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Abstract Objective:To investigate the effect of aerobic exercise on expression of BNP mRNA in the cardiac
muscle of SHR. Method: The grouping and processions were as follows. Normal control group(C):6 male Wistar
rats. SHR group (S): 8 male SHRs. Train SHR group (T):8 male SHRs. S group carried on 60 minutes unloaded
swimming 6 times a week for 9 weeks. The rats in all groups were fed on normal feedstuff. After 9 weeks BNP
mRNA was determined by RT-PCR. Result: The expression of BNP mRNA in S group exhibited a significant
increase compared with normal control group (P<0.01);Compared with S group, the expression of BNP mRNA in T

group descended obviously (P<0.01). Conclusion: The aerobic exercise can reduce the expression of BNP mRNA

obviously improve the development of cardiac hypertrophy induced by hypertension.
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