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Deletion of exons of DMD gene lead to progressive muscular dystrophy*
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Abstract : Objective
Methods

Multi-PCR method was conducted to analyze DMD gene mutation in DMD/BMD patients. Results

To specific diagnose DMD patient by using gene analysis, further more for carrier and pregnant diagnosis.

Five of eleven pa-

tients were found deletion of exons of DMD gene. The deletions are exon 45,48,51 and two exon 4. Conclusion Deletion of exons

of DMD gene lead to progressive muscular dystrophy.
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