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Abstract Objective: To study effect of exercises on plasma adrenomedullin (ADM) in spontaneously hypertensive
rats (SHR), and to explore the mechanism of ADM in depressing blood pressure through exercises. Method: Male
SHR were divided into two groups randomly, control group and exercises group. Exercises group were trained with
swimming for 10 weeks. Result: The resting blood pressure descended significantly in exercises group while it
ascended significantly in control group, compared with that of pre—experiment. Comparing with control group,in
exercises group the trend of body weight gain reduced, plasma ADM concentration increased significantly; and
plasma NO concentration, T-NOS activity and ¢GMP production increased significantly. Conclusion: It suggests that

exercises can inhibit the ascending of blood pressure by improving plasma ADM level. The possible mechanism is

ADM can enhance T-NOS activity, then increased NO concentration and ¢GMP production.
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