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Scrotal Heat Stress Causes an Alteration of Anti — oxidative Ability and Induction of HSP90« Expression in Heat — stressed Mice. Han Jun-
ling ,Kong Xiaojun,Li Jianyuan. School of Medical Examination, Ningxia Medical University, Ningxia 750004, China

Abstract Objective To investigate the changes of anti - oxidative ability and Hsp90a gene expression in reproductive system of
mice with acute heat stress in scrotal. Methods Healthy 56 male mice, 8 weeks old, were randomly divided into 7 groups: control group
and six heat stress treatment group (in room temperature at 0, 1, 4, 12, 24 and 48h after heat stress). Organ index, antioxidant enzyme
activities, and the expression HSP90« gene in testicle and epididymis were determined. Results Mouse testis and liver index had no sig-
nificant change at 48h, but at Oh and 1h the epididymis index was significantly higher than that in the controlgroup. Sperm deformity rate
was significantly higher than that in the control group at 12h and 24h. Sperm motility was significantly lower than that in the control group
at Oh and there was no difference compared with the control group at other times(P >0.05). Gene expression of HSP90« in testicle was
significantly higher than that in the control group at 0, 1, 4 and 12h. Gene expression of HSP90« in epididymis at 0, 1, 4, 12 and 24h
was significantly higher than it in the control group (P <0.05). At Oh and 4h, SOD level in serum increased significantly after scrotal
treated with heat stress (P <0.05), but at 24h or 48h, there was no significant difference compared with the control group (P >0.05).
Conclusion Acute heat stress in scrotal resulted in the increased SOD level in serum and the damage of reproductive system, and the in-
creased expression of HSP90« gene in testicle and epididymis. The increased expression of HSP90a gene was almost restored to the nor-
mal level at 48h after heat stress, suggesting it may protect cells from heat damage.

Key words Heat shock protein90«; Heat stress; Reproduction; Mice
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