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[ ABSTRACT | Aim  Using hyperlipemia rats induced by diets with myocardial ischemia/ reperfusion, to observe the
effects of pioglitazone (PI) on myocardial cell membrane fluidity. Methods Wistar rats were randomized into 2
groups ; control group (C) was fed with normal diets and the hyperlipemia group (HL) was fed with high cholesterol diets.

After 4 weeks, The HL group was divided into HL. and HL + PI groups. At the end of the 8 weeks, ischemic/reperfusion
in vivo was carried out and single myocardial cell was separated by the enzyme perfusion with the apparatus of Langendorff.

The cardiomyocyte membrane fluidity was determined by DPH marking method and the value of fluorescence polarization
(p) and the microviscosity of membrane lipid (1) was calculated. ~ The levels of serum triglycerides (TG) , total choles-
terol (TC) and high density lipoprotein cholesterol (HDLC) were tested by kits at the end of 4 weeks and 8 weeks.  The
content of malondialdehyde (MDA) in the serum, the activities of superoxide dismutase (SOD) and glutathione peroxidase
(GPX) were respectively determined. Results The levels of serum TG, TC and HDLC in the high cholesterol diets
rats increased subjected to normal diets rats (P <0. 05) ; Treatment with pioglitazone in HL rats decreased the levels of ser-
um TG and TC, compared with HL group (P <0.01) ;HL + PI decreased the levels of MDA and increased the activities of
SOD and GPX (P <0.05) ;(4)The p and m in HL + PI group were less than HL group (P <0.05).
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Conclusion Pioglitazone protected myocardial cell membrane fluidity, which may be related to hypolipidemic and antioxi-

dant to maintain the structural function of cell membrane
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