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Fig1 Immunochemical analysis of CD40L,CD68 and smooth muscle cell a — actin expression in the atherosclerotic plaques of ApoE

gene knockout mice ( original magnification, X400). CD40L and CD68 expression decreased in celasirol treatment group com-

pared with DMSO control group( A1 ,A2 B1.B2). But smooth muscle cell o — actin expression was not significantly different in

both groups.
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