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[HZE] B T2 ST B4R m L0 WIBESE ( ASTEMI ) f835 28 J itk sl ik A36Y7 (PCT) AR
S I 43 R A A DGR 1 (SFRP)S K- ML S W MR, Fikx I 2016 4F 9 £ 2018 4F 9
H BT R EE BRI A B 219 BIHIAT PCI AR ASTEMI (B35 VE R0 52 o SR FH W I G 28 T MR 08 46
I ASTEMI £ # 1L SFRPS K7, A S5 WM E R, B8R PCIAE 6 A IHH 27 #1(12.3%)
ASTEMI BB E TG A R . UG A BL2H 5 M3 SFRPS KA T T BAF2H , 22 5 Gei 275 3L ( 1=6.749,
P<C0.05 ). Logistic Z B2 4387 ks , e IR B ki 28 388 . NYHA 434% . SFRP5 1 ASTEMI f£ % PCI
RIG PR A BB PIAR K P<0.05 ), #7% B PEAE ASTEMI B2 PCLAJS FilS BRLfE 5 T SFRP5 FIf Y
A, ESYH BELIFE L (P<0.01), i ASTEMI 3 PCIARJS LW SFRP5 /K- 5 H 3 Wi 5 2%
YIAHOG, i SFRPS KRG B TPl B U5 .
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[ Abstract] Objective To investigate the serum level of secreted frizzled-related protein S(SFRPS)
in patients with acute ST-segment elevation myocardial infarction(ASTEMI) after percutaneous coronary
intervention (PCI), and to analyze its relationship with prognosis. Methods A total of 219 ASTEMI patients,
who were admitted to the Fuyang Municipal People’s Hospital of China during the period from September
2016 to September 2018 and were scheduled to receive PCI, were enrolled in this study. Enzyme linked
immunosorbent assay(ELISA) was used to test the serum level of SFRPS5 in patients with ASTEMI, and
the correlation between the level of SFRP5 and patient’s prognosis was analyzed. Results A total of 27
ASTEMI patients(12.33%) showed a poor prognosis at 6 months after PCI(poor prognosis group). The serum
SFRPS level in the poor prognosis group was lower than that in the good prognosis group, and the difference
was statistically significant(r=6.749, P<0.05). Logistic regression analysis showed that the number of diseased
coronary branches, NYHA classification and serum SFRPS level were closely related to the poor prognosis of
ASTEMI patients after PCI(P<0.05). In evaluating the prognosis of ASTEMI patients after PCI, the efficacy
of model B was higher than that of serum SFRPS level as well as that of model A, and the difference was
statistically significant(P<0.01 in both). Conclusion Serum SFRP5 level in ASTEMI patients after PCI is

closely related to the prognosis of patients. The testing of serum SFRPS5 level is helpful for the evaluation of
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the prognosis of ASTEMI patients. (J Intervent Radiol, 2020, 29: 232-236)
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APk ST Bedh i L0 LR BE ( acute ST-segment
elevation myocardial infarction, ASTEMI ) g T AR
SEARAETH R R B A SET R 0 I
RABIRBE T I EE RNz 2 ik
kS ARYT (PCLHTAT A ASTEMI SR A7 74,
A N N P 722 I A, H M e T, s D IR A L
VSRR, B R T SR A T i ek
AR R FE(MACE )™, Kt K BT ASTEMI
BE PCIARE G BA R E S X, HHEATIRK E
k= RS B A bR S TIPS SR R O
Wt FEHC 436 B4 1 AH DG HE 1 ( secreted frizzled—
related protein, SFRP ) 5 7] il i Wnt {5 5 ¥4 F ik 12
P E TAAN Je v SN T, ASTEMI %2k & JB 5

A P 5 R 2 M e BB DDA O o AT 5E 20 A
SFRP5 /K-F-55 ASTEMI (% PCI RJE WG R, L
B I R B PR SR 2%

1 #RE5FE
11—k

ATBEMEEER 2016 4F 9 H & 2018 4F 9 H RFATT
NREREIIRR 219 #1477 PCI AR ASTEMI & 1E
FWFFER S, MR Ak ST BE 4 e AL U BE 12
Wi AT 45 R ) HE H ASTEMI 2181, B8 3% 40 A bs
#iE: (D ASTEM %55 12 h N ABE ; @452 PCIARIAIT;
QBB BN R HEBRbRME: OREAAEAEL
WIBESE 0 ) vy ; QFf & E TV O EH TR
Bt s AT SR COERT ; WREFEAT PCTF AR
OFEA IishkE R 219 FlEE 5 115 6], % 104
1], S-S AE % (64.8345.83 ) &, (K5 5k BMI ) 1
Bk 24.84+3.25. AHFFERAT B2 B Bs 2 12 PR B
SHLHE
1.2 Ik

T BB % PCL R 5 12 h 25 6 41 F & ik i
10 mL,4 000 t/min £5.0> 15 min, 4355 FE M, & T
UKAR RN, SR AUS800 4= [ sh A= b/ BN (36
Beckman Coulter 23 & ) K0 1L 7 =Bk HIH( TG ), &L
N E BECTC ). /e %% B2 BR & IR [E B2 ( HDL-C ) AR5
g A H I E BE( LDL-C ) DA 28 B s FBG ) L
i P TR) T CK-MB ) S5 A fb B bR R 8 38 47
€ L ek 35 K6 ) ot 355 R A € SR 2K 11 (hs-CRP, 371

B[ N B AR ], B RO
LSS 2 H (troponin,Tn ) T (57 & 1 H 2873 HH 15
YIRS AT ), LOGIO E9 £33l (£E GE A
) K 220 5 LA B LVEF ), BB G028 4G
SFRP5 (IR F & A TR A YRHE A 7] ). 4%
Z AR AR LR A5 84 -
1.3 K5

i T HL S B 17 58 2 1210 5% ASTEMI & 4 PCI
R 6 A WHEEN. ¥ &L MACE(EE
FACAE P& O WU AL 0 SR RE IR R 2 B A Ak
Y= S AN a1 AN = R (B
S R DR EERET), E XN TS
;f: aD]O
14 Gtk

K H PASS 15 i A, Log-Rank %1t
ML [ A AE A (] 25 5. SR SPSS 19.0 #R{4F#E4T
BT, MR IEZS 4304 B TR DAY B+ A e
2:(xts) Fon, AL F B ST BEAS ¢ K565 31
BB H R SR, VA n( % ) 7R Logistic [A]J94:
A3 M R ASTEMI (3% PCI AR J5 & 4 MACE #)
. RHAZIEREZ(ROC) 50 M7 3 P DT
fili ASTEMI 55 PCI R J5 i RLRE. P<<0.05 4
ERAGI2EE L

2 #R
2.1 ARETEHH

PCI R J5 6 4~ H,219 ] ASTEMI i & I 6F
27 1 12.3% ) k= MACE(Fi 5 A RL2H ), Hir 8 4
(3.7% ) U ZURAEAR I KA, 9 111 4.1% ) EFIEE:
TR U WUREBE 3 461( 1.4% ) i &, 2 41 0.9% ) #E
ML PR LS FE, 4 51 1.8% ) SO HEAH 1 )
(0.5% ) DIRPESET 5 192 1)K % 4= MACE(Fi 5 K
40 ).
22 BHIEIRGORHEE

TfE A R4 5 WU RAFALR A EPER AR
BMI. W4 . TC . HDL-C . LVEF J7 i 2% % K4 it % &
X (P>0.05), AR B Bikiw 28 32 % . FBG Wi & &
7K JE . TG, LDL-C , hs-CRP, Tnl, CK-MB 3¢ F 41
O HERG R 2 (NYHA ) 4320 5 T 22 558 i it X
(P<0.05), L% 1,
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F 1 PIHEEIRIKTOR L n(%),xts
i3 PE5) LRI BMI WA s
b z =60 % <60 % =24 <24 b i
WG A RA(n=27) 15 (55.6) 12 (44.4) 14 (51.9) 13 (48.2) 17 (63.0) 10 (37.0) 13 (48.2) 14 (51.8)
e RArdl(n=192) 100 (52.1) 92 (47.9) 94 (49.0) 98 (51.0) 95 (49.5) 97 (50.5) 74 (38.5) 118 (61.5)
X1 0.114 0.038 1.096 0.912
Pl 0.735 0.846 0.295 0.340
(%)
13 TEEAR Bk A FBG/ u&éﬁ‘é}iﬂ ﬁ%&li* TC/ TG/ HDL-C/
53 EA (' mmol/L ) /mmHg /mmHg ( mmol/L ) (' mmol/L ) (' mmol/L )
e A R4 (n=27) 9(333) 18(66.7)  7.2540.82 153.85+16.38  106.38+10.33 5114094  2.2540.32 1.04+0.21
T BAF4H(n=192) 120(625) 72 (37.5)  6.33%0.74 146.51+14.91 972741120  4.84+0.88 1.84+0.29 1.14+0.26
X/t{E 8.319 5.968 2.366 3.993 1.480 6.791 1.912
PAii 0.004 <0.001 0.019 <0.001 0.140 <0.001 0.057
(£2)
a1 LDL-C/ LVEF hs-CRP/ CK-MB Tnl/ NYHA 5%
(mmol/L ) 1% (mg/L) / (U/L) (pg/mL) 1} I~V
Hilfg AR (n=27) 3.23+0.44 51.58+8.27 27.43+3.04 337.68463.02 37.174+10.38 11 (40.7) 16 (59.3)
T KA1 (n=192) 2.7340.38 54.7347.56 23.1742.76 265.57+67.81 29.41£12.06 117 (60.9) 75 (39.1)
XA 6.275 1.940 7.415 5217 3.180 3.976
P1H <0.001 0.054 <0.001 <0.001 0.002 0.046

"1 mmHg=0.133 kPa

2.3 ARJF SFRP5 /K- 4%

BUG A R4 FS R4 B 1L SFRPS /K-F
739 (19.36+4.31 ) ng/mL . (25.83+4.71 ) ng/mL,
ERAGITEE L (1=6.749, P<0.05 ),

24 ZHFSRE TG m R R
HRAE AR ik A8 S 5 . FBG i e BT 5K

TG . LDL-C . hs-CRP Tnl, CK-MB DA J& NYHA 534 |
SFRP5 VA £ T 9 fre A T o, o L et oy —
AR H UL BRI AE R AR R A logistic £
PRIZE 1A 34T, 285 5 /s e bR Sl o 28 2% . NYHA
9% . SFRP5 5 ASTEMI (&5 PCI RJ5 il Ja A B 2%

PR ( P<<0.05), I3 2.

2 U0 ASTEMI % PCI RIS 1Y logistic Z K 250 Hr
Atk EX ) FRifER RITME P{H OR fif 95% CI
SFRPS ( <22.59/>22.59 ng/mL ) 3.872 0.939 16.998 <0.001 0.021 0.003~0.131
FBG ( =6.78/<6.78 mmol/L ) -0.839 1.020 0.677 0.410 0.432 0.059~3.188
S AE 3R (223 1 ) 22382 0.987 5.828 0.016 0.092 0.013~0.639
Wi R ( =148/<148 mmHg )" -0.311 0.968 0.103 0.748 0.733 0.110~4.890
FF3KIE( =102/<102 mmHg ) -1.365 1111 1.510 0.219 0.255 0.029~2.253
TG ( =2.09/<2.09 mmol/L ) -2.059 1214 2.878 0.090 0.128 0.012~1377
LDL-C ( >3.03/<3.03 mmol/L ) -1316 1.019 1.666 0.197 0.268 0.036~1.977
hs-CRP ( >25.34/<25.34 mg/L ) -1.991 1216 2.682 0.101 0.137 0.013~1.480
TnI ( >34.64/<34.64 ng/L) -2.082 1.107 2.828 0.087 0.122 0.013~1.239
CK-MB ( >294.72/<294.72 U/L ) -2.163 1.193 3.012 0.063 0.114 0.010~1.179
NYHA 232¢(M~V / 1) -3.162 0.935 11.428 0.001 0.041 0.007~0.265

"1 mmHg=0.133 kPa

2.5 SFRP5 % A Fil B iPAb A S FUS Rk fE

FH =€ logistic A5, @7 e iR 30 ko 22
FBFNYHA 2 Al ASTEMI & PCL A J5 T
Je AR ( F=—13.173+0.040 X 561K 50 Jikops 72 52 %+

0.802X NYHA 434 ) (15i#4 A ) SFRPS + 54k 0 ik
5% +NYHA 432% 374l ASTEMI % PCI A J5 Film
B ( F=-14.729+0.478 X SFRP5 +0.042 X 74K 5
Jiks 8 % K+ 1.516 X NYHA 432% ) (K1 B ), 45
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7% SFRP5 A& ASTEMI 5. PCI AJ5 stk T
A AUC) & AR A( Z=2.906, P=0.004 ), 7 B
P4l ASTEMI 545 PCI R J5 Hil)5 AUC & T SFRPS .,
FERIA( Z=2.266, P=0.023; Z=4.558, P<<0.001 ),
VKNGS

+ 3 SFRP5 %I A 1 B ¥E4i ASTEMI (%

PCI AR J5 W5 AL RE
WiH  AUC 95%CI R 1% FERE 1% FRAESEEL
SFRP5 0.881 0.830~0.920  85.19 84.37 0.696
KA 0.688  0.622~0.749  70.37 71.35 0.417
BB 0948 0.910~0.974  85.19 92.19 0.774
1.0
— SFRP5
— A
0.8 R B
—BE
0.64
!
ﬁ
™
0.44
0.24
00 T T T T T T
0.0 0.2 0.4 0.6 0.8 1.0

1- Fp

1 SFRP5 #i%! A #l B 14T ROC

3 iTie

£ W 78 30%~50% ASTEMI 25 58 T b
A1, 2950% B FE BEAMIEAEEE 1 h g IR Il s
A3 b B2 AR R O I PR T R B IRASTEMI A8
FHOTR, M TS 1A 3 Tt PCL AR S ASTEMI
SR R 2R E BB, Bl & S Sk
1A 30 B TG 48 2% . T DLASTEMI JR 35 PCL A
Je TG AL 2 e T2 H AT R _ N FH RS $5 b, 4o
LDL-C ..U BURE TR 25 5 8 11 ( h-FABP IFA5 ASTEMI
BE A ARG TG B R 8 ol 5 B A, I A
BE UG B O 2, H R R AT §E7E TLDL-C Al
h-FABP 5 52 Z R B9 T4, W0 AR AE 1 52 95 5 B0
NEWGEA2 KT, E S SR LDL-C o3 A, 3
3 KF AR USFRPS S Wt F54705, AT i
Wt %l 5 06O LA 4543 , 435500 0t A8 gt i A4 454 4
R R A GZINF AR T shi S50 20, it
FRSFRPS LA & 0 WLAH ML E T fin b, FEFE X R Pk i
SR, O VBB I AU K Kikuchi 261 BF5E4R

N LG SFRPS 7K1 [, AT S S i 5 67 70 4
13 SRS A8 UL TSFRPS 5 ASTEMI B2 PCI A
J& UG FIRGE , R AR 78 T LR

A W 9% 38 3 WL ZEASTEMI £ ZPCL A J56 4
HWGEE 0, RIAF12.3% BETG AR, 45
5 i e 45T BESEARAT 5 H BN R PR ASTEMI
S MG SFRPS /KT, 45 5 & BTG AN B4 88 3
L5 SFRPS 7KK F 1l 5 R 4F 40, & BISFRPS /K
SF-1] (e S5 ASTEMI J& 3% il J5 A7 76 BX &, A8 00 il ¥
SFRP5 W] BEA7 Bl T PF-Al7 8 2 T 17 100 5 4o ) 2
ROC 73 #7 IfiL 3% SFRPS PEAL £8 2 15 B9 40 (6L, &5
i ZRSFRPS PEAEASTEMI B # FiJSAUC R B .

S Y, 22 WISFRPS AL B % WS 19 4% fig
Bt 5 Rk — 5 IR SE IR ASTEMI S8 2% TS (A 56
K2, K Hlogistic £ K % [B1 15 437 52 10 2% Bl 5
ANRBHEER, 455 8 R 8 ko 28 280 NYHA
SRS ASTEMI B W5 AN K2 V1A O, 45 0 5 1k
FERFTE B0 — . oAb, AHT 55 45 R i /R SFRPS
5ASTEMI B #HPCI A J5 WG A R OCR Y], W
PCI ARJ5 L3 SFRPS 7KV 1A, B s AN R & B
R A 5T R B ITAE ASTEMI (8 3 PCT A Ji5 Tl
Je , G55 B R R B PEAG S (19 %CRE = T SFRPS
IR A, F BISFRPS 8 b1 2 5 8 F| F Tk ASTEMI
BHEPCI RJE TG .

AW 5T 27 , SFRPS 2 A $ il Co AL 2T 4 20
FBEFE T AL K55 WntSa % 4IRS T H0Bas e
SFRPS 1] 1 izt $0 i) Co LA 2T 248 20 o= P UL
FFCSMA AT T i J5 8 1 28 a8 D0 AT 4
FEAEFE IS 3t F2 ™, WntSa T 380 o8 490 161 35 3 4 I8 4 1
fifg( MMP)-1 F120 Jd S M5 P8 55 8 B ( ERK )12
IR SE O LS E DT HEAL, I 7T T O WU 4
AR P AR A 25 (L) -6, AR k.0 v v e ik
AFFT R WntSa Tl MLARBEAE K, 2300 IR
HEJe O U AGSEAL , M WintSa &3k m] s/ b0 LR
FERET R, HE AT O L RE P IR i, AR5
HEMISFRPS 1T (638 i 410 WtSa {5 5 5 Sl 120 4%
OVARAE WG O WLEF A AL TERE DR A 8.0 LT
TP, s R T

2% | TR, ASTEMI 3% PCL AR J5 IfiL 74 SFRPS
K5 BE U B YIAHOC, G SFRPS K F- A5l
BTGB ETG . ABFSE N — 0 K gLt
], 437 SFRP5 5 ASTEMI HB %% W 1 j5 19 6 &
I 38 3o Fe Al 52 I8 ¥R R SFRP5 /K F- 5 ASTEMI 2 %
PCI AR5 BUGAS KL ELAARBLH
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