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Abstract

Objective: To explore the effects and molecular mechanism of 8 weeks high intensity interval training (HIIT),
moderate intensity-intensity training (CMT), and sedentary (SED) intervention on cardiac function after myocar-
dial infarction(MI).

Method: Twenty-four rats were randomly divided into control group (CON), MI plus SED intervention group
(MI-SED), MI plus CMT group (MI-CMT), and MI plus HIIT group (MI-HIIT), and interventions were per-
formed for 8 weeks, respectively. At the end of the experiment, left ventricular ejection fraction (LVEF), in-
farction area ratio, and peroxisome proliferator-activated receptor gamma coactivator 1- Alpha (PGCl-a) expres-
sion were observed.

Result: After 8 weeks of intervention, compared with MI-SED group, the infarction area ratio of MI-CMT
and MI-HIIT group were significantly lower (14.93£1.934%, Pu.owr=0.000; 16.72+1.125%, Puun=0.000); LVEF
in the MI-HIIT group was significantly lower than that in the MI-CMT group (37.15+7.141% vs 4722+
8.242%, P=0.017); In MI-CMT and MI-HIT group,PGCl-a level was significantly higher than MI-SED group
(Pvi-ewr=0.019, Puruir=0.022); In MI-SED, MI-CMT, MI-HIIT group, PGCl-a level was positively correlated
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with LVEF,while there was a negative correlation between PGCl-a level and the infarct size ratio(P<0.05).
Conclusion: 8 weeks of CMT and HIIT had better effects than 8 weeks of SED. Both CMT and HIIT can ac-

tivate the expression of PGCl-o and reduce the degree of myocardial fibrosis after myocardial infarction, and

CMT intervention for 8 weeks is better in protecting and improving cardiac function.
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