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Abstract : Objective To diagnosis for Duchenne Muscular Dystrophy(DMD)in a pedigree by multiplex ligation dependent probe
amplification(MLPA) ,and to analyze on the basis of clinical manifestations,to explore the application value of MLPA technology in
diagnosis for DMD. Methods A pedigree of DMD patients were recruited in this study,12 person in this pedigree including 2 DMD
patients. All the person in this pedigree were isolated peripheral blood and extracted DNA, conducted genetic diagnosis using MIL.-
PA. Results The propositus was confirmed as a DMD patients. Genetic testing prompted the propositus and his brother carrying

dystrophin gene deletion mutation DMD (Exon3-11). Propositus’s mother was pathogenic gene carrier. Conclusion The disease

gene is confirmed in in a pedigree with DMD by MLPA,and MLPA technique could be used to diagnose DMD disease.
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