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Abstract

Objective:To investigate the influences of aerobic exercise on hyperhomocysteinemia (HHcy) and superoxide dis—
mutase(SOD) activities in apoE—/— mice and to explore its mechanism.

Method: Six-week old female apoE—/— mice were assigned to three groups: control group, HHey group and HH-
cy + exercises group. HHey animal model was made by feeding high Hey chow (1.8g/L in water). After 1 week of
acclimatization, HHcy + exercises group was trained on a motorized rodent treadmill for 8 weeks (speed: 15m/min,
slope: 0° , 60min/d, 5d/week). Plasm Hey level and lipid level were measured enzymatically by auto—biochemistry
analysis system. Plasm SOD activities were determined by hydroxylamine assay kit.

Result: Plasm Hey level in HHey group were significantly higher than that in control group (P=0.001), Hey level
decreased significantly in HHecy + exercises group compared with HHey group (P=0.016). There was no significant
difference in body weight, daily drinking amount, plasm total cholesterol, LDL-C, HDL-C and triglyceride concen—
trations in three groups. Compared with control group, plasm SOD activities were lower in HHecy group (P=0.014);

however, it increased in HHcy + exercises group significantly(P=0.035).
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Conclusion: Aerobic exercise could decrease plasm Hey level and up-regulate the expression of anti-oxidant

agent in HHey apoE—/— mice, which does not depend on the decrease of cholesterol level.
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