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Effect of PM2.5 on Hyperlipemia Rats’ Ardiovascular System Zhu Zeyi, Long Minhui, Wang Qin et al. Institute of Basic Medical Sci-
ences, Academy of Military Medical Sciences, Beijing 100850 ,China

Abstract Objective To observe the effects of PM2.5 on cardiovascular system in high fat diet rats and to analysis whether there is
susceptibility of high fat diet rats to PM2.5. Methods There were thirty two high fat diet induced hyperlipidemia Wistar rats and age —
matched thirty two normal diet Wistar rats in the study. Creatine kinase, C reactive protein, blood lipids, blood pressure and heart rate
were tested in order to observe effects of different concentrations of PM2.5 on the cardiovascular system after rats’ tracheas were exposed to
different doses of PM2.5 by instillation. Results Creatine kinase, C — reactive protein, blood pressure and heart rate of hyperlipidemia
group were significantly different from those of the control group (P <0.05), and above indicators were increased with the increase of the
concentration of PM2.5. Conclusion The cardiovascular system of rats in normal and pathological state can be injured by PM2.5, but
the effect of PM2.5 on cardiovascular system of hyperlipidemia rats is more serious than that of normal rats. These results prompted hyper-
lipidemia rats is susceptible to PM2.5.
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