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B I /E (Hypertension, HT)R& 2 R WS EEER, 201 B 5K RR MK EE] THRAEKRE
. R TAHLF(WHO)RF FELER, 2024FEEI30~798 RAFLAF 14MLHEIMLEBE, AFETAR
HRENE. KPMEARTLELEAAREIN . WEERBEE. RAERBLALL IR R4 &4 EPH S
B I % O AE% (Hypertensive Heart Disease, HHD). B] ¥ 144 KR A K 25 H (soluble Sup-
pression of Tumorigenicity 2, sST2)7& A4l /> %&-33 (Interleukin-33, IL-33)/ST2{5 5B EEH
BBy, W B UINURALIE . RIEEW R A BN ERTRE. EERMRER, ST2/IL-33E5E8RES
FrOMERRFEVIFER, AFEGUnEOIR. BEECHR. OUESEMI). O HFEHF). OULR K
ODIURE. EEMEANEYS, sST2HEE L 0ZEJEE (Left Ventricular Hypertrophy, LVH) } [5].0y 4 R
JE (Concentric Hypertrophy, CH) XU F+BEiAH3S, R~ EH 1T 88 BRI & I I O BE B AR XS 202 B0
YN EY . KL E AP 160A R MK BE IR T, 4098 T sST2RAEY 2R DK HAE R M E
OHER P R AR, FHHT T sST2E SRR MRS EHF R In R EE B EMANE.

Xiid
R, RO, AT KRIBREEE2ER, LA

Advances in the Application of sST2 in
Hypertensive Heart Disease

Caiying Zheng, Wenwei Bai”

Department of Cardiology, The Second Affiliated Hospital of Kunming Medical University, Kunming Yunnan

Received: March 1, 2026; accepted: March 24, 2026; published: April 2, 2026

Abstract

Hypertension (HT) is one of the most common chronic diseases worldwide and a major modifiable
risk factor for cardiovascular disease morbidity and mortality. According to the latest data from the
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World Health Organization (WHO), in 2024, approximately 1.4 billion adults aged 30~79 years glob-
ally have hypertension, and the public health burden continues to increase. Long-term elevated blood
pressure can lead to hypertensive heart disease (HHD) through mechanisms such as increased pres-
sure overload, neurohumoral activation, inflammatory responses, and myocardial interstitial fibro-
sis. Soluble suppression of tumorigenicity 2 (sST2) is an important component of the interleukin-
33 (IL-33)/ST2 signaling pathway and can reflect myocardial mechanical stress, inflammatory acti-
vation, and fibrotic remodeling processes. Recent studies have shown that the ST2/IL-33 signaling
pathway is closely related to various cardiovascular diseases, including ischemic heart disease, val-
vular heart disease, myocardial infarction (MI), heart failure (HF), myocarditis, and cardiomyopa-
thy. In hypertensive populations, elevated sST2 levels are associated with an increased risk of left
ventricular hypertrophy (LVH) and concentric hypertrophy (CH), suggesting that sST2 may serve as
a potential biomarker for evaluating hypertensive cardiac remodeling and risk stratification. This
article, based on a clinical study of 160 hypertensive patients from our hospital, reviews the biolog-
ical basis of sST2 and its clinical research progress in hypertensive heart disease, and discusses its
potential application in the early identification of target organ damage and clinical management in
hypertension.
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1. 531§

AR AE KRR A BE R 2 (sST2) & ST2/IL-33 {5 S il P B B 4, S5 0N RIE R M
MY TR . JEER, WFFCRW sST2 5 M M RO I R B UIASE, o5 0=EE(LVH)
AT P A (CH) S50 I EE A A 238 ORI . sST2 VE I TE I AL WbR 64, S 78 v If o I J95 117 - 3412
b7 R XSG TP A3t o TR AN o AR B FE AR sST2 78 iy L 5 O 78 AR o I P 8, b L2
SRR ARG IR R 77, PR AR O SR bR S AT 5

2. sST2 KR IBE Tl

AT A KR ik FE R 2 25 A (soluble Suppression of Tumorigenicity 2, sST2)J& T A 40 -1 32
A& 2% (interleukin-1 receptor family) i 71 ST2 a1 A . ST2 FBAF/EM R BELE &8 ST2 (ST2
ligand/long isoform, ST2L)#1 sST2 (Soluble Suppression of Tumorigenicity 2, sST2). 1, ST2L nj 5 {4l
i f25-33 (Interleukin-33, I1L-33)45 & H A {555 F, 1fi sST2 WAER “if1H 244k (decoy receptor)” T4+
PEZE A IL-33, MIMTHISS 1L-33/ST2L I & I AW 24 RN (1]« ST2/1L-33 15 538 % -5 22 FCo I8 05 25 V) AH
K[2] [3]. ixHhZk  HAT#ERE sST2 780 MBI AR A% 0TI [4] sST2 wf eHoCLAHAR . P B 48 i
b Bz A A S S e AR B (ED T 4RAR. M 20 e R A K 200 ) 2l ek B S8 73 A 5]« IL-33/ST2L {5 5 4E
O SN HAPURE . Piergiit. b TER . LMt RiRR, 1L-33/ST2 i & — A LIk 5
Ao YHOI AT 0o I 55 73 W B G0+ O IR IR 5 B A B 0T, 5O U R AT 4 A 55 00 LA B 38 1T 2 5 108 2% 0, sST2
KT R AT el O WL IL-33 5 sST2 HIZE G, #WHI P URTE IL-33 £ ST2 Lo IECRHAEH], AT RE
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Wi ST2L M5 54 [6]. ArbL, sST2 Fhimaxfi IL-33 ikl ST2L mardha, MimiElgs b O RY 2L
N, SECOUUE SR A LT, IEERIIRE TR SRR, sST2 Al (kLA LT 44 i k) {2 £T 44k
Trta A, BARRBALHEA A Rk G 5m J | B S3 i im,  IF HOEXG N 1 WU 44 s Abs &
WA SR JE AN AT A 2T A bR 01 Gal-3. CTGF 50 TGF-8), HZ 5744k, WIS UL AT 4E40 i
b, FECONEIE B LT 44 (HCFs) R A AR T 44k 7y P3G N[ 7] #5015 UE, sST2 Fhm AU 0L
FERAAEBOE IS5 5, WalRe2S TA R EMRBOGERE . 1% — W fU7E O 3 A B A SSHIE 9e Hh © 45 318
Z3CHE, FEN AR sST2 E 0 I RIS B A s ) 1) B A ) 2 R 8]

SST2 H AR — R/ T 1RO M RS F, ONLGHML O JIF BT 4E 40 2 A P B2 4 a5 mT 7= A= ST2
AR5 UMK T s 89 00 DA SOE R 7 (A R SR SR B o TR ZR-18) RIS, Foop ik
ACERT B BT s BRI AR SN, AR S O AR (o U SE) B, ST2 BIRT H 3075 5 3 IR i
ey WA b — R AR R R I B4 [5] - s IfiL R (Hypertension, HT)KIHAAERT,
SR R R ) i T . AR R RS (T & - M RKER - BEE RS, RAAS). N EIhRE
FEfS S M8 v SRR ML, SN A O = B B (Left Ventricular Hypertrophy, LVH). ChILIR] i ] 44k 3 7255 1
flE . BTG LF S IL-33/ST2 #iS 5 R =T M E S, HI sST2 78/ il A i) R H
A R R IERE 4] TR s N 7T SR, sST2 542 = i & (Left Ventricular Mass, LVM). /&=
Ji fEFE % (Left Ventricular Mass Index, LVMI)ZE£5 ) fabntH o, H sST2 FHm5 LVH A 04 AEJE (Concentric
Hypertrophy, CH) X34 inAHIC[9] [10]. PR UEHEHE R, sST2 7E M & v AN AT T3R5 LVH Al
CH/CR FJJAE, 341] B 5 A TH 25 A0 790 PEAL 7 T A 38 E I [11] [12]

3. ML BEFRRYRIE 4 3

e I O JIRE 975 (Hy pertensive Heart Disease, HHD) 2 K 3 & I i 827 (05O I P2 A2 IR g g, o0
2540 5 D) RE B 0 O H 25 B P BRI R o 20 BE AV AL 7 0 2 I JE (Left Ventricular Hypertrophy, LVH)
FUCVEFLEAL, 380 KoUEET Tk IR ThRERIITE , B nT R S 800 TR [13] oy I 1 Je it 36 im0
R G ey, AR A O R AR AR SR B AR

31 EhBRESLEEHWEN

FERIIL B, TS E ks RS T, A0 S AUE 2 TAE ASE RSN BE 7, XA g
VI 38 A A A O R A FE A ) B AREN PR 3R . AR R v, o JULZER L PR 8 A A I K oo JIE R 455 488 T
T34 BARAZAE SN o et L 51 AR ) 2 5 A S RT3 9 AN [ ) T LTS 2R - T JLART(NG) [0 -CoPE FE A (CRY)
) CoVE AL S (CH) AT O IE IR (EH) . Firh, CH A CR s i L Hs i i DL LT R Y, — il AR 2 %
SRR (LVM) MR 2 BE JE FZ(RWT) IS I o e S JE SR e — M AR RN, W) DAFE — B R P R it
T R AN SR, BEAE e LS R SEAE AR, AUERIZHTR AL, IO WL ) RACEE B B #E3X
—Fr B OB ATREY T (VLT YR DG B H D REIZMHT AN, T REHERE 20 /) 3% 9% (Heart Failure,
HF). CA IR, KA B HF A AR B35 v Tl A, LVH B (] BEAR B[ 14] o
LVH A2 HHD (bR EPERF L. WAHZURE MR, LVH IRAERIUDS ORI R (8524
AT B A R SRR DA S SRt IR B Bk G BR324 [15] [16]. SR T 4EREE AL ST MLThRE, 70 20800 I i AR
PN, ROV R, 05 BE S I S B R A(LVM T, Xl RN a0 E LR
(LVH) [17]c LVH 2 WA RS2 O A0 L FE L) AT B R R [18] .

3.2. LIS SEREL
HIUE N 38 A0 HF 22 | 7 e AN S 200 L4 B AR K, b v 3d 0 e ) SR 4 B, 51 O WLAF 4E 4k
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(myocardial fibrosis). £F4E{tEHL AN A 7 (Extracellular Matrix, ECM)AI R 2 (A3 BEDTRR, (0
JVASAHERE, o SR PE 0%, HEM SR EF IR DI RERAT o CoJULET2EAL 2 et e 1 oo JIF 9 435 44 P 2440 1) =8
TRy, SRR O3 AR IS N DIAE G [19] OGS 2AME Il A Ok, afEEl
A KT -B (TGF-p) S SR IA DT . RAEN B IR BN 2T AL S 7 DL K ECM AR A7 45, X SE AL A0
JULEE ) DA B ) A 5 ) B A% P 46 4 5 3R T 3 [ 20]

3.3. fFkINEERER S LT REEE R
O N JEFA 44l T 8 — A EH DR )5 e Lo O ERF K D RefRtG (diastolic dysfunction). Fifidg /-

HEEMRA LI, AEEFRA 2R, A p ks, IS A IEA S 5 . A T Bl 4 2
RE(LVEF) AT REIEH . (HEFTKINRE A H CrT WA IR, IR BEIZ 2 8 B AN IS R 3 S RE R Y L [19]

3.4. RIERMS 5T FHLE

HNE SN 25 5 v L O 95 (A5 BRE AR o I LN 38 AT S B o JR B A I B, ARE IR T
IR FE A F-o (TNF-a)« A0 R (L) ST {EsE O NIRRT, sREF4EANARTS L, AT O L5 #4)
FIBAL . JORE 5 £F 44k 2 1] 38 EAE F AT A5 00 IR S M R R S0 O B 2 o OO0 2 o RS P05 226 B L) %
AR FTRB T 5 R B A D ARJE . O LA 41k DL BE 2 TSR &7 sk AU 4 ShRe 15, & ATRES:
i I HE
4, sST2 fE S M [ L AR RO B2 FB
4.1.sST2 5iLAEMRE LVH BIXFR

AT AL SRR A S8 47 (20 BNP. NT-proBNP), sST2 M e LA ZE U AR TK . 05 5
YR AR o B RR TR A R, DRIGAE LR AR DG C LE A . 7 2 I JE (left ventricular hypertrophy,
LVH) K G I BEAR A IV o s MR E 35 [21] [22]. VA sST2 fF 4R PRI R TR, sST2 K15
e IR R ) LVH 2B R LA A AEAE 3B A G WF 9T R B, 76 Ji R 4 1y I (essential hypertension, EH)
B, sST2 /KPR #H 5 A ERESREB(LVMI) RIEM K, $#&7 sST2 W LMEJ B LVH 1455, Jf HAE
Z K Hr sST2 /& LVH RISz e K 3R [6]. £ AR LR EYI T, sST2 AKAE N O NLEF4EA AN 4 5
PIbsEY, S5O RSEAE[23]. REEARBAFIIF St i 7R sST2 s, LVH Rl CofE A E (concentric
hypertrophy, CH) XU Bk, sST2 ZE TR LVH A1 CH H BAA TS ZE M Tl A [12] .

4.2. sST2 fER G SMEFI B+ B EMNE

AR B TR 25 sST2 W 7T 4 00 7 523 5 (i P Co 99 » L30T 4 R Sl s FL A v L 26 3 1) XU
SFIEFREAE 1. sST2 103 B HH TS AME Ok 2 AN BABIIESL, 4k 28 P10 B 25 B/ 28 L0 T 2
(ACC/AHA)HERE F T 3 MBS IO AS AL [24] o 7£ 5 M Co IR, 7K sST2 W R Mk S5 (1 HL
WA ST E, BRIR B S AOROEE ., O E SO I AR R A G, R BARTINERE 5K
HATIUS 0T 98 AN /2 [25] [26]. sST2 AKFFt & T REANE O NLAF 4EAL FIAR IS s[RIk, sST2 78 P ey L Co ik
993 77 T EAT VAR BT L [27] 0 sST2 7KV A VAt Doy Ji A v i e S5 38 oo JU R 2 7 00 28 IR SR DV TE
PrEPI[23]0 Il R sST2 1) 57 1 R IA v] BeB& 7 O LA PR AU 2 5K AR B S B, R B A7 E O A5
AER[28]. sST2 B/AZEIEDhRe. Fh. VEMSERm, XEIAES MR EE T, SO R 2 iR
&R R S i AT R B B AR e M S el SR M, X — R s AR K b B AR 38 29] . B
FORY sST2 K HAEMIE . JUTEA R EF K D) ReREAT S B UIAE0E,  H AT e B 12 Wi 5 R P Ak
PR 2315 2 [30].
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5. BEABRMEBIGKE T

IEHUA BT 2023 4F 1 F %8 2025 4F 7 HAEFREE O W ARSI A s i 1) 282 160 4. 55 4higk B 18 451160
i 0755 ) R RS N R IR ZE . AN Be JE W BR e B B, 4 N 3 B RN T & (N T-proBNP) . & iH
EEE(TC). HIM=ER(TG). K% e HHEEE(LDL-C). [FIZYEMEIR(HCY). sST2., #H LahEiEhs
A £=ZEFFKARKHNZ(LVEDD). £ 5 PE(LAD). ERIBEEZ(VST). £ = JGaEEE(LVPWT) S . K
LVMI 5 RWT ¥4 & Ifi K 3% 0 N IEH JUEI(NG) ALt EEAE(CRY) . [a] O P JIE JE (CH) AT O T JEE (EH) DY
Y. KH SPSS 27.0 Gi i3 A0 & A B HE B AT AL FA 34, P<0.05 NN ZERA G ERE L. 75 EE
LE 7 e 2. tHE SRR /R B &R - WrKoR R 46 (Kolmogorov-Smirnov) i AT IS PER 56 . FF& IEA
AT CLEME + brdEZE TR CR I, T HAWAS A1 R FH T S 80U DY 4 B[R] Bg 7 R AT fifk . 73 KR B LR
R AR, B AT G IR A Haw 2 05 22551, nT U A B IR 27 22 0 AT (ANOVA K 3) K 43 it 2 2L ) 22
S, HBHEAT A IEAS AN Kruskal-Wallis (H)2 EREAK L . @1 5 91 2 (Bonferroni) 16 46 %} £ &
FLEGIATIE IE . i id Pearson/Spearman H ¢ I 23 M Ak & T bR (A S o

51. &8

5.1.1. %&4H[8) sST2 {HELE:
AR 22 8] sST2 /K V7% 7 .3 (P <0.001). CH ZHA1 CR 211 sST2 /KF 123 @ T X4 4 . #8502 CR
ZHAN CH 2011 sST2 WA 0 i 3 i T X R4 (Wt 1)

Table 1. Comparison of sST2 levels among the groups

% 1. &4HiE) sST2 {ELkE:

X HEZH NG 4 CR 4 CHHA EH A

(n=18) (n=28) (n=57) (n=55) (n=20)
SST2 4.00 7.00 9.68 8.85 7.17

(ng/ml) (4.00,6.60)  (4.00, 12.55)* (7.29,14.00)* (5.49, 14.06)®  (4.00, 10.13)°

v TRIN P<0.001. AR EXHRA L P<0.05, PRIRE NG 4lE P<0.05, ¢E/xE CR4lE P<0.05, 5%
~E CH AL P<0.05, ¢ £n5 EH 4% P <0.05; sST2: mlWAMA KR ELER 2 FEH.

£ HIF/c? P

25.685 <0.001""

5.1.2.sST2 HIEX D H

FRRERF ], US4 . £F9KIE . UAL TG. HCY 5 sST2 2 a3 2 B3 IEM e . BEEWRFLN A K, sST2
KGR BT Wik F75Kk e fI3G =S sST2 K F iR . BLEZ MR RS sST2 7K P Sidfr
TEHEV)RAR. sST2 5 LAD. IVST. LVPWT. [H][% E/Ea. {lIEE E/Ea Z4RARJCAH (P < 0.05) (4155 2).

Table 2. Correlations between sST2 and other variables (Pearson and Spearman correlation analysis)

R 2.sST2 SHM T2 2 [B]HYHE <% (Pearson K Spearman 8<% 5347)

AR Gt (r/rs) p
SR 8] (4F) 0.203 0.009™
L& N 0.219 0.003™
(Ag]9:3 0.354 <0.001"™*
UA (umol/L) 0.289 <0.001"*
TG (mmol/L) 0.162 0.031"
HCY (umol/L) 0.238 <0.001"*

VE: “FRP<0.05 "H#RP<0.01, ™HXHRP<0.001. UA: JRE. TG: HM=MEs. HCY: RIZLEMEE.
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5.1.3.sST2 ZERE MBI HT

DL sST2 MR ST 2 HRLHERAS . F6E . BMI Ay BRI A4 IR 3 R FH s il 1E N IR
B, TESCHEAE BTG E sST2 AHOCIIG IR S8 AR E I [BNARIRL,  DAPPAL S48 bR sST2 MR SZ 520 .
KK UA. LVPWT Fl E Xt sST2 A & 521, LVPWT i KEZm K & (hr#Efk p = 0.371, t=4.354,
P<0.001), &F5KEALE S —(brdEtk p=0.311, t=3.334, P=0.001), E f/MHrifEft =0.182, t=2576,
P = 0.011) (Un+ 3). N FHERZE /Mol AR B & BERL AT, R ZEFEARRT & IES 04 . i & LDL-C.
NT-proBNP. LVEDd %5%f sST2 [sgmaii/h, ZRITGit2#5E Lo

Table 3. Multivariable linear regression analysis of sST2

5 3.sST2 MZERLMEFS

A AL R EL B t P 95% ClI VIF
oKk 0.311 3.334 0.001™ (0.007, 0.027) 2.012

W4 & 0.032 0.37 0.712 (—0.006, 0.008) 1.745
LDL-C (mmol/L) -0.076 -1.059 0.291 (-0.197, 0.059) 1.186
LVPWT (mm) 0.371 4.354 <0.001"* (0.294, 0.111) 1.677
E (cm/s) 0.182 2.576 0.011" (0.197, 1.491) 1.151
NT-proBNP (pg/ml) 0.138 1.704 0.09 (0, 0.001) 1.522
LVEDd -0.041 -0.553 0.581 (—0.035, 0.02) 1.257
IVST (mm) 0.16 1.818 0.071 (—0.007, 0.168) 1.79
flj&E Ea (cm/s) -0.114 —1.469 0.144 (—0.097, 0.014) 1.386
FRE () -0.097 -1.311 0.398 (-1.040, 0.416) 2.500
BMI (kg/m2) -0.007 -0.081 0.936 (—2.078, 1.915) 1.455

W "R P<0.05 “H#ARP<00L, "R P<0.00l. UA: JRER, LDL-C: fLERFNEE HMERE, LVPWT: A=
JEREIE R, E: FRHIRTIRIEESE, NT-proBNP: N imfMsifikaifk, LVEDd: 72 =& AKMES, IVST: =N EEE
B

5.2. ¥Hg

ERWE T, ANEZ 2 8 sST2 /KPR B #EH((P < 0.001). EAk{H, CR 4LF CH 41 sST2 /K-F
TR, JUHJE CR 4RI CH 211 sST2 A% 3 m T X2 . XM 22 R4t sST2 Al REfEA
() 2R ) sy i s A6 R I 5O i F A RE FE AR DG AR AL . sST2 & —Fh 5 O E R ZF 4R A0 AN F A AH O
(K51, € 3B 1L-33/sST2 i@ B AE- O I A R IEAE « sST2 52 ST2 AR Al VA f A, HAEH
s A IL-33, MR 1L-33 XF O AER AR AR, AR SEOIIAF4Efk ., O HMALLFE K. sST2 18
e UL B8 v ) Rl R O S RE SRR A AP Ik DD AR 240 KO i EE A AR AR OG . CR 415 CH 411
SST2 WEMEr, 1T RE-S I LRI Hh 1 [ oo P A JEE R0 R 398 JELAF DG o 0T v I 1 S B30 1) s B 0 7 34
In2 e LA AR KRR SR AR, sST2 /Kt BT, #E—B Ol A A4 44k . 75 CR 4141 CH
A, O EMERECE R sST2 FtEmRMW, FEE VIRt e, OS5
S IhRESZARERE S sST2 /KT 19 0. EH 2 223 1) sST2 /K Pt WA & A5 T s, (EK T CR 44 8% CH 4.
EH J2 i il o I SEAG (1 —Fh B AE M R A, L B SO s ORI AR Bl e = S G 0, (A = B
JERE(RWT)IE S AT S . 5 CR M CH FE Wy fif sl i i) m O EM AN, EH T 2RI & 7
B0 Kt sk . NG 21 sST2 AKCPHHIK, R Wk, NG 4 sST2 KFAhm xR, fnmiES
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R E N L RO R a3 . RIIZA R R B 1O F BB, A ILE
FUHARY BB RARFAE o BT 0 3 R mT 3G 0 = BE gk g RLC USRI EH SRS ml R H B —
T2 (1 O U USE I8 IO % 18 JR B A, AT 80 sST2 AP e it HR AL mE A6 T iy FEAHE 90, CR 401 CH
Y sST2 3 v 5 vy LR 51 AR AR o UE F A I FRAH — 35, U0BA sST2 W] LAVE O [ 3 A4 1o 38 LI i
&Y, JCHRE R OYEIEER B E T, sST2 AP ITH S ARG IR RN M E . sST2 1850 )50
IR A BRI . K1) sST2 & ARl O I EAR B S 5, 2O R RN Rt E 2 —. fEm L
[, sST2 Thean S4Fsk ThBEREnG . oL 4EAb AL % A B V)M 52 [30] ABFFE T, sST2 /KF-7£ CR
AN CH AT 51X LA —F. 117 sST2 ME A — DN EERAEYAREY, BES S Lo JIFE7E A 3 e i s £
i RIS S0, JEHRAE QLA e AL IE B RS B 454 sST2 il 75 Lol B S L Gt R 54
FEREAT VPN, T DA g I A T RS W 5 TS VP A B2k 2 S B A

WA AT EE R, sST2 SURAERT ] W4 R &F9KHE. UA. HCY S5 RO H 35 1) IEAH G 5%
Fo Bl v IR SRR ) TR PR, o S 38 B EEAA OB N EE, T B sST2 AP T R [31] . &y sk
JEF i T RE 2 B0 ME TR RN, 24 CoLAH M RE R B R SR IAR , itk — A (i g 5 2 A Ao JUE A PR AR
RPN A O B R ) s, SR BRI R B DL R sST2 ZK-F T mi[32] . e IR B~ ik s /K
SPAE L IESR B R R I B B A . HCY [T FR RS ML 9 R D BB T . AR S B AT O LT 4
b, TTIX SR 2 0] BRI IS WO sST2 Il ER RO IS . S T — e e sST2 (I EZRE, #3177
Z R ZRAANERNA 738 I LVPWT (7 26 5 BE JRE ) & 5 sST2 /K- fx £ 22 I & (AL p = 0.371, P <
0.001), FHAZ % G RERIALIEXT sST2 HIFt sy WAE 5o . IR TR N 70 5 B JE 38 5 B A O LT 4R AL AL O
IR ERE, sST2 (7 vl R 5 ix ey B FRAH G . &7 9K (hrifEA f=0.311, P =0.001)HF{EZE A,
b AE B3 1) TH o6t sST2 A IE 152 o X 5w i e A8 3 (0 Co U SR A 38, 3 B0 IR 1 B
TS sST2 IIHLE]—5L. E (B WHSE) (hrifEfk f=0.182, P =0.011)&Z5M sST2 U5 =AM HFK. E
HESEF KA E B IAEE K, R sST2 W ReS5 LI TR IR SUE 2 V)M G . X SRR 7T sST2
5= (AR RE LR L COIT 75K T RE 2 [AIAFAE S5 35 AH S [5] o T BEAH 7 AR L4 &« LDL-C . NT-proBNP. LVEDd.
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e, 1717 A2 EH 25 FofrCo JUE S5 ARG FH A b 0 AH BLAE FH PR3 . sST2 aid 1L-33/sST2 id B 7E v ML 51 EE 0
JIE A DA AEAG PR B DGR AE T o sST2 I Rt 170 IEFE A e I By N AR S 40, TR0
JULZH i BE R AN BRUTRR I BE o sST2 /& iy I 51 < B Co AR A9 B bR 54, i R Ve O i B A, R
e REROHAF b R A, B AR sST2 Tt s . XS R FHIRIL—E, FHl27E CR 4/
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