Muscle and Nerve
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Disorders affecting muscle and nerve are very heterogeneous and complex. These disorders are often associated with a wide range of
functional deficits and progressive disablility, which induce major negative impact on patients’ quality of life. There is a rapid ex-
pansion in knowledge about neuromuscular disorders recently. In this article, we discuss recent advances in neuromuscular disorders,

highlighting the pathophysiology and treatment of these diseases.
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