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On Establishment and Assessment of Experimental Vulnerable Plaques Animal Models WEN Chuan, XU Hao,
CHEN Ke-ji, et al Beijing University of Chinese Medicine , Beijing (100029)

Abstract Vulnerable plaques is the hot spot in the researching field of cardiovascular diseases. In this pa-

per, literatures about establishment of experimental vulnerable plaques model animals published recent years

were briefly reviewed and introduced concretely the conception, significance of researching, histopathologic

characteristics of various types model, model assessment and current status of research.
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