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Muscular dystrophy refers to a group of genetic
diseases characterized by progressive weakness
and degeneration of the skeletal muscles which
control movement. The major forms of MD
include Duchenne, Becker, limb-girdle,
facioscapulohumeral, oculopharyngeal, distal and
Emery-Dreifuss. Duchenne is the most common
form of MD affecting children. MD can affect
people of all ages. Although some forms first
become apparent in infancy or childhood, others
may hot appear until middle age or later.
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Myasthenia gravis is a chronic autoimmune disease
characterized by weakness of the skeletal muscles.
The hallmark of myasthenia gravis is muscle weakness
that increases during periods of activity and improves
__after periods of rest. Muscles that control eye and
| % eyelid movements, facial expression, chewing, talking,
and swallowing are often, but not always, involved.
The muscles that control breathing and neck and limb
movements may also be affected. Myasthenia gravis is
caused by a defect in the transmission of nerve
— impulses to muscles. In myasthenia gravis, antibodies
. produced by the body's own immune system block,
alter, or destroy the receptors for acetylcholine.
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anti-AChR antibody is found in approximately 80-
90% of patients with MG

presence of associated autoimmune disorders in
patients suffering from MG

infants born to myasthenic mothers can develop a
transient myasthenia-like syndrome.

Patients with MG will have a therapeutic response
to various immunomodulating therapies

active transfer experiments
passive transfer experiments



MG can be considered a B cell mediated
disease, as antibodies (a B cell product)
against AChR are responsible for the disease.
However, the importance of T cells in
pathogenesis of MG is becoming increasingly
apparent. The thymus is the central organ in
T cell mediated immunity, and thymic
abnormalities such as thymic hyperplasia or
thymoma are well recognized in myasthenic
patients (90%)
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