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Summary  Statins reduce atherosclerotic cardiovascular disease (ASCVD) events significantly by lowering
low-density lipoprotein cholesterol (LDL-C) levels. We summarized six clinical trials in which intravascular ultra-
sound (IVUS) was used to assess change of coronary plaque volume in patients with coronary heart disease after
statin therapy. The results showed that coronary plaque volume remained no progression when LDL-C level was
reduced to 1. 4~2. 1 mmol/L (53-79mg/dL ) after statin treatment, while coronary atherosclerotic plaque regres-
sion was observed when apolipoprotein Al (Apo-Al) reached 1. 35~1 5 g/L (>>9% increase from baseline) and
high-density lipoprotein (HDL-C) reached 1. 2~1. 4 mmol/L (45~55 mg/dL) (>>8% increase from baseline).
These data could be the optimal targets of statin therapy which effectively decrease cholesterol influx into plaque
while increase cholesterol efflux from plaque. and have important implications for prevention and treatment of AS-
CVD.
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PR]\IM‘:OZZ;’Q/CI 18 2.9 —25.2% L2 —22.0% L2 +56%  — - 2.9 —5.2%  FL6YY  +2.7%Y
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