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FER J5 WL A2 A6 A5 0K B A7 58 23 CIN 4 J23E CIN 41, Bb A 9 4 22 8] 119 1 K %5 kE LA B ATl K SF- FIB AT — M 3% CIN (1 & 4E
K, 2zt ROC M2k LIFM FIB AT — LA K P& WG KT 4 ACS B Iki2y 7 R R CIN BN E , IR I Z F R Logistic [
HA TSR ACS BBE N ABYT ARG CIN g R . R meFER AR AU I K7 (4 8 B 35 CIN &A%,
P H IS B ACS BE AN ALIFARE CIN iy ROC #i 22 F i #1k 0.761(95% C1:0.717 ~0.800; P <0.01) & H 70.2% , 45
SN 75.1% I HBUK B RS 50 SR sl B FIB 88 AT - T2 &, £ W % Logistic [7 3 53 A7 25 5 WK, 4F 48 & 4 R K F
(OR =0.765,95% C1:0.700 ~0.837) Hi ¥ I fifF MM 7K 5 (OR =0.981,95% CI:0.967 ~0.996) . 1% 47K (OR =0.981,95% CI;
0.967 ~0.996) j& ACS HEN AT ARG CIN (WM 2R (P <0.05), ik ARATLF4EH AR5 HUEE Mg T K7 X5 /v A2
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Predictive Value of Combining the Level of Fibrinogen and Antithrombin III for Contrast — induced Nephropathy in ACS Patients Undergoing
CAG and/or PCL.  Sun Yanhu,Zheng Di,Xuan Yongli,et al. Department of Cardiology, the Affiliated Hospital of Xuzhou Medical Univer-
sity, Jiangsu 221002, China

Abstract Objective To explore the relationship between the incidence of contrast — induced nephropathy (CIN) and the levels of
fibrinogen (FIB) and antithrombin Il (AT - Il ) in patients with acute coronary syndrome ( ACS) undergoing coronary intervention, and
to analyze the predictive value of FIB,AT - [l and the combination for CIN in ACS patients undergoing coronary intervention. Methods
From January 2019 to October 2019, 425 patients with ACS were selected from our hospital. According to the preoperative FIB and AT —
Il levels, the patients were divided into low — risk group, medium - risk group, and high —risk group. All patients were divided into CIN
group and non — CIN group according to the postoperative creatinine changes. The clinical data between the two groups and the incidence
of CIN in patients with different levels of FIB and AT — [l were compared. The clinical data between the two groups were compared and
whether the incidence of CIN in patients with different levels of FIB and AT - Il was statistically different. The ROC curve was drawn to
evaluate the predictive value of FIB, AT - [l , and the combined level of CIN after coronary intervention in ACS patients, and the multiva-
riate Logistic regression analysis was used to study the influencing factors of CIN after coronary intervention in ACS patients. Results Pa-
tients with high fibrinogen or low antithrombin Il levels had a higher incidence of CIN. For predicting CIN, FIB combined with AT — Il
showed an area under the receiver operating characteristic curve of 0. 761 with optimal cut — off value 0. 118, and the sensitivity and speci-
ficity were higher than FIB or AT — Il alone. Multivariate Logistic regression analysis results showed that fibrinogen, antithrombin Il , and
albumin level were independent influencing factors of CIN in patients with ACS after coronary intervention. Conclusion Preoperative fi-
brinogen and antithrombin Il levels have certain predictive value for the occurrence of CIN after coronary intervention. The combination of
the two can improve the accuracy of the prediction of CIN in ACS patients undergoing coronary intervention.
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CIN) 2 L8 PN W TS L 700 J5 30 2k ' D RE T e,
RRER KT i R o L0 e A
KB X LE 7R 9 B A e 0, A A= CING B A 35 4
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B, PR B TRU3 9F T 950 CIN 3 £ 8 2, %o ol 3 5l ik
IR BREDE BAEEE L,

AWEFE B AL R0 AR £ 4E & 3 5L (fibrinogen,
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of 24 76k ik 25 & fiE (acute coronary syndromes, ACS)
A KA CIN B U0 A {8, DT i -5 1l R XS A [] £
5 03 J2 ) R AT BT 9, B AR R F AR R
Xt CIN BB i fe t—E S %

AR EHE

L WFFEX R B 2019 4E 1 ~ 10 H 7E 4R M B B
R I B B W RHME BE R 9T, Il R 12 W7 4 ACS, JF
I AN 97 i B 36 425 il AW AARE : I IR 2 W hy
ACS, I AT KA AL T7 AR5 - E A AT AR e F X
FE A4 AR 2 A B 7% be R i e (3 L2 W) AR
W) s AR ARG 48h N B T RE 46 A5 58 B . HEBR A5
M BETEA R /DR B 8 VB 5 B A R
PAB NS VE B DIREA A s U E AT I RE A 2 R
Hif 48h PAY R T 2 Xof LU ) sl i P R 25 s T L
J 3 A (NYHA =3 2 il 0 A% 2 0 i K 1M A%
Ha 2 LA K S0 J I 8 0 g e 5 R e B R 9 SR
AR IR S o IR I TR SR A G AR HE Y
B AR PE ] BMI A B I S48 TR & &T 9K %
AR Sk I B AR DR B L ACS i B AR SEA H]
NG00 DL B TR AR ) R A . AR R &
TR N BB R~ B T 5 g IR 2 18 B o 22 B3 2 A A v

2. BT A B T ABE R 24h YAl G K
MUARAS, P05 I M G L 2R | € I 2 RE 55 K SF- o
TEWK A ANLTF ARG 48h P Uil B ik L s AR A5 0
BB M ILET RBR KR o B A AR A Y 1E
HERE SR PEATAI . BT A R AR E AT kA
ANBARARACTT 2, BAK G 5 k2 97 R i &R J5
12h LA 1ml/ (kg « h) B3 35 BRI 11 0. 9% NaCl 3 5t
WHAT KRS T2 TFAREN T ARG 1ml/
(kg + h) f B PR 1 0. 9% NaCl {51 12h, X
Fo R 18 IR 2 Al B 7 B0 L 0] o B (47 1V 2400
LRE) , AR FIB By il 2. 97¢/L, AT -
I v 432 %l 90% , Bk — 28 43 I & 2 (FIB <

2.97g/L,AT - Il =90% ) . * & 41 (FIB = 2.97g/L,
AT =T =90% 1, FIB <2.97g/L,AT - 1l <90% ) 1 &
fEH (FIB=2.97¢/L, AT -1l <90% ), %5 3 4H 22 |H]
) CIN KA R 22 R B EH G0 Lo SR IE AR 4E LI
ARETAR G AT O, B T A ATk 35 432 CIN 20
4k CIN 41, #F— B34 CIN fi i R AW 9T

3 LW bR : CIN B2 Widm e - 105 P9 7 41 %t
Feifl 5 48 ~ 72h, Il 15 WLEF TH i 7K P K T 2R (8 1Y
25% S LI 26 X5 {3 oK T 44 mmol/L,

4. GEitaE Jy ik fd R SPSS 21. 0 Ge it 2w B4 X £k
WA G Mo X T IE A 20 A0 BT i, i 4248
BRI AR (v £5) RS REA ¢ K5
X W2 2 18] () SR R AT Fe A . X AR IE S A 11t
SEHE K R A B Y 4 47 £k M(Q1,Q3) i X
IR Mann — Whitney U 5 % bW 41 Z 8] 4E 2
AR . A B DB M E 43 (% ) FoR T
] x° K36 ok Fisher K50 K 30 1T LL 4% ] ROC
MR 23 B G 45 45 bR 0 ACS B EH 1T E K27 R G &k
Az CIN Y BUANAEL . >R F Logistic [91 5 53 # % CIN 1)
FE i P2 HE T AR L LA P <0.05 HESH G258 0,

& ES

1 — R GERH L 3E ABETR S g A 425 foi] /i 3, -
W PR E 260 B (61.2% ), V-S4 % 64.2 % 17
PCT AR 5 308 19 (72.5% ) , B alify s IR 3l Bk it 52
BHE 11T H1(27.5% ), kN ARG AL 47 4] 835 K
A4 CIN, CIN [ %% H 11.06% ,

2. R fE R FE B CIN ) & AR R 4 ik fa 41 CIN
M EHERN0.9% (1/107) , i fE 41 CIN B Kk E N
8.5% (18/212), B fa 4l CIN Wy % 4 R Ky 26.4%
(28/106) A[ml i i B B2 8 2 CIN 9 & B R AL, 22
SHGEI¥E X (Y =37.99,P <0.01) K fE 48 #
Sk ALY R G CIN [ & AR T fad, hfa
HBE KN AN 297 RJE CIN [k 4 RIK T & &
H,ERHEGI¥EX(P<0.05),

3. CIN 40 59F CIN ZH LA i PR 9 RH L0 A : AR 4
CIN Wy i2Wibn o, #5835 70 Ak CIN 44 J CIN 4, H
HielE CIN 4 378 i, CIN 4 47 il . 54155 1% Eb 4] i
A LR I BMI 46 He L &F 5K He L PCT LR FH % B 751 55
i B SZARBH R \ACEL/ARB  CCB At {T . fif§ iR

BRAY T B R, 2R TG (P >
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%1 CINHAEIECINAACS BEWERIGRAREEB [ n(% ) ,x+5,M(Q,,Q,) ]

T { I CIN 41 (n =378) CIN 41 (n =47) P X (i/Z)
R (%) 63.74 +11.03 67.89 +11.39 0.018 2.366
B 233(61.6) 27(57.4) 0.578 0.309
A 133(35.2) 17(36.2) 0.894 0.018
IR 220(58.2) 25(53.2) 0.512 0.430
5 IR 80(21.2) 16(34.0) 0.046 3.965
BMI(kg/m?) 26.09 +3.73 25.81 +3.24 0.628 -0.485
Y 45 F (mmHg) 131.50 +19.03 130.28 +22.97 0.728 -0.349
&7 3K JE (mmHg) 78.26 +12.00 78.04 +13. 42 0.910 -0.124
X He 30 (ml) 120.00(88.75,135.00) 125.00(100.00,135.00) 0.076 -1.776
PCI 275(72.8) 33(70.2) 0.713 0.135
2k LA BE 157(41.5) 27(57.4) 0.038 4.311
EES RV

B 3 1 BH s 31 315(83.3) 41(87.2) 0.494 0.468

ACEI/ARB 209(55.3) 24(51.1) 0.583 0.302

CCB 103(27.2) 12(25.5) 0.803 0.062

F PR3 128(33.9) 27(57.4) 0.002 10.035

3T 368(97.4) 46(97.9) 0.833 0.044

Ko FIFE 177(46.8) 30(63.8) 0.028 4.838

HAES 219(57.9) 29(61.7) 0.621 0.244

4.4E CIN 415 CIN 4 ACS B H LI = Pr kb
LR e N Nl O & T TN o = o A
JEE N R L IR |20 M R £ 40 M o3 A B R it/
M o3 A 5 B LB IR 3R IR R L eGFR 48 5 I b3, 22
FEGIFE X (P>0.05)  WHTEHEH M LLE
F1.FIB AT - [l \PLR %75 i lL#8, 2 R A St E
(P <0.05), 83— L FIB iy il 2. 97g/L,

AT - T A 85k 90% % FIB J2 AT — T 43 &
FIB(FIB =2. 97g/L) { FIB (FIB <2.97¢/L), &
AT - T (AT = T =90% ) . fit AT — T (AT - 1 <
90% ) , I LA FIB 5 AT - M /K¢ CIN Y & 4
ROGERBRE FIB 4] AL AT - M4 CIN & /4ER 5,
ZERAGEIFEX(P<0.05) 1 lLE 2,

#2 CINALEIE CINHACS BEMIREHBELR (%) ,x£5,M(Q1,Q3)]

i H 4k CIN 41 (n =378) CIN 4 (n=47) P X (/7)
H = g (mmol/L) 1.36(1.02,1.89) 1.30(0.96,1.77) 0.545 -0.606
IR E EE (mmol/L) 4.51 £1.11 4.33 +£0.89 0.221 -1.235
HDL - C( mmol/L) 1.09(0.94,1.30) 1.09(0.95,1.24) 0.761 -0.305
LDL - C( mmol/L) 2.58 £0.94 2.41 £0.72 0.156 -1.434
M (g/L) 42.62 +4.57 39.23 +3.26 <0.01 -6.397
4T3 H (g/1) 135.14 £17.23 126.85 +19.82 0.002 -3.056
Il %% ( mmol /L) 5.76(5.00,7.27) 6.18(5.21,8.65) 0.103 -1.631
140 B 3% ( x 10°/L) 7.30(5.90,9.10) 6.90(5.80,8.00) 0.067 -1.833
Z1 40 53 A7 8 BE (% ) 12.98 +0.87 13.05 £0.96 0.594 0.533
I/ NAR S A TEBE (% ) 14.37 £2.45 15.03 +2.60 0.085 1.725
A A A (g/L) 2.90(2.47,3.52) 3.66(3.09,4.07) <0.01 -4.957

=] 175(46.3) 38(80.9)

1% 203(53.7) 9(19.1) <0.01 19.965
BB i 5 10 (% ) 90.14 =10.87 83.51 £10.19 <0.01 -4.184

= 203(53.7) 11(23.4)

1% 175(46.3) 36(76.6) <0.01 15.352
PLR 138.25(102.77,180.90) 158.13(137.65,199.09) 0.005 -2.784
I LEF ( pmol /L) 66.50(57.00,77.00) 66.00(54.00,78.00) 0.461 -0.737
I R 2 ( mmol/L) 5.52(4.51,6.80) 5.60(4.70,6.74) 0.506 -0.665
SR ((umol/L) 306.50(248.00,365.00) 296.50(258.00,349.75) 0.958 -0.052
eGFR(ml/min/1.73 m?) 102.81 +23.42 105.42 +35.31 0.623 0.494
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5. FIB (AT — 1L LA B 9 45 Bk A5 B0 CIN Iifs IR A {EL
[ ROC g2k o FIB J2 AT - I W~ 45 4548 A CIN 15
W X2 01 05, MR 4 Logistic [m])9 75 F¢, g 57 FIB (AT -
M B T CIN % A= 09 HE 2 Hy logit (P) =1.039 +
0.557FIB - 0. 058AT — M, #F— 15 ] Medcacl %%
PF, 2540 FIB (AT — T K W 35 Bk & 10000 5 ik i~ A 1297
ARJG## &4 CIN 1523k T/ERAE #ih 4 (ROC) , 4
FIB >3.5¢/L,AT - Tl <89% B, & 3% 5 k297 R )5
KA CIN [ XU S I, PR L3R 3 (&1 1, 25 4k 28 (1 JR ik
A PUEE i i AR A — A T CIN & A4 i A 3R, e

FERBTE AL CIN ) R AR, i — D i 3 4
ROC il 26 F 181 AL /i, 2F 4 45 J5 -5 o e i i T L £F
Y TR A P I I 2T R R R, 2 R
Geit ey i S, A 4R 1 UG P EE g IS B EE i
M E#e, 2 %A it 2% & L (FIB vs AT - Il : AUC:
0.722 vs 0.700, Z =0.409,P =0.682, FIB vs FIB +
AT - M : AUC: 0.722 vs 0.761, Z =1.180,P =
0.238; AT — I vs FIB + AT - M AUC: 0.700 vs
0.761, Z =2.476 ,P =0.013) ,

®3 FIBAT-MUEAERKGET ROC #Z& BN CIN B M {E

EgE| AUC P 95% ClI HUBREZ (%) PS5 (% ) I AR AT A
FIB 0.722 <0.01 0.676 ~0.764 63.8 74.9 3.5¢/L
AT -TI 0.700 <0.01 0.654 ~0.744 83.0 55.6 89%
[UE3 s 0.761 <0.01 0.717 ~0.800 70.2 75.1 0.118
100 ROC Hi2k 6. CIN fala R 19 2 A &R Logistic 815153 #r K4 47

80

Wy (VAL - SEDM(ED) B JR O e A R (A 75 =0, 2 =
D) S ILRESE (AR T =0, 4 = 1) I A1) bR 5
(WA 15 =002 = 1) k2 TR (R{E: % =0,72 =
1) B E B R S | i 208 B CRE : SEE) |

60
S FIB TR : 5290 {8 ) AT — I (W 5290 ) . PLR (i
= {1+ S ) S5 3 2 400 o LA G025 15 L 0 F
(P <0.05) A AZ [ % Logistic i1 4347 , 25 5 .75,
S NI A b ! FIEE 1T FIBLAT - 15 CIN By R A5G, PEIL 4 4.
Y
ol | | | | | CIN J& 5K 3 Bk A A 97 ARG 1 — A T B 3 %
0 20 40 60 80 100 iE R AR AE ACS B B0, 3L 5 4 B B[] ZE < A&
AR AR EAI AN 2 I A oK A BRAE FR A
B 1 FIBAT- MRAEHRAF CIN {6 P 7 A 90 PR % B 0D 9 0058 1 A AT R 1
B4 EH ROC H % e EAERN, CIN (9 % A A b2 W
x4 ACS BE2EBHiIZITARE CIN ZlMEZ8 % E = Logistic [ 3447
I H B SE Wald P OR 95% CI
HEH -0.092 0.047 3.864 0.049 0.912 0.832 ~1.000
AT - 11 -0.046 0.017 7.488 0.006 0.955 0.924 ~0.987
FIB 0.329 0.164 3.999 0.046 1.389 1.007 ~1.917

AW KB, ARHTE FIB K A% AT — 1K i
HHE S KA CIN, I IS B M ] FIB 5 AT
- MxFsd B2 y7 AR Ja CIN A A 0 5000 58 S v . 2
JG Logistic [H] )43 il 55, R Al FIB F1{I% AT - 1 &
CIN 1y fa B 3R o #5030 & B, AR | 8 E K- 2

CIN 7 57 fi s [ %

FIB AN AR BE i ok 5 v i 3 = 2 /E AT, i B AE 48
S AR R A FIB KT £ 3 9
s s A N S TR A B R i TR = A A 3
- L RO I, T = B O A A Ui B — 20 S 3L
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A — 2

AT — T H: 35 P 38 5 9l R AR 40 e AR 470 B8 7K 7
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A SEL DT 958 1L 6 , 30 400 ) JEG At A1 46 P O L R R
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