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The application of needle muscle biopsy combined with immunofluorescence in diagnosing of pseudohypertro-
phic muscular dystrophy  Song Nan , Wang Hongmei. The 463 Hospital of People’s Liberation Army , She-
nyang 110042

[Abstract] Objective To explore the application significance and value of needle muscle biopsy combined
with immunoflurescence in diagnosing of pseudohypertrophic muscular dystrophy. Methods The muscle speci-
mens were obtained from 533 patients(415 DMD and 118 BMD) with pseudohypertrophic muscular dystrophy
by using needle biopsy. The sections were treated with HE stain, and the pathological changes were observed.
Dystrophin in muscle cells was detected by immunofluorescence technique and compared with two normal mus-
cle. Results The normal muscle showed ringed positive staining stripes around muscle cells. Negative result
of staining was seen in DMD patients. The discontinuous positive staining was showed in BMD patients. Con-

clusion Detecting dystrophin in muscles cells by needle biopsy and immunofluorescence technique is an effi-
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cient method for diagnosising and distinguishing DMD and BMD.
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