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<E 1> #44 AP w2t g 54

LV Remodeling (-)

LV Remodeling (+)

(n = 3) (n = 21) p-value
Age, years 64.06 = 12.07 64.38 + 9.09 0915
Male, n (%) 29 (77.8) 16 (76.2) 1.000
Height, cm 1658 + 7.76 166.3 + 7.14 0815
Weight, kg 68.09 + 11.29 66.82 + 886 0.661
Systolic BP, mmHg 133.03 + 204 12810 + 22.27 0.400
Diastolic BP, mmHg 7944 + 1292 7167 £ 11.22 0602
Heart rate, beats/min 7917 + 1744 7486 + 1729 0.371
Smoking 15 (41.7) 13 (61.9) 0175
Index PCI
Unstable angina, n (%) 4 (11.1) 2 (95) 1.000
NSTEMI, n (%) 20 (55.6) 12 (57.1) 1.000
STEMI, n (%) 12 (33.3) 7 (33.3) 1.000
Index infarct-related artery
LAD, n (%) 19 (52.8) 8 (381) 0.410
LCX, n (%) 383 3 (14.3) 0.659
RCA, n (%) 28 (71.8) 13 (61.9) 0232
> 2-vessel disease, n (%) 8 (22.2) 8 (38.1) 0.232
Medical history
Hypertension 19 (52.8) 13 (61.9) 0.586
Diabetes mellitus 11 (30.6) 7 (33.3) 1.000
Ischemic heart disease 6 (16.7) 5 (23.8) 0511
Stroke 5 (139) 5 (238) 0473
Dyslipidemia 13 (36.1) 6 (286) 0.772
Pulmonary disorders
COPD, n (%) 4 (11.1) 2 (95) 1.000
Asthma, n (%) 0 0 -
Pulmonary fibrosis, n (%) 0 0 -
Serologic lab
Hemoglobin 14.04 + 2.00 1358 + 1.98 0.398
Blood urea nitrogen 1783 £ 7.01 1586 + 4.73 0.257
CK-MB 9.27 [4.23, 28.03] 245 [1.52, 15.65] 0.010
Troponin-I 1.07 [0.36, 3.90] 0.17 [0.16, 0.86] 0.008
eGFR 84.08 + 24.01 $H.85 + 22.88 0.786
NT -ProBNP 3495 [1435, 1722.0] 263.0 [37.5, 636.5] 0.112
CRP 0.85 [0.20, 5.00] 0.60 [0.20, 2.70] 0.460
Medications
Antiplatelets, n (%) 36 (100) 21 (100) 1.000
Beta blocker, n (%) 25 (69.4) 17 (81.0) 0.534
Calcium blocker, n (%) 5 (139) 4 (19.0) 0.712
ACEiI/ARBs, n (%) 36 (100) 14 (66.7) < 0.001



Statin, n (%) 35 (972) 21 (100) 1.000
Spironolactone, n (%) 4 (11.1) 2 (95) 1.000
Diuretics, n (%) 5 (139) 1 (48) 0.397
sST2 level
Baseline 33.39 [25.58, 42.92] 24.00 [21.25, 26.92] < 0.001
Follow—up 2297 [18.20, 27.22] 27.70 [21.76, 32.16] 0.035
AsST2 10.25 [3.49, 20.32] -520 [-11.10, -1.32] < 0.001
Initial manifestation
LVEDVI 59.16 + 12.84 5244 + 12.34 0.058
LVESVI 3093 + 1098 H67 + 94 0.073
LVEF 4394 + 530 4386 + 543 0.953
E/e 1274 + 471 1231 + 471 0.745
LAVI 3856 + 11.80 3717 £ 880 0.639
Follow-up
LVEDVI 4788 + 11.27 63.13 + 12.93 < 0.001
LVESVI 2047 + 7.8 30.23 + 843 < 0.001
LVEF 5247 + 10.08 51.00 + 964 0.591
E/e 1056 + 4.40 932 + 244 0.244
Changes of LV chamber
ALVEDVI 1128 =+ 825 -10.70 = 7.05 < 0.001
ALVESVI 1047 + 848 -456 + 781 < 0.001
ALVEF 847 £ 910 7.05 = 804 0.953

LV, left ventricle; BP, blood pressure; PCI, percutaneous coronary intervention,
NSTEMI, non-ST segment elevation myocardial infarction, STEMI, ST segment
elevation myocardial infarction; LAD, left anterior descending artery; LCX, left
circumferential artery; RCA, right coronary artery; COPD, chronic obstructive
pulmonary disease; CK-MB, creatine kinase-MB; eGFR, estimated glomerular
filtration rate; NT -ProBNP, N-terminal proB-type natriuretic peptide; CRP,
C-reactive protein; ACEI/ARBs, angiotensin—converting enzyme 2 inhibitor/angiotensin
receptor blockers; sST2, soluble suppression of tumorigenicity 2, LVEDVI, left
ventricular end-diastolic volume index; LVESVI left ventricular end-systolic
volume index; LVEF, left ventricular ejection fraction; E/e’, ratio of early
diastolic mitral inflow to septal mitral tissue Doppler velocity; LAVI, left atrial

volume index.



<H 2> HAA AP v U ohag 2A e 5784

Univariable logistic regression  Multivariable logistic regression

Variable
OR (95% CI) p-value OR (95% CI) p-value
Age <0.951£(f054) 0913 ) )
ACEVARBs <0.311é)(1%(.)132> 1000 ) i
Initial LVEF (0.983%?106) 0974 - -
CKMB <o.9§£911.1005> 0.283 <o.9§é?917.oo9> 0.626
Troponin-] (0.825.9?41?033) 0:219 ) i
Initial s5T2 (0.73%952) 0004 (0.851(.)(3016.191) 04
Follow—up sST2 (01953(1411.102) 0.167 - -
AsSTz (1.141991913.689) 0.001 (1.1114.1%01?780) 0.004
ACEi/ARBs, angiotensin—converting enzyme 2 inhibitor/angiotensin receptor

blockers; LVEF, left ventricular ejection fraction, CK-MB, creatine kinase—-MB,;

sST?2, soluble suppression of tumorigenicity 2.
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Ability of Soluble ST?2 to Predict Left Ventricular

Remodeling in Patients with Acute Coronary Syndrome

Park, So Hyeon

Department of Internal Medicine
Graduate School

Keimyung University

(Supervised by Professor Kim, Hyung Seop)

(Abstract)

Objective The association of soluble suppression of tumorigenicity 2
(sST2) and prognosis of heart failure has been well evaluated. However,
little is known about the prediction of sST2 for left ventricular (LV)
remodeling in acute coronary syndrome (ACS). We investigated the
ability of sST2Z to predict LV remodeling following revascularization of
ACS.

Method From May 2019 to March 2020, patients with LV ejection
fraction (EF) < 50% who underwent complete percutaneous coronary
intervention were enrolled. Echocardiography and sST2 were performed
at baseline and at a 3-month follow-up. The association between LV
remodeling, using the end-diastolic volume index, and sST2 at baseline

and at the 3-month follow-up, and the difference between each value
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were explored.

Results LV adverse remodeling progressed in 21 of 57 patients. The

baseline sST?2 increased in patients without adverse remodeling, although

clinical characteristics were similar between the two groups. During the

mean follow-up of 3 months, a significant correlation was found in the

changes between sST2 and LV end-diastolic/-systolic volume index, but

not in the changes of LVEF. The use of angiotensin—converting enzyme

2 inhibitors/-receptor blockers was higher, and sST2 decreased more

predominantly in those without adverse remodeling. Estimates of odds

ratio for remodeling according to the sSTZ2 difference increased

substantially with negatively increasing the sST2 difference. On

multivariable analysis, the difference between the baseline and 3-month

sST2 was the most important determinant of LV remodeling following

revascularization of ACS.

Conclusions Decrement in sST2 during the follow-up was a useful

predictor of LV remodeling
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