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Background/Aims: Achieving rapid reduction of low-density lipoprotein cholesterol (LDL-C) levels below 55 mg/dL in pa-
tients with acute myocardial infarction (AMI) can be challenging with statins alone. This single-center, retrospective study 
aimed to assess the impact of single-dose injection of evolocumab 140 mg on LDL-C levels during the peri-percutaneous 
coronary intervention (PCI) period in patients with AMI. 
Methods: A total of 95 patients with AMI who underwent PCI were divided into the evolocumab (n = 50) and non-evolo-
cumab (n = 45) groups. 
Results: The percentage change of LDL-C level at 1–3 weeks from baseline was 78.4 ± 13.4% reduction in the evolocumab 
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INTRODUCTION

Management of elevated low-density lipoprotein cholester-
ol (LDL-C) levels has been identified as a key strategy for pa-
tients with acute myocardial infarction (AMI), and is associ-
ated with a significant reduction in cardiovascular mortality 
[1,2]. Guidelines recommend the early initiation of high-in-
tensity statins to rapidly achieve an LDL-C target level of  
< 55 mg/dL in this population, followed by the administra-
tion of ezetimibe or proprotein convertase subtilisin/kexin 
type 9 (PCSK9) inhibitors if statin monotherapy proves in-
effective  [3,4]. Novel PCSK9 inhibitors, such as evolocum-
ab and alirocumab, have recently gained attention for their 
potential to not only induce plaque regression but also pro-
mote plaque stabilization [5-8]. Moreover, early administra-
tion of PCSK9 inhibitors has been shown to rapidly reduce 
LDL-C levels in high-risk patients. However, limited data are 
available on the effect of PCSK9 inhibitors in patients with 
AMI who have undergone percutaneous coronary interven-
tion (PCI), particularly in the early phase of AMI [7,8]. There-
fore, this study aimed to evaluate the efficacy and safety of 
evolocumab single-dose injection during the peri-PCI period 
in patients with AMI.

METHODS

This retrospective study was conducted at Yongin Severance 
Hospital and considered 111 patients with AMI who received 
treatment between February 2022 to November 2022. A to-
tal of 95 patients who underwent PCI were included in the 
final analysis, after excluding four patients who underwent 
coronary artery bypass grafting, three who received medi-
cal treatment, three who died within 1 week of AMI event, 
and six for whom LDL-C level data was unavailable at the 

time of admission. The enrolled patients were divided into 
two groups: the evolocumab group (n = 50), those who 
were subcutaneously injected with single-dose evolocumab 
140 mg within 24 hours before or after the PCI, regardless 
of the initial LDL-C level, and the non-evolocumab group  
(n = 45), those who were not injected with evolocumab 
(Supplementary Fig. 1). In both groups, the changes in the 
lowest LDL-C level between 1–3 weeks and 3–8 weeks were 
investigated. In the evolocumab group, the lowest LDL-C 
levels among 1–3 days and 4–6 days were additionally inves-
tigated. Regarding efficacy outcomes, the primary endpoint 
was the percent change of LDL-C level at 1–3 weeks from 
the baseline level. The secondary endpoint was the achieve-
ment rate of LDL-C level < 55 mg/dL at 1–3 weeks. As safety 
endpoints, changes in aspartate aminotransferase (AST)/al-
anine aminotransferase (ALT) and high-sensitivity C-reactive 
protein (hs-CRP) levels were investigated. Regarding clinical 
outcomes, death, myocardial infarction, stroke, bleeding, 
and symptoms of myalgia or fatigue over 6 months were 
also investigated. 

The study protocol was approved by the Institutional Re-
view Board (IRB) of Yongin Severance Hospital (approval 
number: 9-2023-0124), and the study received an exemp-
tion from the requirement of informed consent owing to 
its retrospective nature. All experiments were performed in 
accordance with the Declaration of Helsinki.

Statistical analysis
All data are reported as means ± standard deviations for 
continuous variables and as frequencies (percentages) for 
categorical variables. We compared the two groups by con-
ducting independent-samples t-tests and chi-square tests 
for continuous and categorical variables, respectively. The 
primary outcomes were analyzed using a linear mixed mod-
el with repeated measures, with baseline values, treatment 

group versus 45.6 ± 22.6% in the non-evolocumab group, with a mean difference of -33.5% between the groups (95% CI: 
-42.6 to -24.5%; p < 0.001). The achievement rate of LDL-C levels below 55 mg/dL at 1–3 weeks was significantly higher in 
the evolocumab group than in the non-evolocumab group (97.7% vs. 60.0%, p < 0.001).
Conclusions: Patients with AMI who received single-dose injection of evolocumab 140 mg during the peri-PCI period had 
a significantly greater LDL-C reduction and higher proportion of patients achieved the target LDL-C level in the early phase 
AMI than those who did not receive evolocumab.
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Table 1. Baseline characteristics

Characteristic
Total 

(n = 95)
Evolocumab group 

(n = 50)
Non-evolocumab group 

(n = 45)
p value

Age (yr) 61.4 ± 13.1 57.9 ± 11.2 65.3 ± 14.1 0.006

Male sex 80 (84.2) 45 (90.0) 35 (77.8) 0.158

Body mass index (kg/m2) 25.0 ± 3.3 25.8 ± 3.4 24.1 ± 3.0 0.011

Cardiogenic shock 3 (3.2) 3 (6.0) 0 (0.0) 0.244

Hypertension 62 (65.3) 29 (58.0) 33 (73.3) 0.135

Diabetes mellitus 45 (47.4) 23 (46.0) 22 (48.9) 0.838

Dyslipidemia 62 (65.2) 33 (66.0) 29 (64.4) 0.813

Current smoking 42 (44.2) 27 (54.0) 15 (33.3) 0.092

Prior PCI 12 (12.6) 5 (10.0) 7 (15.6) 0.540

Prior myocardial infarction 7 (7.4) 3 (6.0) 4 (8.9) 0.704

Prior cerebrovascular accident 7 (7.4) 1 (2.0) 6 (13.3) 0.052

Atrial fibrillation 3 (3.2) 1 (2.0) 2 (4.4) 0.602

Clinical presentations 0.090

STEMI 34 (35.8) 22 (44.0) 12 (26.7)

NSTEMI 61 (64.2) 28 (56.0) 33 (73.3)

LVEF (%) 48.3 ± 11.6 48.2 ± 11.3 48.4 ± 12.0 0.906

Disease extends 0.066

2- or 3-vessel diseases 52 (54.7) 32 (64.0) 20 (44.4)

PCI strategy

Drug eluting stents 86 (90.5) 45 (90.0) 41 (91.1) 0.989

Total number of stents 1.4 ± 0.9 1.5 ± 1.0 1.3 ± 0.9 0.371

Discharge medication

Aspirin 91 (95.8) 50 (100.0) 41 (91.1) 0.057

P2Y12 inhibitor 94 (98.9) 50 (100.0) 44 (97.8) 0.474

Clopidogrel 29 (30.5) 9 (18.0) 20 (44.4)

Ticagrelor 30 (31.6) 16 (32.0) 14 (31.1)

Prasugrel 35 (36.8) 25 (50.0) 10 (22.2)

ACEi or ARB 23 (24.2) 9 (18.0) 14 (31.1) 0.156

Beta-blocker 49 (51.6) 27 (54.0) 22 (48.9) 0.683

Calcium channel blocker 17 (17.9) 6 (12.0) 11 (24.4) 0.179

Lipid lowering drugs

Statin 95 (100.0) 50 (100.0) 45 (100.0) -

High-dose statin 63 (66.3) 31 (62.0) 32 (71.1)

Moderate-dose statin 32 (33.7) 19 (38.0) 13 (28.9)

Ezetimibe 95 (100.0) 50 (100.0) 45 (100.0) -

Duration of hospitalization (d) 4.0 (3.0–5.0) 4.0 (3.0–5.0) 4.0 (2.0–6.0) 0.558

Values are presented as mean ± standard deviation, number (%), or median (interquartile range).
PCI, percutaneous coronary intervention; STEMI, ST-segment elevation myocardial infarction; NSTEMI, non-ST-segment elevation 
myocardial infarction; LVEF, left ventricular ejection fraction; ACEi, angiotensin-converting enzyme inhibitor; ARB, angiotensin re-
ceptor blocker.
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group, time points, and interaction between the treatment 
group and time points as fixed effects, and patients as a 
random effect. Statistical significance was set at p < 0.05. 
All statistical analyses were performed with R software (ver-
sion 4.3.0; R Foundation for Statistical Computing, Vienna, 
Austria).

RESULTS

We compared the baseline characteristics and outcomes of 
the two groups (Table 1). The average age of all the pa-
tients was 61.4 ± 13.1 years, males accounted for 84.2% 
of the total cohort, and 35.8% of patients showed ST el-
evation of myocardial infarction. Comparing the baseline 
demographic and clinical characteristics of two groups, 

the evolocumab group had a younger mean age of 57.9 ± 
11.2 years compared to that of the non-evolocumab group, 
which was 65.3 ± 14.1 years (p = 0.006). The evolocumab 
group demonstrated a slightly higher BMI as opposed to the 
non-evolocumab group (25.8 ± 3.4 kg/m2 vs. 24.1 ± 3.0 kg/
m2, p = 0.011). The proportion of patients with drug-eluting 
stents and the total number of stents per patient did not 
significantly differ between the two groups, nor did the use 
of medication upon discharge. Most patients in both groups 
were discharged on aspirin and P2Y12 inhibitors, predomi-
nantly prasugrel. The intensity of statin therapy at discharge 
was not significantly different between the two groups, 
with high-dose statins being used in above 60% of cases in 
each. Additionally, ezetimibe was used by all patients.

Baseline laboratory test results are summarized in Table 2.  
The total, triglyceride, LDL-C, and non-high-density lipopro-

Table 2. Baseline laboratory results

Characteristic
Total 

(n = 95)
Evolocumab group 

(n = 50)
Non-evolocumab group 

(n = 45)
p value

Lipid profiles

Total cholesterol (mg/dL) 189.6 ± 52.3 210.7 ± 53.2 166.2 ± 40.3 < 0.001

Triglyceride (mg/dL) 167.9 ± 117.4 199.0 ± 144.5 133.3 ± 62.4 0.005

LDL cholesterol (mg/dL) 123.6 ± 51.5 144.4 ± 53.6 100.4 ± 37.8 < 0.001

HDL cholesterol (mg/dL) 43.8± 10.6 43.9 ± 11.7 43.5 ± 9.3 0.851

Non-HDL cholesterol (mg/dL) 145.8 ± 52.8 166.7 ± 54.3 122.62 ± 40.3 < 0.001

Others

HbA1c (%) 6.5 ± 1.4 6.3 ± 1.3 6.6 ± 1.5 0.373

Glucose (mg/dL) 150.6 ± 66.0 154.1 ± 70.8 146.7 ± 60.6 0.586

Creatinine (mg/dL) 1.2 ± 1.1 0.9 ± 0.2 1.5 ± 1.5 0.016

eGFR (mL/min/1.73 m2) 84.4 ± 28.0 92.7 ± 18.6 75.2 ± 33.5 0.003

Hemoglobin (g/dL) 14.4 ± 2.1 14.8 ± 1.8 13.9 ± 2.4 0.052

Platelet count (103/μL) 242.2 ± 61.6 245.4 ± 58.1 238.6 ± 65.7 0.600

AST (IU/L) 56.5 ± 62.5 65.2 ± 74.5 46.8 ± 44.5 0.144

ALT (IU/L) 31.4 ± 22.3 35.0 ± 22.1 27.4 ± 22.0 0.099

Hs-CRP (mg/L) 10.0 ± 23.2 6.3 ± 15.4 14.2 ± 29.2 0.119

Cardiac enzymes

CK-MB (ng/mL) 27.0 ± 56.3 28.3 ± 50.1 25.6 ± 63.1 0.819

Peak CK-MB (ng/mL) 374.5 ± 530.9 372.5 ± 410.9 375.2 ± 213.9 0.652

Troponin T (pg/mL) 733.3 ± 2,074.1 744.5 ± 2,151.2 720.8 ± 2,009.2 0.956

Peak troponin T (pg/mL) 3,202.4 ± 1,587.2 3,101.3 ± 1,652.2 3,250.4 ± 1,834.2 0.742

Values are presented as mean ± standard deviation.
LDL, low-density lipoprotein; HDL, high-density lipoprotein; HbA1c, glycated hemoglobin; eGFR, estimated glomerular filtration 
rate; AST, aspartate aminotransferase; ALT, alanine aminotransferase; Hs-CRP, high-sensitivity C-reactive protein; CK-MB, creatine 
kinase muscle brain.
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tein cholesterol levels were significantly higher in the evo-
locumab group. The groups did not significantly differ in 
terms of hemoglobin A1c level, glucose level, hemoglobin, 
platelet count, AST, ALT, or hs-CRP. The creatinine level was 
higher in the non-evolocumab group, which resulted in a 
lower estimated glomerular filtration rate. The level of peak 
troponin T after PCI between the two groups was not sta-
tistically significant.

The median interval between hospital arrival and sin-
gle-dose injection of evolocumab 140 mg was 3.0 hours 
(interquartile range: 2.0–5.0 hours). There were no statisti-
cally significant differences in the median day between 1–3 
weeks and 3–8 weeks when the LDL-C level was measured 
from PCI. The initial LDL-C levels were higher in the evolo-
cumab group than in the non-evolocumab group (144.4 ± 
53.6 mg/dL vs. 100.4 ± 37.8 mg/dL, p < 0.001). In the evo-
locumab group, average LDL-C level was 72.7 mg/dL (95% 
confidence interval [CI]: 72.1–98.7 mg/dL) after 1–3 days 
and the 53.7 mg/dL (95% CI: 37.8–65.1 mg/dL) after 4–6 
days (Fig. 1). The LDL-C level at 1–3 weeks was significant-
ly lower in the evolocumab group than in the non-evolo-
cumab group (27.4 ± 14.1 mg/dL vs. 48.7 ± 15.4 mg/dL, 
p = 0.003). The absolute change in decline at 1–3 weeks 
from baseline was -112.4 ± 49.9 mg/dL in the evolocum-
ab group and -50.0 ± 33.4 mg/dL in the non-evolocumab 
group. Regarding the change in LDL-C level from baseline, 
significant reductions were observed at 1–3 and 3–8 weeks 
in both groups (both p < 0.001) (Fig. 1, Table 3). The per-
centage change in the LDL-C level at 1–3 weeks after base-
line was -78.4 ± 13.4% in the evolocumab group and -45.6 
± 22.6% in the non-evolocumab group, with a mean dif-
ference of -33.5% between the groups (95% CI: -42.6 to 

Figure 1. LDL-C levels over time. LDL-C mean values in the two 
study groups are shown; error bars indicate 95% confidence 
intervals. LDL-C, low-density lipoprotein cholesterol. The p value 
was calculated using paired t-test. *p < 0.001 for LDL-C change 
from baseline.
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Table 3. LDL-C efficacy outcomes

LDL-C
Evolocumab group 

(n = 50)
Non- evolocumab 

group (n = 45)
Mean difference 

(95% CI)
p value

Baseline (mg/dL) 144.4 ± 53.6 100.4 ± 37.8 44.0 (31.1 to 56.8) < 0.001

Week 1–3 (n) 44 40

Duration from index PCI (d) 14.0 (11.0–19.0) 13.0 (11.0–17.0) 16.0 (12.0 to 23.0) 0.105

LDL-C (mg/dL) 27.4 ± 14.1 48.7 ± 15.4 -20.7 (-34.3 to -7.2) 0.003

Absolute change from baseline (mg/dL) -112.4 ± 49.9 -50.0 ± 33.4 -65.0 (-82.8 to -47.2) < 0.001

% change from baseline -78.4 ± 13.4 -45.6 ± 22.6 -33.5 (-42.6 to -24.5) < 0.001

LDL-C < 55 mg/dL at 1–3 week 43 (97.7) 24 (60.0) 38.1 (19.7 to 56.5) < 0.001

LDL-C < 70 mg/dL at 1–3 week 44 (100.0) 38 (95.0) 5.17 (-7.8 to 18.2) 0.433

Week 3–8 (n) 50 45

Duration from index PCI (d) 52.0 (37.0–83.5) 42.5 (32.0–89.0) 56.00 (46.0 to 66.0) 0.168

LDL-C (mg/dL) 58.2 ± 23.3 49.3 ± 20.9 8.9 (-3.9 to 21.7) 0.172

Absolute change from baseline (mg/dL) -86.1 ± 47.6 -51.1 ± 36.6 -35.1 (-52.6 to -17.5) < 0.001

% change from baseline -55.8 ± 21.4 -46.5 ± 25.1 -9.3 (-17.8 to -0.8) 0.033

LDL-C < 55 mg/dL at 3–8 week 24 (48.0) 33 (73.3) -25.33(-42.65 to -8.02) 0.004

LDL-C < 70 mg/dL at 3–8 week 40 (80.0) 38 (84.4) -4.44 (-16.65 to 7.76) 0.473

Values are presented as mean ± standard deviation, number only, or median (interquartile range).
LDL-C, low-density lipoprotein cholesterol; CI, confidence interval; PCI, percutaneous coronary intervention.
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-24.5%; p < 0.001; Fig. 2, Table 3). The achievement rate of 
LDL-C level < 55 mg/dL at 1–3 weeks was higher in the evo-
locumab group than in the non-evolocumab group (97.7% 
vs. 60.0%, p < 0.001), although the rate of achieving LDL-C 
levels < 70 mg/dL did not differ between the groups at 1–3 
weeks (Table 3). As for the LDL-C level at 3–8 weeks, the ab-
solute LDL-C levels (58.2 ± 23.3 mg/dL vs. 49.3 ± 20.9 mg/
dL, p = 0.172) did not differ between two groups, but ab-
solute change from baseline (-86.1 ± 47.6 mg/dL vs. -51.1 
± 36.6, p < 0.001) and % change from baseline (-55.8 ± 
21.4% vs. -46.5 ± 25.1%, p = 0.033) were higher in evo-
locumab group. The rates of reaching LDL-C levels below 
55 mg/dL (48.0% vs. 73.3%, p = 0.004) were higher in the 
non-evolocumab group, but that below 70 mg/dL (80.0% 
vs. 84.4%, p = 0.473) did not differ between the groups 
(Fig. 1, 2, Table 3).

In terms of safety outcomes, there was no significant dif-
ference in AST/ALT abnormality, defined as more than three 
times the upper limit of the normal range, or in hs-CRP lev-
els at 1–3 weeks and 3–8 weeks between the two groups, 
respectively (Supplementary Table 1). Regarding the clinical 
outcomes, the event of death, myocardial infarction, stroke, 
and bleeding at 6 months did not significantly differ be-
tween the groups. Symptoms of myalgia and fatigue were 
also similar in both the groups (Supplementary Table 2).

DISCUSSION

This study provided unique insights into LDL-C changes in 
AMI patients who underwent PCI, specifically in terms of 
the impact of single-dose evolocumab 140 mg combined 
with moderate- or high-intensity statins/ezetimibe in the 
early phase of AMI. Despite the baseline LDL-C level being 
higher in the evolocumab group than in the non-evolocum-
ab group, the percentage reduction was higher in the evo-
locumab group at 1–3 weeks than in the non-evolocumab 
group (-78.4% vs. -45.6%, p < 0.001), and 97.7% of pa-
tients in the evolocumab group had an LDL-C level below 55 
mg/dL at 1–3 weeks.

The current European and American guidelines both 
recommend a stepwise approach for the treatment of pa-
tients who experienced AMI, starting with the initiation of 
high-intensity statin therapy, followed by the addition of 
ezetimibe, and considering PCSK9 inhibitor treatment if the 
target LDL-C level is not reached [3,4]. As a result, although 
many early clinical events may occur after AMI, especially 
in patients with higher LDL-C levels, PCSK9 inhibitors are 
added only several months after AMI events in real-world 
practice. Furthermore, the proportion of patients with AMI 
taking PCSK9 inhibitors reportedly accounts for less than 
1% of patients with an LDL-C level above 55 mg/dL in 
clinical practice [9]. However, an in vivo study has revealed 
that PCSK9 levels increase in the early stages of myocardial 
ischemia. If the PCSK9 level is inhibited during myocardial 
ischemia, size of the myocardial infarction, post-infarction 
inflammation, and cardiac dysfunction after ischemia/reper-
fusion injury are reduced [10]. Clinical data suggest that 
the inhibition of PCSK9 not only plays a role in reducing 
LDL-C levels but also improves endothelial function in the 
early stages of AMI [11]. Furthermore, rapid administration 
of PCSK9 inhibitors for very low LDL-C levels has been prov-
en to promote plaque stabilization and regression through 
studies using coronary intravascular modalities [5,6]. Addi-
tionally, patients with the lowest LDL-C levels achieved via 
PCSK9 inhibitors within 4 weeks of AMI exhibit better long-
term clinical outcomes [12]. Patients who have had an AMI 
have a higher risk of repeat cardiovascular events during this 
initial period. Despite issues of cost and accessibility, PCSK9 
inhibitors have been used and shown in the early stages in 
pilot studies to address this risk [7,8]. Those studies revealed 
that PCSK9 inhibitors used alongside high-intensity statins 
rapidly lowered LDL-C levels to within the target level. In 

Figure 2. Percentage reduction in LDL-C level. Mean percentage 
changes in LDL-C level from baseline to 1–3 and 3–8 weeks in 
both groups are shown; error bars indicate 95% confidence inter-
vals. LDL-C, low-density lipoprotein cholesterol. The p value was 
calculated using independent samples t-tests.
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those studies, however, the percentage of the ezetimibe us-
age proportions were less than 5%. Ezetimibe has already 
been spotlighted as overcoming the limitations of high-dose 
statins and enhancing clinical outcomes [13]. The addition 
of ezetimibe alone to statins results in further reduction of 
15–22% in the LDL-C level [14]. Moreover, in the 3-year 
follow-up period, moderate-intensity statins with ezetimibe 
had no inferiority in clinical outcomes as regards lowering 
LDL-C level and improved the compliance rate as side ef-
fects were reduced compared with the use of high-intensity 
statins alone [15].

In this study, both moderate- (33.7% of cases) and high- 
(66.3% of cases) intensity statins were used; interestingly, 
all the patients initially received ezetimibe after AMI events. 
Despite a single injection of evolocumab 140 mg during 
the peri-PCI period, the LDL-C level was reduced by 78.4%, 
and the rate of achieving an LDL-C level below 55 mg/dL 
was 97.7% in the early period after AMI, whereas the per-
centage reduction in LDL-C level decreased to only 48.0% 
at 3–8 weeks after AMI. Choi et al. [16] reported the sin-
gle injection of evolocumab 140 mg reduced LDL-C level 
from the baseline to 2 weeks by 58.5% in Korean patients 
with angina who underwent PCI. In the non-evolocumab 
group, who used only moderate- or high-dose stains and 
ezetimibe, the target achievement at both time points 
was approximately 60–70%. In our retrospective analysis, 
the addition of evolocumab to moderate- or high-intensi-
ty statins and ezetimibe was associated with a potent and 
rapid reduction in the LDL-C level in the early stages after 
AMI. Therefore, this triple combination therapy in the very 
early stages after AMI might promote the improvement of 
clinical outcomes via the stabilization of vulnerable plaques 
in the future, as previously demonstrated via intravascular 
imaging modalities [5,6]. Although data on the long-term 
benefits of PCSK9 inhibitors immediately after an AMI are 
limited, starting PCSK9 inhibitors and ezetimibe alongside 
non-high-intensity statins in the early stages after AMI for 
patients treated with PCI may enhance patient compliance 
and long-term outcomes.

Our study had some limitations. First, owing to its retro-
spective nature and limited sample size, the patients pre-
scribed evolocumab tended to have a higher initial LDL-C 
level than those not prescribed evolocumab. Thus, we used 
a linear mixed model to adjust for this confounding factor. 
Second, in the evolocumab group, after the lowest LDL-C 
level in the first 1–3 weeks, a rebound phenomenon can 

be seen in 3–8 weeks. This could be seen as a limitation of 
single injection, and due to cost and insurance restrictions. 
Therefore, further research should be considered to confirm 
the impact of rebound phenomenon. Third, despite the no-
table LDL-C level decrease following the single injection of 
evolocumab 140 mg in AMI patients undergoing PCI, this 
study does not sufficiently predict the long-term benefits of 
the clinical outcomes, possibly owing to the small sample 
size and short-term follow up. Therefore, long-term out-
comes of early PCSK9 inhibitor use by patients who have 
had an AMI should be studied in a large-scale randomized 
controlled trial.

In conclusion, in patients who underwent AMI with PCI, 
single-dose injection of evolocumab 140 mg during the 
peri-PCI showed a significantly greater LDL-C reduction, and 
a higher proportion of patients achieved an LDL-C target 
level below 55 mg/dL at 1–3 weeks than those who did not 
receive evolocumab.

KEY MESSAGE
1. The LDL-C level at 1–3 weeks was 78.4% ± 13.4% 

lower than baseline in the evolocumab group ver-
sus 45.6 ± 22.6% in the non-evolocumab group, 
with a statistically significant mean difference of 
-33.5% between the groups.

2. The achievement rate of a LDL-C level below 55 
mg/dL at 1–3 weeks was significantly higher in 
the evolocumab group (97.7%) than that in the 
non-evolocumab group (60.0%).
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Supplementary Figure 1. Study flowchart. CABG, coronary 
artery bypass grafting; LDL, low-density lipoprotein; AMI, acute 
myocardial infarction; PCI, percutaneous coronary intervention.

Excluded
4 CABG
3 Medical therapy
3 In hospital death within 1 weeks
6 No initial LDL level

111 patients with AMI (Feb 2022 – Nov 2022)

95 Patients with AMI who underwent PCI

Evolucumab
(n = 50)

Non-evolucumab
(n=45)
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Supplementary Table 1. Laboratory test results for AST, ALT, and hs-CRP

Characteristic
Evolocumab group 

(n = 50)
Non-evolocumab group 

(n = 45)
p value

Baseline 

AST (50/45) 37.0 (27.2–64.2) 37.0 (27.0–46.0) 0.240

ALT (50/45) 28.5 (20.0–41.0) 24.0 (14.0–32.0) 0.030

AST/ALT abnormalitya) 29 (58.0) 22 (48.9) 0.415

AST/ALT > 3 times the upper limit of the normal range 5 (10.0) 3 (6.7) 0.718

Hs-CRP, mg/L (48/43) 1.3 (0.7–4.0) 1.8 (0.6–8.4) 0.575

1–3 weeks lowest value

AST (36/43) 25.5 (19.0–29.0) 25.0 (20.0–31.0) 0.756

ALT (36/43) 31.0 (22.0–48.2) 22.0 (15.0–31.0) 0.019

AST/ALT > 3 times the upper limit of the normal range 1 (2.8) 0 (0.0) 0.456

 Hs-CRP, mg/L (26/34) 1.6 (0.7–5.5) 2.2 (0.9–8.8) 0.368

3–8 weeks lowest value

AST (45/44) 27.0 (21.2–33.5) 24.5 (18.8–30.5) 0.187

ALT (45/44) 34.0 (25.0–41.8) 26.5 (17.8–35.5) 0.058

AST/ALT > 3 times the upper limit of the normal range 2 (4.0) 0 (0.0) 0.497

Hs-CRP, mg/L (41/37) 0.7 (0.6–1.3) 0.9 (0.6–3.7) 0.408

Values are presented as median (interquartile range) or number (%).
AST, aspartate aminotransferase; ALT, alanine aminotransferase; Hs-CRP, high-sensitivity C-reactive protein.
a)AST/ALT abnormality is defined as AST or ALT level more than 40 IU/L.
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Supplementary Table 2. Six-month clinical outcomes

Characteristic Evolocumab group (n = 50) Non-evolocumab group (n = 45) p value

All death 1 (2.0) 3 (6.7) 0.435

Cardiac death 1 (2.0) 2 (4.4) 0.212

Myocardial infarction 1 (2.0) 0 (0) 0.739

Stroke 1 (2.0) 3 (6.7) 0.156

Hemorrhagic stroke 0 (0) 2 (4.4) 0.358

All revascularization 2 (4.0) 1 (2.2) 0.316

All bleeding 1 (2.0) 3 (6.7) 0.619

TIMI major 0 (0) 2 (4.4) 0.239

TIMI minor 1 (2.0) 1 (2.2) 0.875

Myalgia 2 (4.0) 1 (2.2) 0.538

Fatigue 1 (2.0) 1 (2.2) 0.812

Values are presented as nubmer (%).
TIMI, Thrombolysis in Myocardial Infarction classification.
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