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SCREENING OF EXON 51 AND SUBCLONE
OF INTRONS 50AND 51 ON BOTH SIDES OF
THE EXON 51 IN DYSTROPHIN GENE

Zhang Cheng Chai Jianhua Liu Zhuolin Wang Ying

(Department of Neurology, Sun Yat-Sen University of Medical Sciences; Guangzhou,510080)

The clone containing exon 51 of dystrophin gene was screened from Human X Chrome-
some Phage Library and identified by Southern blot hybridization with the probe ¢cDMDs.
The subclone sites of enzyme Kpn | and Hind E were determined by means of the fine
scale map of dystrophin gene. So the subclones containing introns 50 and 51 which linked to
exon 51 of dystrophin gene were obtained, which is the basis of the DNA sequences of intron
50 and 51 were analysed.
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