CN 43-1262/R " [E s fikdifb 44 it 2019 4F55 27 55 9 # 783

[XEHS] 1007-3949(2019)27-09-0783-05 - IR -

I PR A R AGE T 2 X S O LRE S A
AL S I A i s % 3 5 £

B, BROMEH, X, Mk4E
(# g FTPSERS TN, T4 5 T 453000)

[E4E] TEBAEAKRMNSEERTF2;, LSMHOMER; NABBAAMKR, TEZRESHETFHF

[ E] BE MR TEEA RS EE AT 2(sST2) kB3t 48 JLAE L (AMD) & F B2 J/E 90 X6 &
FUSHTAMMNAL, Fix &8 2017 51 AE 12 AE#H S TP OERIERY 112 4 AMI £ AT £ &35
SST2 sk BTN £& R B8 fe B F 4 (MACE) 49 % X4 TAF4F4E th £ (ROC) RAE W6 AL A sST2 FH1E 4 A= sST2 4K
1E20, YR 2 B E IR A AR B RE 90 K MACE(CE LA T #F AR S H %B) LA FE, iF4F ST2 3t
MACE ¢4 FRRIME, SR 2 AAEFH KL E HEARA £ 45 (LVEF) (S UILAS & & [(cTnl) (N X35
B A A 44 Bk JR ( NT-proBNP) 3k B 5 &1 £ 5+ 3 A %3t 5 & L (39 P<0.05), sST2 5 NT-proBNP (r=0. 452, P =
0.001) .cTnI(r=0.298,P=0.004) 2 EA85% ;5 LVEF(r=-0.472,P=0.001) 2 fiA0 %, £ G55 BT sSI2 S
MACE & 4 % & T «ST2 4k 440, RARA A FAKT sST2 &ML 2L (P=0.001), % B % Cox @A 5 # R+ sST2=55.0
pe/L A& AMI & H 126 90 X 3L MACE 9 & B & (R4 1.154,95% CI % 1.025 ~1.342,P=0.015), &
W R ST2 RAFFHIRT AMI B R I F00 ) 5B 4 R 3 Am
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[ ABSTRACT] Aim To evaluate the predictive value of plasma soluble growth stimulating express gene protein 2
(sST2) concentration for clinical prognosis in 90 days after discharge of patients with acute myocardial infarction ( AMI).
Methods 112 patients with AMI hospitalized in Xinxiang Central Hospital from January to December 2017 were selected
as subjects of study.  According to the best cut-off value of receiver operating characteristic curve (ROC) for sST2 con-
centration predicting major adverse cardiovascular event (MACE) , the subjects were divided into high sST2 group and low
sST2 group.  The clinical data and the incidence of MACE ( defined as death and new onset of chronic heart failure) for
90 days after discharge were compared between two groups.  The predictive value of sST2 for MACE was evaluated.
Results There were significant differences in age, systolic blood pressure, diabetes mellitus, left ventricular ejection frac-
tion (LVEF), cardiac troponin I (¢Tnl) and N-terminal pro-B type natriuretic peptide ( NT-proBNP) between the two
groups (all P<0.05). sST2 was positively correlated with NT-proBNP (r=0.452, P=0.001), c¢Tnl (r=0.298, P=
0.004) and negatively correlated with LVEF (r=-0.472, P=0.001). Survival analysis showed that the incidence of
MACE in the high sST2 group was higher than that in the low sST2 group, and the cumulative survival rate in the high sST2
group was lower than that in the low sST2 group (P=0.001). Multivariate Cox regression analysis showed that sST2 =
55.0 pg/L was a risk factor for MACE in patients with AMI for 90 days after discharge ( hazard ratio 1. 154, 95% CI
1.025-1.342, P=0.015). Conclusion Elevated plasma sST2 level implies an increased risk of death and heart fail-

ure in patients with AMI.
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AR R T F 2 (growth stimulating express
gene 2,ST2) /& 140 L/~ & 1 (interleukin-1,1L-1) 5%
PRI 5L, A 2 RO AL IS5 5 524K (ST2L) il i
55 1L-33 FCARZE & AT A4 HT.0 WA B I8 T hr.o WL
JIE JEE R O LT A Ak 0 IR AR B/ R 5 5 — ol
VE SR U5 10 32 17 i ] ¥ % S AU BIRT % 1 ST2
(soluble ST2,sST2) , 5% F| 5 BE 5k 7 34 157 25 PR 20l
AR, I I 4 A R 4G 11-33 , BELIBT 1L-33/ST2L {5
I PE RO IR APV R O JUUEE A LG = T RE
BEfs ) 0 ) i WS e bR . A RS ARGE
T2 ME O WUFEZE (acute myocardial infarction, AMI )
SR HELR $ST2 YR BETH iR 5 WURR ISR | 700 % 55
1153 %% (left ventricular ejection fraction, LVEF) T
Rt bR o A 7 d R R AL JLATE BE 11 Rl A
K WA 2 AR AR R AMT 1) 2240
RO AR 2 5w, H R B LS 0 35 A5 AR
22070 E PR S BT R sST2 YR EE T 5 2tk
ST Bedtrmg AL WU BE 1 BE 30 RIS AHOG, Bt
AW I E AMI A B I 1) BE 2 sST2 e JiE I Fifi
7 90 K EZN RO U145 FF (major adverse cardio-
vascular event, MACE) | #81-} JE 28 sST2 ¥ & X Fi il
AMI B i BEJS MACE RIMHH .,

1 #ERMTE

1.1 ®HRIH

HE2017TF1AZNR AEHSTHOERN
8 AR EE W PO B0 B AMI By 112
BENFRANG, EFE 67,4k 45 6, £ T %R
# T 1E #F4E # % (receiver operating characteristic
curve, ROC) # & th MACE th sST2 & £ I5 18 4 &
#H $ST2 B 14 41 (sST2 =55.0 pg/L,39 ) Fn
sST2 18 21 (sST2<55.0 pg/L,73 f), NikARik .
(DFAE3 RO NERL2HRSE — 2 LW 1A AMI
B ARE; (2) 7 30 ~85 ¥ = 1A, HFrAr k.
(1) &30 9 J T I e 3 4 4 40 40K 5 (2) IR S 4 AL
i Jit % B B R B0 ke iU BB AR B AMI
) EHEMEME; (4) A BETELLE;(5)
GEHFEN GHRBE, AFRXEH S THECE
HREER2ME,THEAERESEHEEME
FEH,
1.2 IeRERRE

N E#ATH X & K E HEed R
P& AML 7 ¥ B YEAT A BL B9 7 B e, 0 R — &k
W R R b B SR RO KB Rk

BEAE R & BEAE M2 U0, 1H R R 38 £, R R AT
A ERE S REE N Km B A A 4 K& (N-
terminal pro-B type natriuretic peptide, NT-proBNP ) |
3 LA 2 A 1 ( cardiac troponin 1, ¢Tnl) K 5 fi #2
B EREER,
1.3 sST2 7E

AN % 2 R EBUR o 2 mL, 3 N\ AT R AL
BEAE R ,4 000 r/min B8 10 min, B _E B 1 AR K
ET-80 ChHART, ERRAKERREL BN,
kB K % Y ok LR T e Al sST2 AR IR A &
(#E C&D A F ) Kl sST2 K &, X 7 B | fn 4 1F
BRI WA B HAT,
1.4 fRBIkET

M AE R R AEYKEL A2 A3 A#tAT
WEH [T M7, M1 WA & MACE, & & f &
R e el AN - R N A
1.5 ZitZEHE

R SPSS 22.0 I KA RAT ST 247, it
BB U xxs TR, B EARAT,2 A3 5 1
BA BB, EFAFEESSA,2 A F A8 A
ot fel, WEABRAETLE (%) RT, 2
MEF x* A%, A% 4 % F Spearman 4 % 4
#r 3 % ROC v % # = Hl 90 X MACE #y sST2 3%
o fE I B8 ; K A Kaplan-Meier 3% # i 2 41
MACE 2 {4t % 4 % ; Log-Rank % #| & 41 8 £ & %
THBEXGRAREEZMEZ HER Cox B AT %
%90 R MACE Y X, £ B A EH R M+ &
T P1H<0.05 B F A T % B %24, P<0.05 A
HERAHRITFEN,

2 & R

2.1 2ABRE—MBERALLE

AWFEEEN A 112 1] AMI H3% | sST2 Ei{E4H 39
i, sST2 ARME 2H 73 i, 5 sST2 fR{H 4 L #42, sST2
TR B A AT A T R WS4 He R, W B 1L 3125, LVEF
B, ¢ Tnl A1 NT-proBNP 4575 (1 P<0.05;36 1) ;4%
FEABOR 2 A= S TS L (P>0.05) .
2.2 sST2 #1 NT-proBNP ¥t AMI & MACE Tl
# ROC Hi%k

sST2 il MACE #J ROC il £k F ifii ! ( area
under curve, AUC) A 0.788,95% CI & 0.705 ~
0.857(P<0.05) ; e fE NG FHAE K 55. 0 e/ L, SR
4 0. 800, #5753 ME K 0. 608, NT-proBNP il MACE
#) AUC 4 0.650,95% CI g 0.559 ~0.735 (P <
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0.05), 2 4 ROC ML HHE 2% (P=0.047),
sST2 Xf MACE B4 UM = T NT-proBNP (& 1)

R1.2ABEELAMIR

Table 1. Comparison of baseline data between the two groups

% H ssgizfjl;?ﬂ sS”([‘iiEi;ﬁ)éﬂ e P

(S 60.9+9.8  56.3%8.7 2.550 0.012
BYE[H(%) ] 21(53.8) 40(54.8) 0.01 0.924
EIMERHI(%)] 10(25.6) 13(17.8)  0.96 0.328
AR BI(% )] 10(25.6) 12(16.4)  1.36 0.243
WERAG[ (% )] 12(30.8)  10(13.7) 4.69 0.03
FIER[HI(%)] 9(23.1) 12(16.4)  0.74 0.391
IS [ Bl(%)]  9(23.1) 13(17.8)  0.45 0.504
Wi (mmHg)  110.22+20.25 121.18+28.12 2.152 0.034
# 9K (mmHg)  69.30+11.72  71.31x10.80 0.911 0.364
LR (/53 80.42+15.60 76.12+12.70 1.574 0.118
PCI[ (% ) ] 29(74.4)  50(68.5) 0.42 0.517
W (kg/m®)  25.6+5.7  27.5%7.2 1.426 0.157
LVEF(% ) 41.8+8.2  46.5%8.2 2.890 0.005
¢Tnl(ug/L) 1.82+0.49 1.57+0.45 2.715 0.008
NT-proBNP(ng/L) 927383 720+323  3.026 0.003
sST2 (ug/L) 70.01£24.26 52.54%20.84 3.807 0.001

PCI: 28 Jz 5k 8 kA ATRY7 ( percutaneous coronary intervention)
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& 1. sST2 #1 NT-proBNP il MACE K ROC Rk
Figure 1. ROC curve of sST2 and NT-proBNP predicting
MACE

* 2. AMI 2 MACE 5 Cox [EV3 447

2.3 sST2 # NT-proBNP . cTnl \LVEF 8 3% 45 #7
sST2 5 NT-proBNP (r=0. 452,P=0.001) ,cTnl
(r=0.298,P=0.004) 2 IEA ;5 LVEF (r=-
0.472,P=0.001) 2 MAHC,
2.4 XETFEDW

i Kaplan-Meier BHZEXT 2 21 835 4744753
B, 0 FH Log-Rank 7 LB 445 45 %, iR sST2 Hi{H
24 MACE &£ F 5T «ST2 R{H4] , BRUEFRET
sST2 KB ZH (P=0.001; 5 2) .
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Figure 2. Survival curve analysis of two groups with MACE

2.5 Cox EAS#T

FFAFEIE P W S O PR B R IR SR
ABERTIsc4E i A B LR L ABE Killip 0 DI E 2%
WLEF \LVEF (sST2 (% 2:%8 &) \NT-proBNP ,¢Tnl 17
212 PCL EA RN EWARINER Cox BIHZHT,
A Gt 5 O AR AL 5 AR I LA B4R | NT-
proBNP (sST2 (4338745 5,0 24 sST2<55.0 pe/L,1 K
sST2=55.0 pg/L) WA ZHZE Cox MIIHELHL | 45
7R sST2 =55. 0 pe/L 5 B & H Bt 00 K & 4
MACE U AHOC (XU H R 1. 154,95% CI oA 1. 025
~1.342,P=0.015;%2),

Table 2. Cox regression analysis of MACE in patients with AMI

9 H R R T ZRE BT

S L (95% CI) P1H AU HE (95% CI) P
AEH 1.431(1.045 ~1.076) 0.036 0.824(0.769 ~1.162) 0.451
A Bl & 1.018(1.008 ~1.118) 0.001 0.945(0.866 ~1.166) 0.752
sST2 1.146(1.024 ~1.416) 0.017 1.154(1.025 ~1.342) 0.015
NT-ProBNP 1.021(1.002 ~1.086) 0.002 1.252(0.973 ~2.286) 0.063
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AWFFE S AEMELIEL sST2 W 5 AMI H % 1
Bif5 90 K MACE JC R, K& BLABEET T+ 1 5 4k
sST2 W EEA B TREAG R BE 5 90 K& A4 MACE B X
B ,sST2 il NT-proBNP ¥4 3% 7.0 % 11 faf 9 945, {5
sST2 SRIFFFRIB AR I S % AMIL B TS
S A AN

Weinberg 25 i FLA I, sST2 M TE AMI 3%
BN, 5 WURR 3 04 {E R LVER £7 46 A0 G,
A5 R FE 7R : sST2 5 ¢Tnl , NT-proBNP £ 1E A
3,5 LVEF 22 0M56, AMI % sST2 Mk IR 1
IRV BYALE # A BI A, Sh BEah a9 B, R
O UL L2 32 MRS 1R, sST2 19 mRNA %% 587K
SEREIN B R HLARER 0 fF 15 7 A sST2, KA,
232 TL-18 1, t B3 N sST2 Y mRNA %% 5% | 2
TRIRBECo JIL 4 B RS T30 B0 TR AT R 37 A 40 2
M= sST2M ) A WFFE R, sST2 ¥R BE F5 H I |E
MR R Z A R R R IE ARG, R AR T
AR KR $ST2 1 THm , o o i PR 25 3 il 48
N R G REAR HE sST2 A s i, k5%
SR sST2 JEAE L LA e 0 LIS 2F 2k 240 i 45 B
WARY 5 30T SR BIF 5 7R o0 A0 SR VR (IS PN B A ) X
AMI 5 B2 IR R R

sST2 Fll NT-proBNP )G W53 Wb 38 32 B /2 00 &
Bgeg IR, 260 7 32 v v 9 TS 1 245 21 [ Y
SMEFRYERES . (H sST2 Ay /r Wil £k B AR A F T
NT-proBNP, /5 W5 # (L il fE AN ), 9 &
71N sST2 {43 WA HE SR B0 ok 1 /7 1 28 Js AR AR T v, 7
6 ~17 h IKFE & 24 h J5Z 8T R, XA AMI J5 /42
O 2 BE B0 M7 75 W7 1 2 R — B0y, I ELRT NT-
proBNP £ 55405 | 1) NT-proBNP ¢ B B 5 .U )L AL
J &S BEGK ST BRI 2 W A . Sabatine 28 4 A
1 239 Bl Z AR IRYT I 2 ST Bedh s ALL NURESE
BE OABEEEL N 2 ~ 8 K> E sST2 FI NT-
proBNP ¥ 2 ~ 8 K sST2 it v B 4 B vk Jir
TFET 9 pe/L, MMl NT-proBNP 1 {57 5 8 584 Jn 1
386.3 ng/L, HEZk sST2 Wk BEXT IS FE M H K, AH S 2
~8 KIS NT-proBNP ¥ & X 15 J5 1) 5% Wi 5 K, il
HAERRIE T R L fa B R 2 A1 NT-proBNP J&5 |, B
2R sST2 MR FEATIIE 30 KD TRMESET A A0 F1 5k
R S7 U I 2, T Wang 2612 BF5E & B sST2 Al
NT-proBNP ¥J/& AMI 2025 RSk ARG MACE
R0 Sy TR0 PR 22, 5 etk B0 ks B AR B 1) Gensini 71

P IEAHSE  sST2 Fiill MACE £ ROC HiZk AUC /)N
T NT-proBNP (0. 802 [, 0.872) . Barbarash %"/ 7F
—2H 88 4] AMI B35 YA 5% b 7 , AMI fR 35 R 2k
sST2 Fll NT-proBNP 5 T JC AMI 35, sST2 7E A
B 12 RIS R ZEIEH , 1 NT-proBNP JGHH i A8 fk
sST2 7 i I B N MACE {8 [ K T NT-proBNP
(AUC:0.78 £ 0.69), A5 i 7s sST2 it il
MACE ) ROC ik AUC KT NT-proBNP (0. 788 Lt
0.650) ,Cox [FIH4M T 7~ sST2 5 %4 MACE XL
B8 AH 5, 11 NT-proBNP 78 8 1 XU IR 25 5 A#H 5G4 T
0o, ARG S BF ST R LR sST2 76 F IE NT-
proBNP M HABTE A % f5 2 i BE 30 KX MACE i
MR 2, sST2 HI NT-proBNP fE AMI ¥ 75 1 (&
HHR—2K, FTRES sST2 AMIAb 56 (4 B 1a] A5 L B A
PERE AR X,

AR R BE IR R $ST2 1 3 e B ]
38 15 T IR HEFRE I 1 55 AR B K T, 5 iR
D53 SLEAH LE , sST2 7K 565 = U 43 B5OFN B g DU 4
57 B3B8 IXURS: 4330 38 in 2. 31 A5 i1 4. 00 %, 3X
A e S R £ 18 1 A PR A, S B A4S
W R AR TR sST2 S NG5G, ABFFEH R, sST2
e B ZH R A A e B DR R A % IX AT fig 55 sST2
e (B ZE 0 1 2 T A 2 Y AR A G

AMIEFE Ry B WE AT FEAS S80S B T [
WA, B4k sST2 I KWk FE X AMI 3% MACE %)
BTN R, 1 75 2 3 UR— A A 5%
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