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Obijective: The aim of this study is to compare the clinical benefits between high-intensity and low-to moderate-intensity
statin therapy in patients with acute myocardial infarction (AMI).

Methods: A total of 1,230 patients in the Korea AMI Registry (KAMIR) were enrolled. Patients were divided into two
groups according to the dosage of statin for the secondary prevention after AMI.

The primary endpoint was composite of major adverse cardiac events (MACEs) including cardiac death, non-fatal M, repeat
revascularization during the 12 months of clinical follow-up.

Result: The primary endpoint occurred in 101 patients (11.3%) from the low-to moderate-intensity statin group and 45
patients (13.4%) from the high-intensity statin group. The cumulative incidence of MACEs during 12-month follow-up was
not significantly different between the two groups (p=0.323). After multi-variate analysis, MACEs-free survival rate was
not significantly different between the two groups.

Conclusion: High-intensity statin therapy did not show additional clinical benefit over low-to moderate-intensity statin therapy
after AMI.
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Table 1. Baseline clinical characteristics at presentation

Low-to moderate-intensity statin

High-intensity statin

(n=893) (n=337) o velue
Age (years) 619+114 58.5£11.4 <0.001
Male gender (%) 658(73.7) 271(80.4) 0.014
BMI (kg/m?) 24,331 24.743.0 0.021
Diabetes mellitus (%) 294(32.9) 78(23.1) 0.001
Hypertension (%) 425(47.6) 156(46.3) 0.683
Dyslipidemia (%) 104(11.6) 22(6.5) 0.008
Current smoker (%) 385(43.1) 157(46.6) 0.274
Family history of CAD (%) 76(8.5) 32(9.5) 0.586
History of IHD (%) 76(8.5) 26(7.7) 0.652
Killip > Il (%) 91(10.2) 25(7.4) 0.138
SBP (mmHag) 129.1£24 .5 130.0£24.2 0.559
DBP (mmHg) 79.2814.7 80.3£14.7 0.224
HR (/min) 76.5£17.3 76.7£15.3 0.855
Glucose (mg/dL) 174.8+81.6 170.9+80.7 0.457
Creatinine (mg/dL) 1.0+0.9 1.0+0.7 0.604
Total cholesterol (mg/dL) 182.9+40.6 197.7+43.8 <0.001
Triglyceride (mg/dL) 12431811 155.6+132.6 <0.001
LDL-Cholesterol (mg/dL) 117.1£35.6 127.7+40.4 <0.001
HDL-Cholesterol (mg/dL) 4194101 43.1£10.5 0.068
Hemoglobin Alc (%) 6.611.4 6.5+1.4 0.522

*Values are presented as meantstandard deviation or number (%)

BMI; body mass index, CAD; coronary artery disease, IHD; ischemic heart disease, SBP; systolic blood pressure, DBP; diastolic
blood pressure, HR; heart rate, LDL; low density lipoprotein, HDL; high density lipoprotein

Table 2. Angiographic and procedural characteristics

Low-to moderate-intensity statin

High-intensity statin

(n=893) (n=337) @ s
Location of culprit lesion (%) 0.609
Left anterior descending 424(47.5) 170(50.4)
Left circumflex 160(17.9) 50(14.8)
Right 292(32.7) 111(32.9)
Left main 17(1.9) 6(1.8)
Number of diseased vessels (%) 0.329
! 372(41.7) 149(44.2)
2 325(36.4) 127(37.7)
3 196(21.9) 61(18.1)
Post-procedure TIMI flow (%) 0.254
TIMI O 3(0.3) 0(0)
TIMI | 2(0.2) 1(0.3)
TIMI I 17(1.9) 2(0.6)
TIMI I 871(97.5) 334(99.1)
Stent diameter (mm) 3.210.4 3.2+0.5 0.509
Stent length (mm) 24.3+6.5 24.0+6.7 0.474
Stent number (n) 1.7£0.9 1.7+1.0 0.124

*Values are presented as meanzstandard deviation or number (%)

TIMI; Thrombolysis In Myocardial Infarction
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Table 3. Medications at the time of discharge

Low-to moderate-intensity statin High-intensity statin

(n=893) (n=337) p value
Aspirin (%) 890(99.7) 337(100.0) 0.566
Clopidogrel (%) 884(99.0) 337(100) 0.125
Cilostazol (%) 242(27.1) 95(28.2) 0.702
ACE inhibitor (%) 546(61.1) 197(58.5) 0.390
ARB (%) 263(29.5) 115(34.1) 0.113
Aldosterone antagonist (%) 782(87.6) 306(90.8) 0.114
Spironolactone (%) 72(8.1) 32(9.5) 0.420
Beta blocker (%) 782(87.6) 306(90.8) 0.114
ACE; angiotensin converting enzyme, ARB; aldosterone receptor blocker
Table 4. Changes of LDL—cholesterol level
Low-to moderate-intensity statin High-intensity statin I
(n=893) (n=337) e
Mean LDL-C reduction (mg/dL) 38.9+1.2 56.612.2 <0.001
>50% LDL-C reduction (%) 210(23.5) 156(46.3) <0.001
Follow-up LDL-C<70 mg/dL (%) 399(44.7) 193(57.3) <0.001
LDL-C; low density lipoprotein cholesterol
Table 5. Cumulative incidences of MACEs during 12-month follow up
Low-to moderate-intensity statin High-intensity statin |
(n=893) (n=337) g HEIE
Total (%) 101(11.3) 45(13.4) 0.323
Cardiac death (%) 9(1.0) 2(0.6) 0.737
Non cardiac death (%) 4(0.4) 1(0.3) 1.000
CABG (%) 2(0.2) 0(0) 1.000
Repeated PCl (%) 75(8.4) 38(11.3) 0.119
Nonfatal Ml (%) 14(1.6) 4(1.2) 0.792

MACEs; major adverse cardiac events, CABG; coronary artery bypass graft, PCl; percutaneous coronary intervention, Mi;
myocardial infarction
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Fig. 1. Kaplan—-Meier curve for 12-month major adverse
cardiac event—free survival rates between low—intermediate
intensity statin group and high intensity statin group.
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Table 6. Factors which influenced occurrence of MACEs
during 12-month follow up

Adjusted odds ratio

(95% Cl) o value
Killip > Il 1.883(1.139-3.115) 0.014
History of IHD 1.773(1.083-2.907) 0.023
1 vessel disease 0.532(0.346-0.819) 0.004
Use of bare metal stent 2.564(1.626-4.032)  <0.001
Glucose 0.997(0.995-1.000) 0.027

MACEs; major adverse cardiac events, Cl; confidence interval,
IHD; ischemic heart disease
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