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7 BE B ) — FUET 0 bR A5 WO AE Ok Z B2 IO EE L O A R A
ZWFoE 3 sST2 160 J 38 38 v () i A M 2 /0 5 NT-proB-
NP Y, A EZ gk sST2 i A= 9y 22 5 1 LA S AR O ) 320k v
B PRI, FHSE AT 2538 . ST2 1 4= ¥y 2= 5 Pk 1989 4F Tominaga
LI R T ST2 FF . ARy ST2 R 2 40 kb, i T Ak
e ik 2q12, A] i i — Rl ] 35 k2K 1 (sST2) Ml — il 5 82 =X
FEHSTZL) , AR SR Z ARG 3 FRE. 3le
M1 ST2 FEAE 4 Fp i AY . sST2,ST2L.ST2V Fi1 ST2LV, ST2V
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M ST2LV J2& ST2L By P57 He (K, ST2L A3 45 — 4 il S0 25 14 1
(3 AN B I S S8 BREE R4\ — A5 8 BE A — 4> Toll/
IL-1 3244 CTIRO I N 45 4 35K 5 17 sST2 W e 45 185 155 % Jifg Py &5 A4
B, HAE—A 9 AN EIERR AR AR C A 741

ST2 FERFX TN KA B PE T 40 M 2(Th2) i 2F
S0 O LN M4 . TL-33 A0 40 A B 3% i i ST2L 45 &3
ot TR — B 54> T 0% NF-«B. W AR 3 Th2 48 i B AR
S A F IL-4.IL-5.1L-13, B 4 0F 55, 76 B . B 5 S v o
9o T 8 A AL R0 XU P OG5 9% S5 5 0 119 v AR B R T 3
ST2 B 5. IEERMITEM,.ST2 T 25 K5 KA 8
HiO MAEBRREREY.

1 sST2 b 1 3235 R W Ifs PR B2 A

CRIMFZHREY 50 S WA & ARAE O AR & T
B R LR A (D REB AR 25 2 b A0RS o D 2 5 (2) BE A8 S Bk
O FE A R ) — B AR L R s () AN REAN A FE
B A AR R P AT R LAY I R A 85 () AT B T P i Sy i2
W7 Bk HEBR 2 W . A5 B A 80 00 S AG TS KO IR T O AR LE
B, HRi R SNP BEW 5 £/ Ak Bk, EAZH LB
W bR &9, ST2 J& d5c A 1l 3% A 7 B9, 2013 4 ACCF/AHA
IR T — 2 .0 Iy 0B O LA 2 AL A0 = TAY R G AR
EYLsST2 iR Hhz -0,

W55 2 W 7 52 B B AW 22 B0 1 o0 LB & 2k 40 0 ¢
1L-33 B 2, 5 0[] B B 27 28 40 i 5.0 WL AN i 25 R ST2
LW MR 20 sST2 K P2 8] 8 T B BB =0 ST2L) , 11-33
W5 ST2L 454 78 I 1A 1 O JUL B 2F 4 48 i 700 UL 48
R E RN EA . B BESIAN sST2 & 11L-33 /i
B 2 A, KA1 sST2 B8 38 4+ M 45 & TL-33 MM H) 55 1L-33/
ST2L By PR O LRI VE T L 53X — o576 0 N A AP #8715 31 1 HIE
ST, AAME/N R R L R ST2 R 4 5 8™ & A0 LA
i I SR JUE [0 J5 & 4 A 5 R BT MR 38 P sST2, SRR 55 T .0 L
LA RG EHE R AR BN B sST2 5.0 JILEF 46 Fn O 2
S BEENLR.

1.1 sST2 520 )12

1.1.1 sST2 5&2M%0HEBMNEE  AM 0 13 (acute
heart failure, AHF) i & J2& & M8 8 o35 76 A 12 PR 0 ) 2 i
FAl BN E B e M A A IR B DL M IR A
M EAEAR . X F 2SBS0 W TR R A AR DR A
591 S s VR 0 2 L b 9 51 S 1 L R BB IR T R T
J5i o James TR T 593 fir [N I B IR Kk 2 202 B EE O R
R B0 I TR I 0T W PR X 8 AR N sST2 7K B & i Tk
O L5 2 955 51 6 1) T % R 3 AR % (0. 50 ng/mL ws. 0. 15 ng/
ml; P<C0. 00D, /i H. sST2 AKCF H# 5 NYHA SR #9 ™ 52
BESIEAH K. (A2 TE 12K AHF Jrifi, sST2 il &~ m 2
0.74(P <C0. 001), NT-proBNP #f £ F i B! & 0. 94 (P <
0.000 1),sST2 AU NT-proBNP-* | 1 4 B 5% i 7, sST2 2
WilAJg 8 1 R AER I At e RIgE 2 73,5
(55. 8% ~86.4%) FSRIE & 79. 6% (79. 0% ~80. 1%) . NT-
proBNP fy 5 8 JiF & 88. 2% (73. 6% ~ 95. 3%, 4 F F &2
66.2% (65.7%~66.4%), sST2 R i i A~ NT-proBNPI!
P % T sST2 1221 O J7 2 3 v A2 W 0 (8 4 A 58— 1
TEW BT R — B A .

1.1.2 sST2 520 BN TE REVRLHFELT
TR TS AE R4 2 T T, sST2 AR @ M (. sST2 i
Mk IR PE R I RS 72% (95 % CT.62% ~81%),

HhE S K 56 %6 (95 % CT:49 % ~62%5) , FH 4 5030 {4 & 39% , B
PEWAE S 84 %), ROC 4 #r & W1, 4 F AHF 1 4F 55 4 % .
sST2 4 T i F142 0. 80, NT-proBNP 42 0. 76,sST2 f 4/ i &
T NT-proBNPH! | {H Socrates 21 47 18 , 76 Wi 30 d.90 d.1
AEWIE % )7 TH » sST2. BNP Fl NT-proBNP % 4 2% 5 (30 d
AUCs1:=0.76 vs. AUCpxp =0.63,P=0. 14;59s. AUCy1pronnp
=0.71,P=0.79;90 d AUCyp, =0. 74 vs. AUCpyp =0. 71,
P=0.5;0s. AUCypposp =0. 75, P=10.72;1 4 AUCp, =
0.72 vs. AUCpp =0. 71, P=0. 765 vs. AUCx1prosxe = 0. 73,
P=0.68), Boisot &£l A 3 sST2 Fl NT-proBNP 7 90 d %5
BE R I 7 %A 22 5 (AUCsp, =0. 78,95 % CI=0. 69~0. 88
v5. AUCxr promee = 0. 78,95 % CI=0. 67~0. 90) , % T Socra-
tes ZEMN L5, UL TTAS B sST2 TN & 1 0 77 58 98 956 38 2 11
Ml £ /05 NT-proBNP #1124, 74k, James &4 L B sST2 /k
S AR B X 90 d R FE AT B AN L sST2 K T FERF
16 Y0 B 955 JE 2 02 704, sST2 /K- N B/ F 16 %0 B 9 58 2 ik
33% . BLEKM AHF % sST2 K F1y st 90 d kA3
Uk 57 F NT-proBNP, H 5 NT-proBNP 1 F il i {5 A5 2 .
WA B FEAESE L sST2 AKF- (1 sl A8 & AHF 1 4R 58 %50 )
i 0 B 12, Kaplan-Meie i 28 5 75, sST2.BNP #1 NT-
proBNP = 5 I & K Il e % B 2 38 Jim AHF 2y XU T000 1) o i
MO, BZ L KRBT R sST2 X AHF [ 75 # B = 2
5 NT-proBNP A 24, 3f: H 3 & #  v] DLI% & AHF /9 & B 43
2R BE S 215 B

1.2 sST2 51840 010

1.2.1 sST2 180 hEHEMZE 1840 f7 3 38 (Chronic
heart failure, CHF) J& 5 F .00 lIE 2 5 A9 7™ B2 3¢ B Bl 28 K B B
H 5 AR A AR 5 R A 0 R 7 E B N 2 AR A 1 T (]
B, AE R SR ) R i I RRE AR 9 R L 2 1/3 1 B Y
L 53 BCE BB B AR, X T3 2 SR M DL R s . I AR
o sST2 A Jy s 3 56 35 1) T 14 26 A6 46 A B BF 52 00 #4018
AR SR LR sST2 1281 CHF 9 ROC il £ °F 1 A1
0.775,NT-proBNP 2 0. 889, Wi & Bt & 12 Wi iy ROC 14 F i
Ty 0.926, sST2 B Al E Jy NT-proBNP Fi i 75 .0 3l ] 9 #b
FFBL A CHF izl 5% 5. Ky &M@ T 107 4
SF I 3 B0 K 50 26 1 i i AR R A AT 4 ok 68 A2
T PR Ty R B D INAE T~ M i % 5X 68 A4~k
Pk A 5 53 50 0E & B4 0 77 5298 B8 2 (B HENEF) , sST2 iy
28 T IR B2 0. 80(95 % CI:0. 70~0. 893 P<C0. 01) , NT-proBNP
S 0.70(95%CI:0.58~0.79; P=0.03), A I, sST2 £ W HF-
NEF # NT-proBNP G HA4F (M., 2B &R ST2>
13.5 ng/mL 5 & il K & % o HENEF &l 57 A 6%, BL13. 5
ng/mL fE N 51, sST2 12 Wi HFNEF ) R 8 & 74% . 1% =
2 74 00, PR 0B 2 83 %6, B N A& 6206 ,sST2 /K-
AEf% 2 4 I e A8 % o HENEF #2462 Wi i {8 .

1.2.2 sST21&¥E0 ) BT E  Bayes-Genis £ 58 %
B] ST2 #£ CHF v 432 3 2 57 i J5 A fH ik 1 12 R A& e A+
CRES PR VA 29.0 DI RE 43 2R B /N R B 3 3 L LVEF B FRI%
Na™ | il £1 85 [ B I 1 O 07 2 08 | 1M 5 5 3% 4 490 Tl 41 o) 79 B
HMEZERZE T Z R BN B 2 KB IR L R NT-
proBNP) ., 5 H fth 4% & 47 40 BNP fl NT-proBNP #f Lt » sST2
AN DR R T AR R R M . A SCHR AR sST2
H NT-proBNP Bijll CHF1 4 5 5E % 1t B 4H 2§ (AUC.sr, =
0.75,95%CI:0. 69~0.79 vs. AUCxr pose = 0. 77, 95% CI
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0.72~0.81;P=0.24), Z 3 45 & Al £ @ WO AN 6, i 26T 1w
3% 0. 80(95% CI:0. 76 ~0. 84) %) Damien %1% 75 1 €& %€
IR —ABEBEXT 137 7 PO ) 32 08 SR AT 17 14, 248
BB B BE T - B 2 86 ABET CEAL 0 1 5838 46 ] ; 28 4R 50 T
29 ) Eofb oo il 45 S ORFE TS 1B 10 NHEAT T D BERS A, 51
NAET o Bo3t 45 B Rk . sST2 7 JAE O /1 3l B &
43.8 ng/mL, M EA 250D RE [ K& & & 36. 5 ng/mL, .0
RE Tl 2 & & 54. 3 ng/mL, DI REN K H 2 72, 2 ng/
mL,sST2 5 BNP(p=0. 65, P<C0. 000 1) #il NT-proBNP (p=
0.56,P<C0.000 A W & By IEAH O, 55 A2 % 3 1l 3 B3 42 W i 17
F5(p=—0.20,P=0.017 7),IESL T sST2 5.0» J1 2E 38 1) ™
HERERIEME, EHTRIYZAE COX BIAZHH, Ko
M FET-VE Jy B 37 19 2 15, AUC. s, = 0. 76 (95% CI:0. 67 ~
0.83) s AUCk» =0. 75(95% CI: 0. 66 ~0. 82) s AUCKT propxe =
0. 74(95% CI ;0. 66~0. 82) , AUC oip =0. 72(95% CI ;0. 67 ~
0.87) , B sST2 J2& W 45 1t /0 77 3 08 5B 35 8 19 .00 1 8 95 8 26
AR 5 A (B R B IR - [l R 0], 2§ sST2<C743. 8 ng/mL
H BNP<C380 ng/mL, X .L» il B 5 5E % (¥ L 1% 33 % 5 sST2>
43. 8 ng/mL 5 # BNP>380 ng/mL, XF.0» Ifil % i FE 2 1 750 )
K T7% ;124 sST2>>43. 8 ng/mL H BNP>380 ng/mlL A, X}
A I A 995 B8 3R (1 T 3 84 %0 . 1k W 2 BEK A T A {0
2 sST2 LI =N

sST2 IR AT IZ A TFIEIR . I s pinA £ 2 m
HEE EDTA $TBEILHK , T E = HARE 48 hod CRAF 7 4, —
20 CLRAE 1.5 4, —80 CORAFEUAE . i I 3= 2 F] iy 16e f 922
W% Bt CELISA) oLk Jen vk, AR F & HRra =
(1)MBL ST2 ELISA #3577 14 & [ MBL 28w . i 1 4 Bk
MO B A W B R T L ELX800uy KR A 450 nm 4b i
AT AT CVip <5% s CVi <<15% 3 (2)R&.D 4w ST2
WX &, A ST2/11-1 R4 DuoSet ; (3) 5 i 26 [ £ 5 25 & W
B R (FDA) AR]85 7 B2 B sST2 A I 75 vk oA il
M2 2 ng/mL, &0 F B2 200 ng/mL, #E 7228 5 R EOE 2.
5% At AR S R BOE 4. 6%, H FT G G SCHk 4R T8 A Ay
wh,
3 RENERRE

sST2 7E 5 A« B B G 5 PR 2 0, 5 28 i 93 55 5 i e
HBA T H G Z R 5. 7.0 1 g, sST2 2 30 LT
YA R = A E B AR E R PLH AR S 2. A,
sST2 XU J7 %2 8 115 W B 3005 M 38 75 2 R 25 0 B3] 9% e gt
AT HIT B PR BT

MHTPE IR sST2 7.0 Jy I 2 W, J0H 2 H5 J7 1
F /05 NT-proBNP #i H A 24, 3 H B¢ & NT-proBNP £ # &
R BN E A B T3 a4 )2 . O WUE A i 78 5 B
0 AR R A AR S A A T A F LR B0 B TR S A B O
I FE R T Bl ok K WEH X AR T4 # ey
RO WUE F 3 — 5 2o B AR A AR A W 51 . % JEF] HF K
WO R 3 — PR R sST2 76 @ KU A B AR K L
01 3 v R SR I PEAG VR T AR TE A B .
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