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Effect of Mitochondrial Pathway in The Apoptosis of Skeletal Muscle of The Mice Exposed to Chronic Hypoxia — hypercapnia.  Chen
Yongqing ,Zheng Xu,Shao Mengmeng ,Wang Xiaotong. Center of Neurology & Rehabilitation, The 2nd Affiliated Hospital of Wenzhou Medi-
cal College, Zhejiang 325000 ,China

Abstract Objective To observe the effect of mitochondrial pathway in the apoptosis of skeletal muscle of the mice which was ex-
posed to chronic hypoxia — hypercapnia. Methods Sixteen adult male C57BL/6 mice of storage protect feature ( SPF) level were divided
randomly into two groups:the control group (n =8) and the experiment group(n =8). The latter group was placed in the special closed
cabin where concentration of oxygen was maintained within 9% ~11% by inputting N, and concentration of carbon dioxide was regulated
within 5% ~6% for 8 hours a day, for 4 weeks. Caspase —3 protein was assayed by ELISA, and the expression of Cyt — C mRNA  Bax
mRNA and Bel -2mRNA was analyzed by real — time PCR. Results Compared with the control group, caspase —3 protein was more in-
creased in the experiment group and the expression of Cyt — C mRNA and Bax mRNA in the skeletal muscle of the experiment group was
more increased ,and the expression of Bel =2 mRNA was less increased, and the ratio of Bel —2/Bax was declined. Conclusion The mi-
tochondrial pathway may play an important role in the apoptosis of the skeletal muscle of the mice which exposed to chronic hypoxia — hy-
percapnia. The ratio of Bel —2/Bax declining may accelerate the occurrence of the apoptosis of mitochondrial pathway.
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