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Effect of atorvastatin combined with ezetimibe on perioperative Lp-PLA2 in patients with
non-ST-segment elevation acute coronary syndrome after PCI

LIANG Changbin,ZHOU Fuliang, JIA Dalin
(Department of Cardiology, The First Hospital of China Medical University, Shenyang 110001, China)

Abstract Objective To investigate the periprocedural effects of atorvastatin plus ezetimibe and atorvastatin monotherapy on lipopro-
tein-associated phospholipase A2 (Lp-PLA2) levels in patients with non-ST-segment elevation acute coronary syndrome (NSTE-ACS) after
perculaneous coronary intervention (PCI). Methods In total, 193 patients with NSTE-ACS who underwent PCI were divided into four
groups :20 mg atorvastatin (A20 group),40 mg atorvastatin (A40 group),20 mg atorvastatin combined with 10 mg ezetimibe (A20+E10
group),and 40 mg atorvastatin combined with 10 mg ezetimibe (A40+E10 group). Changes in plasma Lp-PLA2 and low-density lipopro-
tein cholesterol (LDL-C) levels during the perioperative period were observed,and major adverse cardiovascular events (MACE) and sta-
tin-related adverse reactions were monitored for 30 d. Results Factorial analysis revealed no interaction between intensive atorvastatin
and ezetimibe. Intensive atorvastatin and atorvastatin combined with ezetimibe significantly reduced the postoperative plasma Lp-PLA2
levels (P < 0.05). Plasma Lp-PLA2 levels were similar between the four groups hefore PCI and decreased significantly after PCI (P <
0.05). The changes in Lp-PLA2 during the perioperative period were compared between the four groups,and it was significantly higher
in the A40 group than in the A20 group,in the A20+E10 group than in the A20 group,in the A40+E10 group than in the A20 group,and
in the A40+E10 group than in the A40 group (P < 0.05). No significant difference in LDL-C levels and no significant correlation between
the changes in LDL-C and Lp-PLA2 levels were observed between the four groups (P > 0.05). In addition, no significant differences in the
incidence of major adverse cardiovascular event or statin-related adverse reactions were observed (P > 0.05). Conclusion Compared

with atorvastatin (20 mg) monotherapy, both intensive atorvastatin (40 mg) and atorvastatin plus ezetimibe can further reduce postoperative
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Lp-PLA2 levels,independent of the changes in LDL-C in patients with NSTE-ACS undergoing PCI.

Keywords non-ST-segment elevation acute coronary syndrome; percutaneous coronary intervention; lipoprotein-associated phospholi-

pase A2; atorvastatin; ezetimibe
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Tab.1 Comparison of baseline clinical characteristics between the four groups

Item A20 group (n=57)  A20+E10 group (n =53)  A40 group (n =41)  A40+E10 group (n = 42) P

Age (year) 63.14 +10.47 62.28 +9.60 63.12 + 8.26 6221 +8.23 0.857
Male [n (%) ] 34(59.6) 31(58.5) 30(73.2) 32(76.2) 0.118
BMI (kg/m®) 24.65 +3.45 21.27 +3.56 24.47 +2.66 2412 +2.56 0.765
SBP (mmHg) 131.74 + 21.12 131.61 +23.15 128.75 +21.56 134.15 £21.25 0.717
DBP (mmHg) 76.66 + 15.02 74.57 £ 11.61 72.59 + 12.46 7479 = 10.81 0.511
Current smoker [n (%) ] 28(49.1) 20(37.7) 20(48.8) 19(45.2) 0.681
Hypertension [n (%) ] 38(66.7) 31(58.5) 24(58.5) 28(66.7) 0.722
Diabetes mellitus [n (%) ] 19(33.3) 21(39.6) 18(43.9) 10(23.8) 0.232
Stoke [n (%) ] 6(10.5) 3(5.7) 4(9.8) 4(9.5) 0.797
Previous MI [n (%) ] 12(21.1) 12(22.6) 13(31.7) 5(11.9) 0.185
Previous PCI[n (%) ] 13(22.8) 7(13.2) 7(17.1) 7(16.7) 0.344
Previous CABG [n (%) ] 1(1.8) 1(1.9) 0(0) 1(2.4) 0.829
LVEF (%) 59.75 +6.21 60.71 £ 5.51 60.75 + 4.65 61.32+4.32 0.654
SYNTAX score 18.23 + 11.43 16.55 +9.67 16.52 + 10.54 17.23 + 10.34 0.712
Clinical diagnosis [n (%) ]

UA 36(63.2) 41(77.4) 30(73.2) 29(69.0) 0.414

NSTEMI 21(37.8) 12(22.6) 11(26.8) 13(31.0) 0.414
Medical treatment [n (%) ]

Aspirin 54(94.7) 52(98.1) 40(97.6) 42(100.0) 0.972

P2Y12 inhibitor 57(100.0) 53(100.0) 41(100.0) 42(100.0) -

B-blocker 35(61.4) 34(65.4) 31(75.6) 25(53.7) 0.854

ACEI/ARB 35(61.4) 33(62.6) 27(65.8) 28 (66.7) 0.949

CCB 15(26.3) 17(23.1) 12(29.3) 11(26.2) 0.503

Nitrate 51(89.5) 48(90.6) 36(87.8) 38(90.0) 0.972

Heparin 55(96.5) 51(96.0) 41(97.8) 41(98.0) 0.377

A, atorvastatin; E, ezetimibe ; BMI, body mass index; SBP, systolic blood pressure; DBP, diastolic blood pressure ; MI, myocardial infarction; PCI, percu-
taneous coronary intervention; CABG, coronary artery bypass grafting; LVEF, left ventricular ejection fraction; UA ,unstable angina; NSTEMI, non-ST-

segment elevation myocardial infarction; ACEI, angiotensin-converting enzyme inhibitor; ARB, angiotensin receptor blocker; CCB, calcium antagonist.
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Tab.2 Comparison of baseline serological indicators between the four groups

Ttem A20 group (n =57)  A20+E10 group (n =53)  A40 group (n =41)  A40+E10 group (n = 42) P
WBC (x 10°/L) 6.33+1.74 6.87 £2.01 6.88 +1.88 6.78 + 1.61 0.754
Hemoglobin (g/L) 1412 +155 1355+ 14.5 141.1+ 153 1413+ 14.8 0.112
BNP (pg/mL.) 55(26-157) 44.(17-93) 29 (12-67) 43(21-87) 0.114
D-dimer (mg/L.) 0.28(0.21-0.45) 0.31(0.24-0.52) 0.37(0.28-0.47) 0.31(0.24-0.41) 0.233
Creatinine (umol/L) 70.8 £ 20.7 69.2 £21.1 76.0+21.4 71.7+15.1 0.358
ALT (U/L) 332215 274172 263+13.6 35.1+31.5 0.128
AST (U/L) 25.1£22.2 233+ 14.2 21.5+52 253+ 143 0.492
LDL-C (mmol/L) 2.56 +0.43 2.32+0.85 2.34+0.42 2.32+0.67 0.387
HDL-C (mmol/L) 0.89 +0.22 1.22+0.24 0.89 +0.24 0.82+0.23 0.832
TC (mmol/L) 4.11+0.89 3.89+0.91 3.89+0.83 3.8+ 1.21 0.387
TG (mmol/L) 1.89 = 1.12 1.71£0.78 1.76 £ 1.16 1.67+1.21 0.483
Lp-PLA2 (ng/mL) 232.0 £32.1 242.1+23.1 245.0 =33.1 237.7+28.2 0.254

WBC,white blood cell; BNP, brain natriuretic peptide; ALT, alanine aminotransferase; AST , aspartate aminotransferase ; LDL-C,low-density lipoprotein

cholesterol ; HDL-C, high-density lipoprotein cholesterol ; TC, total cholesterol; TG, triglyceride ; Lp-PLA2, lipoprotein-associated phospholipase A2.
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Tab.3 Comparison of procedural characteristics between the four groups

Ttem A20 group (n =57) A20+E10 group (n =53)  A40 group (n =41)  A40+E10 group (n = 42) P

Target vessel [n (%) ]

LAD 29(50.9) 28(52.8) 18(43.9) 25(59.5) 0.565

RCA 17(24.6) 15(28.3) 10(24.4) 11(26.2) 0.963

LCX 16(46.1) 14(26.4) 16(39.0) 10(23.8) 0.123
Number of target vessel [n (%) ]

One vessel 52(91.2) 48(90.6) 35(85.4) 40(95.2) 0.672

Two vessels 5(8.8) 5(9.4) 6(14.6) 3(7.1) 0.625
Stent number 1.48 +0.79 1.47 +0.76 1.53+0.75 1.62 +0.82 0.928
Stent diameter (mm) 3.12+0.48 2.98 +0.62 2.94+0.49 3.09 +0.46 0.325
Total stent length (mm) 39.22 +22.48 41.11 £26.53 36.21 +22.17 38.10 +25.25 0.801

LAD, left anterior descending artery ; RCA , right coronary artery ; LCX, left circumflex artery.
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Tab.4 Factorial analysis

Variable Ss df MS F P
Atorvastatin 2396.41 1 2396.41 2.87 0.045
Ezetimibe 7181.50 1 7181.50 9.27 0.003
Atorvastatin and ezetimibe 87.67 1 87.67 0.12 0.748
#5 44BPCIEFAH Lp-PLA2FILDL-C/Kk FHIbL %R
Tab.5 Comparison of perioperative levels of Lp-PLA2 and LDL-C between the four groups
Ttem A20 group (n =57)  A20+E10 group (n =53)  A40 group (n =41)  A40+E10 group (n = 42) P
Lp-PLA2 (ng/mL.)
Pre-PCI 232.0 £32.1 242.1£23.1 245.0 £33.1 237.7 +28.2 0.254
Post-PCI 168.0 = 31.4" 157.1 +24.6" 163.0 +29.5" 148.9 +24.0" 0.008
Changing value 63.0+42.1 84.0 = 33.9” 78.0 +41.8” 90.1 +33.5°" 0.004
LDL-C (mmol/L)
Pre-PCI 2.62 £0.90 2.46 +0.80 2.45£0.70 2.47 +0.80 0.396
Post-PCI 2.53+0.70 2.38 +0.60 2.37+0.50 2.34+0.40 0.475
Changing value 0.07 £0.02 0.08 0.03 0.07 £0.02 0.13 £0.02 0.374

Lp-PLA2, lipoprotein-associated phospholipase A2. 1)P < 0.05 vs. pre-PCI within gmup;Z) P < 0.05 vs. A20 group at the same time pnint;3) P <0.05 vs.

A40 group at the same time point.
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Tab.6 Comparison of the incidences of major adverse cardiovascular events between the four groups [n (%) ]

Item A20 group (n =57)  A20+E10 group (n =53)  A40 group (n =41)  A40+E10 group (n = 42) P
MACE 2(3.4) 3(5.6) 2(4.9) 2(4.8) 0.79
Cardiac death 1(1.7) 0(0) 0(0) 1(2.4) -
Non-fatal myocardial infarction 1(1.7) 2(3.8) 2(4.9) 1(2.4) 0.50
Stoke 0 1(1.8) 0 0 -

MACE, major adverse cardiovascular event ; PCI, percutaneous coronary intervention.
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