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Abstract: Objective To analyze the DMD genealogy by MLLPA technique in combine with DNA and ¢cDNA sequencing technol-
ogy. Methods There were 31 individuals accepted DMD gene diagnosis,including 6 DMD/BMD patients, 13 possible carriers and 6
healthy men in 2 DMD/BMD families, moreover 6 healthy women and men were selected from health examination people. Genomic
DNA of the peripheral blood was extracted from the pedigrees’ members with DMD. RNA was extracted from the bioptic muscle of
the DMD patients and was reversed transcription to cDNA. Gene diagnosis was performed for theses pedigrees’ members using ML-
PA technique, the mutation was analyzed applying with DNA and/or cDNA sequence technique. Simultancously,compare the effects
of these methods on detecting DMD gene deletion. Results 4 patients of the first DMD family was deleted exon50,and the fetus
was confirmed no DMD exons deletion. 2 patients were found deletion exon43 in the second family. MLLPA analysis \DNA and cDNA
sequencing technology showed the same result. Conclusion MILPA in company with DNA and ¢cDNA sequencing technology could
applied into clinical gene diagnosis for DMD.
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