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Abstract :

and fatal disease that seriously harms the health of children. Treatment regimens are rapidly advancing with a gradually deeper un-

Duchenne muscular dystrophy is the most common genetic neuromuscular disease and is also a severely disabling

derstanding of the disease. This article introduces the etiology , pathogenesis, clinical manifestations, auxiliary examinations, di-

agnosis, and differential diagnosis of the disease , with a focus on the advances in the treatment of Duchenne muscular dystrophy in

recent years, in order to enhance the management skills of neurologists , pediatricians, and other related specialists.
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