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i (LDL-C) 42 % 8t 1 20 %0 C(LVEFR) | 728 I 45 52 %% .
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R NN 7 e 8 <l B o7 N = DT 1 A
(MACE) 4 (27 #i), K & 4 # H 4 MACE 4
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1.3 Siitephb B R SPSS25. 0 48 i #8447
BB K GE it Ay B . AR A IEAS A A 1Y T BT
xEs FRon AL L RCR F ST FEAR ¢ R 5 AR R
ISR SR R R AL B R X2 K3, R
ZAk F TAEFRAE (ROC) {28 43 M7 1fiL 3 periostin, CX-
CR7 %} STEMI ##& &4 VA i B0 6 {8 I i 3
periostin,CXCR7 %f STEMI % % 4= MACE 4 5 i
Bl £ P ALAUC) BRI Z K5 s >R 2 R
% Logistic WA #1501 STEMI % &4 VA 1K
£, P<0.05 HESRAGRITHFE X,
2 & F
2.1 XFHEZH A STEMI 41 il 7 periostin, CXCR7 7K
A STEMI 448 % BB 40 1ML 7 periostin 7K TH &
(P<C0.05) ,CXCR7 /KR (P<C0.05), W& 1,

*x1 BB A1 STEMI A % periostin,

CXCR7 K F 8 (2 £5,pg/mL)

21 31 n periostin CXCR7
Xf B 110 46,7545, 20 533.242460. 35
STEMI#4 108 91.96410. 29 265.98+28. 29
¢ 41,015 41.738
P <<0.01 <20.01

2.2 VA HM NVA 4 i periostin, CXCR7 7K
Ke— okl b VA A5 NVA A0 5. &R
IMLE 2 OB R 9 s . HDL-C, UA, Cr. BNP, LDL-C 7k
VR, 22 R TSR R X (P>>0.05) 35 NVA 41
P, VA 21 ok 58 o B 3R 0 9 22 3l ik 2B o B
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TiH t/X* P
(n=288) (n=20)
A () 60. 256, 92 60.63+7.15 0.220  =0.05
5 60(68. 18) 16(80. 00) 1,092 >0.05
e I 5 45(51.14) 5(25.00) 4,477 <€0.01
BER IR 17(18.32) 4(20. 00) 0.005  >0.05
1R g A 5 6(6.82) 1(5. 00) 0.089  =0.05
TC(mmol/L) 4. 33220, 66 4,680, 71 2,111 <€0.05
TG(mmol /L) 1.6320. 25 1.9840. 32 5.354  <<0.01
LDL-C(mmol/L) 2.9640. 37 3.040. 39 0.864  =>0.05
HDL-C(mmol/L) 1.1940. 23 1.1740.25 0.345  >0.05
UA(mmol/L) 254, 14422617 260.334:29.10  0.935  >0.05
Cr(mg/dL) 80.8812.04  76.514-11.25  1.482  >0.05
BNP(pg/L) 588.247462.11  596.054:64.21  0.505  >>0.05
LVEF(%) 59. 426, 46 50, 0975, 73 5.945  <<0.01
R IS SR GO 1. 2540, 27 2.16740. 31 13,234  <<0.01
TEALIH AL Bk 9.847  <0.01
bR 51(57.95) 4(20. 00)
B 30(34. 09) 14(70. 00)
i = 4 7(7.96) 2(10. 00)
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2.3 I periostin.CXCR7 % STEMI % &4 VA
AN E L STEMI H 3 Il 7 periostin, CXCR7
KRR A &, R BB R A VA IREAS 22
il ROC #h£k, 45 5 B R . MliE periostin, CXCR7 K& —
FHCG W R KR VA B AUC 23 51l 0. 937,
0.876.0. 979, “FHEAZWI A AUC KT 45 H K
M(Z=2.102.2.490,P ¥<C0.05), W 3,

2.4 W STEMI & &K+t VA L H & Logistic
FIF4 87 DL STEMI BE E & K4 VAR =1,
& =0) R HE AR, LI periostin (SZMI{E) . CXCR7 (52
) M E S =1, =0) . LVEF (S {E) . TC
CRMED L TG CEMAED s 28 1l 48 52 5 CEBRED L R
IR GEB =1 B =2 B =3) AL
17 % A £ Logistic B 34 #7, 45 3 & /R , periostin
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X3 I & periostin,CXCR7 3t STEMI & & £ VA B9 MH1E
i H AUC 95%CI R D RS D e e
periostin 0.937 0.873~0.974 80. 00 90.91 100. 33 pg/mL
CXCR7 0. 876 0.799~0. 932 80. 00 86. 36 242.13 pg/mL
—“HWL 0.979 0.931~0.997 95. 00 93.18 —
. — RN TR .
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CXCR7 —0. 642 0.277 5.379 0.526 0.306~0. 905 <<0.01
o 1M 0.768 0. 446 2.967 2.156 0.900~5. 168 >0.05
LVEF —0.650 0.470 1.913 0.522 0.208~1.311 >0.05
TC 0.293 0.458 0.410 1. 341 0.546~3.291 >0.05
TG 0.158 0.225 0.492 1.171 0.753~1.820 =0. 05
96 A8 I 45 S 5L 0.218 0. 266 0.669 1.243 0.738~2.094 =>0.05
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i s B
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s — RN TEE .
3 i ®
STEMI & —flfi S AE i R 2 BT IE oL, F %

ST TR B ik 52 4 A ZE L 51RO LB I AN 3R BE L H
R B CRIETS R G N DR STE-
MI H % 56 T i 32 20 50, 4% 9 2 7 4F B B0
STEMI (& # W F¥E d iR I7 . Tk & R H PCL id 2%
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FH G .

CXCR7 i gl EHERERNES,IFS
CXCR4 M EAEH 5% AE . R 5 758 9 B 0BG L el R
B ke % Z R A N, CXCR7 5 CXCR4 1
ORI A TR CXCRI12 J5 , 7T LU 5 £ fl 40 (5 5
T N AR AN R B B CXCL12, A B THE M &
2 U P S i O S A A0 R T R AT LA
MT B BB, CXCR7 1£ 2P0 WU BE /N R
O LA 2238 R I, 0 1 B BR CXCR7 2 P2 i /s B
O I T il B 08 3 | LA AR B i T2 A LA M U T L 48
Jin CXCR7 By 2&3k 0T DUAR 3F 0 L) RE IR &, sk 2D 0 L
AT Ao NN~ s 2 ) AT 1R - R [T v R = A
B, CXCRT7 38 1T LA 9 14 T8 B A0 I 4 48 i 2



* 2940 - El kg e

52024 F 12 A% 45 %% 238 Int J Lab Med,December 2024, Vol. 45,No. 23

JO7 00 ) 0 MO A £k R R L R EE O LA BE
AT ARG R B, STEMI 2 1L i CXCR7
KRR &4 VA K& HE MACE ##4 CXCR7 /K-
A AR B CXCR7 sl A BEFT 855 CXCR4 FE[H]
WE CXCRI12, 4 ffl 4355 b oK i CXCR12 5RAFFT %
RN 2 48, AR T 0 108 2 B K &2, K- 1Y
CXCR7 A GEAE B 1 A2 B B AN & AE & B . 5 530 VA
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