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Clinical and pathological features of 50 children with Duchenne’s muscular dystrophy

LI Qiu-Xiang, YANG Huan, ZHANG Ning, XIAO Bo, Bl Fang-Fang, LI Jing. Department of Neurology, Xiangya Hospi-
tal, Central South University, Changsha 410008, China (Li J, Email: jing_neurology@ hoimail. com )

Abstract: Objective
(DMD) , with the aim of increasing the possibility of early diagnosis. Methods

To study the clinical and pathological features of children with Duchenne muscular dystrophy
The clinical data of 50 children who were
definitely diagnosed with DMD, based on clinical manifestations and the results of skeletal muscle biopsies and monoclonal
antibody immunohistochemical staining, was reviewed. Results The children showed similar clinical manifestations, including
running slowly in the toddler period, muscle weakness when climbing stairs and standing up followed by squatting down and
walking abnormalities a predominant increase in serum creatine kinase level increased dominantly, and myopathic lesions seen on
electromyography. Hematoxylin-eosin staining showed similar pathological presentations in all 50 children, including different-
sized muscle fibers with rounding, degeneration and necrosis in various degrees, and proliferation of connective tissues. There
was some inflammatory cell infiltration in muscle fibers and interstitial tissues. Dystrophin expression was completely absent at
the sarcolemma in all 50 children, and sarcoglycan-a,-B, -y,-8 expression was reduced to various degrees in 33 of them.
Conclusions For children with the clinical manifestations mentioned above, skeletal muscle biopsies and monoclonal antibody

immunohistochemical staining are recommended as these examinations contribute to a definite diagnosis of DMD by demonstrating

dystrophin deficiency at the sarcolemma.
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