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cttacaagaa tagttgtctc agttaaattt actaaacaac ctggtatttt aaaaatctat 840
LR A2 R0 3
tttataccaa  ataagtcact  caactgagct  aatttacattt  aaactgtttg ttttggacta 500
cgcagcccaa catattgcag aatcaaatat aatagtctgg
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STUDY ON THE MECHANISM OF DNA DELETION
IN THE DYSTROPHIN GENE

Zhang Cheng Chai Jianhua Liu Zhuolin Liang Xiuling

(Department of Neurology,First Affiliated Hospital ,Sun Yat-sen
University of Medical Sciences,Guangzhou,510080)

The partial intron 44,50,and 51 of deletion hot spot in the dystrophin gene was analyzed
by software : Genepro. The results showed that the deletion hot spots contained an aggregated

AT-rich sequences in different introns. The results support the idea,which the autbors sug-

gested before,that the homologues sequences among the AT-rich regions are related to the
DNA deletion.
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