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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 A1 (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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Table 1 Comparison of final results of statins lipid-regulating therapy with change of coronary atherosclerotic plaque
final LDL-C final ApoB final HDL-C final AvoA-l Final CRP
o Statin Course  LDL-C 77 Apo Ao HDL-C Y ApoAl P ) ‘ PAV TAV mmd
Clinical trial X , change , change , change , Change change
regimen (month) / (mmol /% /(g % / (mmol « % /(g % /(mg /0 change/ % change
L 7 L ! L1 ! L) ’ L 7
REVERSAL ~ ATV80 mg/d
e g 21 —46.3% 0.9 —30.1% L1 +2.9%  — - L8  —36.4% +0.2%D  —0.4 %D
n=253
PRV40 mg/d
2?;% T 2.9 —25.2% 12 —22.0% 12 +5.6%  — - 2.9 —5.2% FLEUY  +2.7%Y
n— 24¢
P value 0.001 0.001 0.06 - 0.001  0.001 0.001 0.02
ASTEROID RSV 40 mg/d
g:;g ¢y L6 —53.2%Y 0.7 —dL5%® L3  +1L7%D 15  +8.9%Y  — - —0.79%%  —6.8%
n— o4
IBIS-4 RSV 40 mg/d ) . ) ) , ,
78;11{({ 13 L9 —42.6%9  — - L2 49.1%» — - - - To9sY 122k
—
ATV 80 mg/d . .
SATURN 7_1?” oy L8 —4L4% 0.8 —3L.2% 13 8.7 L4 +9.1% L1 —33.3% —0.9%% —4.42 mm’?
nm—o
RSV 40 mg/d
;;g‘ 24 L6 —47.8% 0.8 —284% 13 +1L2 L5 +14.6% L0 —35.3% —122% —6.39 mmdd
n— 0.
P value 0.001  0.001 0.03 0.03  0.01 0.01 0.001  0.001 0.05 0.05 0.17 0.01
COSMOS RSV16.9 mg/d
12:% ¢ s 2.0 —38.6% 0.8 —3L.3%Y 14 +19.8%» L4 +17.0%P 933 —18.1%D - —6.59
n—
ARTMAP ATV20 mg/d )
e 6 L5 —a1% - — L2 +19%  — - L6 - —0.2%4D  —3.9%
=143
RSV 10 mg/d )
med g L4 —49% - - L2 H20% - — 1.2 - —2.2%D  —7.4%®
=128
P value 0.232  0.256 — — 0.795  0.752 — — 0.263 — 0.117 0.018

45 RSV =S &P AR TT . ATV=PFT4E AL TT, PRV =&l 7T, LDL — C= iR % Ji Jis & 1 0 B B, ApoB=#JE & 1 B,

HDL—C=&%EIGHE AR E B, AppA—1=%8HEH A—1,CRP=C M &EH ,PAV= B B /A

i3

4y H L TAV = BE He B4k

L HEL .Y P>0. 05,2 P<<0.01,% P<<0. 001;P value MZHEIXT L,
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