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[ Abstract] Objective To investigate the effects of Maiguanfukang tablet on blood lipid, atherosclerosis degree and
inflammatory factors in patients with atherosclerotic cardiovascular disease (ASCVD). Methods A total of 82 patients with
ASCVD from 6 centers were selected and divided into experimental group (39 cases) and control group (43 cases)
according to random number table method. The control group received standard treatment of aspirin enteric-coated tablets
and atorvastatin calcium tablets for lipid regulation, and the experimental group received combined treatment with

Maiguangfukang tablets on this basis. The observation period was 48 weeks. Serum triglyceride (TG), cholesterol (TC),
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low density lipoprotein C (LDL-C), high density lipoprotein C (HDL-C), carotid intimax-media thickness (IMT), carotid
plaque (Crouse) score and the inflammatory factor serum hypersensitive C-reactive protein (hs-CRP) were compared
between the two groups before and after treatment ), monocyte chemoattractant protein-1 (MCP-1), macrophage migration
inhibitor factor (MIF), tumor necrosis factor-alpha (TNF-alpha), cell adhesion molecule-1 (VCAM-1), matrix
metalloproteinase-9 (MMP-9), interleukin-1f (IL-1pB) levels changed. Results IMT and Crouse scores were significantly
lower after treatment than before treatment (P < 0.01). There was no significant difference between TG, TC, LDL-C and
HDL-C groups. The levels of hs-CRP, MCP-1, MIF, TNF-alpha, VCAM-1, MMP-9 and IL-18 were all decreased compared
with those before treatment, and the levels of all indexes in experimental group were significantly lower than those in
control group after treatment (P < 0.01). Conclusion Maaiguanfukang tablet can significantly inhibit the expression of

inflammatory factors in ASCVD patients, protect vascular endothelial cells, stabilize and delay the occurrence and

development of atherosclerotic plaques.
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