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Analysis of DMD Gene in One Chinese Family with Duchenne/Becker Muscular Dystrophy.
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Abstract Objective

patients and screen the carrier. Methods

detected by multiplex PCR. Sanger sequencing were applied to confirm the results. Results
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To explore the gene diagnosis of Duchenne muscular dystrophy (DMD ) /Becker muscular dystrophy ( BMD)

Next — generation sequencing was used to examine patient in whom no exonic deletions were

The proband had a homozygous nonsense mu-

tation in exon 45 — ¢. 6589A > T (P. Lys2197X), and his mother was the heterozygous nonsense mutation carrier. Conclusion An unre-
ported deleterious mutation of the DMD gene is found in an Chinese family with DMD. Next — generation sequencing technology is a simple

and quick diagnostic tool for screening point mutation of DMD/BMD, and is valuable for clinical application and assisting genetic

counseling.
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Analysis of Effect of Memantine on Apoptosis and Expression of PARP —1 in the Hippocampus of Cerebral Ischemia in Gerbils. Yang Jian-
wen , Yang Qiming ,Li Aiping ,et al. Department of Neurology, The Elderly Hospital of Hunan Province ,Hunan 410015 ,China

Abstract Objective To study the effect of memantine on apoptosis and expression of PARP -1 in hippocampus of cerebral ische-
mia in gerbils after Mongolia. Methods Focal cerebral ischemia model of gerbil was made by occluding bilateral common carotid arter-
ies. The expression of PARP -1 and caspase —3 was observed by Western blot technology. The changes of mitochondrial structure in hipp-
ocampal at different time was observed by the electron microscope. Results ~ With prolonged cerebral ischemia and reperfusion, the expres-
sion of caspase —3 and PARP — 1 and mitochondrial structural injure was gradually increased in un — memantine groups. They were de-
creased significantly in menmantine group (P <0.01). Conclusion The memantine may inhibit apoptosis and protect neurons by reduc-
ing the expression of PARP -1 and caspase - 3.

Key words Memantine; PARP - 1;Caspase — 3 ;Focal cerebral ischemia
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