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[ Abstract] Objective To study the effect mechanism of Madai Tongluo decoction on vascular en-
dothelial injury of atherosclerosis in apolipoprotein e-knockout mice. Methods Five-week-old male ApoE
—/— mice were fed with a high fat high cholesterol diet. 8 weeks after the intervention of Madai Tongluo
decoction. The level of serum lipid and the expression of acyl-coenzyme A-cholesterol acyltransferasesl
(ACAT1) | Lectin-like OX-LDL receptor 1 (LOX-1) was detected. Results Serum contents of TC, TG
and LDL-C in the Model group were significantly higher than that in normal group. Serum contents of TC,
TG, LDL-C and the ACAT1 \LOX-1 of aortic tissue in Madai Tongluo decoction high-dose group were sig-
nificantly lower than those in model group (P<0.05), and serum HDL-C in Madai Tongluo decoction
high-dose group was significmitly lower than that in model group. TG LDL-C HDL-C and LOX-1 in Madai
Tongluo decoction low-dose group were significant improved (P<0. 05), but TC and ACAT1 were non-
significant( P>0.05). Conclusions Madai Tongluo decoction can regulate lipid metabolism of ApoE -/-
mice and inhibit ACATI and LOX-1 expression of aortic tissue. Madai Tongluo decoction can inhibit the
occurrence and development of atherosclerotic lesions, cardiovascular and cerebrovascular diseases, the

possible mechanisms may be associated with lipid metabolism and inhibition of lipid deposition.
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