Standards of measurements in myasthenia
gravis. Ann N Y Acad Sci 2003; 998:432-439 
9 Reddy AR, Backhouse OC. "Ice-on-eyes", a simple
test for myasthenia gravis presenting with ocular
symptoms. Pract Neurol 2007;7(2):109-111 
10 Meriggioli MN, Sanders DB. Advances in the
diagnosis of neuromuscular junction disorders. Am J
Phys Med Rehabil 2005; 84(8):627-638 
11 Skeie GO, Apostolski S, Evoli A et al. Guidelines for
treatment of autoimmune neuromuscular transmission
disorders. Eur J Neurol 2010; 17(7):893-902 
12 Díaz-Manera J, Rojas-García R, Illa I. Treatment
strategies for myasthenia gravis. Expert Opin
Pharmacother 2009;10(8):1329-1342 
13 Hehir MK, Burns TM, Alpers J et al. Mycophenolate
mofetil in AChR-antibody-positive myasthenia gravis:
outcomes in 102 patients. Muscle Nerve 2010; 41(5):593-
598 
14 Jani-Acsadi A, Lisak RP. Myasthenic crisis: guidelines
for prevention and treatment. J Neurol Sci 2007;261 (1-2):
127-133 

key points
SELECTED BY
Dr Peter Saul
GP, Wrexham and associate GP Dean for North Wales

Myasthenia gravis is caused by failure of chemical  
transmission at the neuromuscular junction. It is an
autoimmune disorder in which antibodies interfere with
neuromuscular transmission. It has a prevalence of
around 20 per 100,000. The incidence is bimodal with a
2:1 female to male ratio in the younger population and a
reversed sex ratio over the age of 60. Approximately 15%
of cases of myasthenia gravis are associated with a
thymoma.

Myasthenia gravis presents with fatiguable painless 
muscle weakness. Diplopia and ptosis are the most
common initial presenting features. Approximately 80%
of patients presenting with ocular myasthenia gravis will
subsequently develop more generalised weakness.
Respiratory muscle weakness is the most serious
manifestation of myasthenia gravis and can be fatal.

A detailed history is the most valuable tool in the 
diagnosis of myasthenia gravis. This should elicit the
pattern of weakness, severity and diurnal variation.
Exacerbating factors including extremes of weather,
emotional stress, menstruation and intercurrent illness
should be enquired about. No one diagnostic test is 100%
sensitive and patients who have negative antibodies and
normal neurophysiology may still have myasthenia gravis.

Treatment should be directed at ameliorating 
weakness with acetylcholinesterase blockers and
modulating the immune system. Pyridostigmine is the
most widely used acetylcholinesterase inhibitor, but its
short half life means that 3-4 hourly dosing is required,
with the dose titrated according to symptoms. Side
effects include hypersalivation, lacrimation and diarrhoea.
Most patients with generalised myasthenia gravis require
immunomodulatory therapy and prednisolone is
generally used as the first-line agent.

In spite of the availability of symptomatic and 
immunomodulatory treatment, up to 20% of patients will
experience a myasthenic crisis requiring hospital
admission for ventilatory support at some stage of the
disease. Although myasthenia gravis is eminently
treatable its often unpredictable fluctuations and the fear
of developing a crisis can make life difficult for patients.

The GP can provide enormous support to the patient 
on immunosuppressants. Full blood count as well as liver
and renal function must be checked on a regular basis.
Steroid-related side effects must also be monitored
frequently to ensure that the patient is on appropriate
bone protection therapy.The GP may be the first port of
call in the case of a sudden worsening of symptoms and
in such cases, should refer the patient urgently to their
neurology centre for specialist treatment.

Useful information 

The Myasthenia Gravis Association
provides support and advice for
patients and their families
www.mga-charity.org
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