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[ Abstract)
activated protein kinase (JNK) and mitogen-activated protein kinase phosphatase-1 ( MKP-1) expression in rat myo-
Methods

to one of 5 groups: control (n=8), acute exercise (n =8) , exercise training for 1 week (n=8), 2 weeks (n=8),

Objective  To determine the effect of acute and chronic exercise training on c-jun N-terminal

cardium. Forty male untrained rats aged 14 weeks were familiarized with the treadmill and then assigned
3 weeks (n=8), respectively. The rats in the exercise groups were forced to run on a treadmill with 10% grade at a
speed of 15m/min. Acute exercise group was subject only to a bout of 30 min running exercise. Exercise training
group was forced to exercise once a day until the indicated time. JNK activity and MKP-1 protein expression were de-
tected by immuno-precipitation and Western blot, respectively. Results
significantly increased p46JNK and p54JNK activity by 2.2 and 2. 6 fold, respectively, but did not affect the MKP-1

protein expression. Chronic training increased MKP-1 induction in the left ventricle and inhibited JNK activation in a

Compared with the control, acute excise

time-dependent manner. Conclusion Exercise can enhance the inducibility of MKP-1 and inhibit the over-activa-

tion of JNK.
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