CN 43-1262/R " [E S fikalifb 4 it 2021 455 29 55 11 977

[XEHS] 1007-3949(2021)29-11-0977-06 - I PRAFE -

ek U9 S T R F A OG 2 P B 40d 00 D 1 W 3 - i 2 R ik #2
Z2 GE AR 22 391 15 s 1) 5

T &', pes', EFE, BEiHE, 3 8, & 7'
(L. ABARER S AR T RAESOERFLH T RAELCHAG EEERE, S AE7 MF 510080;
2LERTEHE-—ARKERGFI, ;R EERT 526000)

[KEIF] ARFHpEY, BHYANEXLRESG,; BE-2E¥EREIZA0HN;, ZHRE; 2ELT
([ ZE] BHH HTASREZEZHNANX LM B (CA-AKL) B4 B F - F TR & % ¥4 A (RASD)
SR FE 9 Hm, Tk EHIN 1526 6] B 2008 S 1 A—2018 12 A £ R AARERAT AR IREY HD
A TS 9m ARG I CA-AKI 89 & % A2 T A RASI 54 RASI 28 (n=984) fedk RASI 20 (n=542), £&#
SR AR AT, WRFHAEEZELKIERTA, 128 Kaplan-Meier 7 4= COX 21 )2 5 #7345 RASI 3412 #1771
EH#ra, R RASI 4045 A B S AR A iT K 2546 k) % T 4F RASI 48(P<0.01) , £ 4.75(2.82,6.67)
Fey T AR R 332 Bl EF T, AR TR A 21.76% , Kaplan-Meier & & 5 #7 % 7 , RASI 28 & % 9 5t = £ 4K
T RASI A £ & (P=0.001), £HZREAEZCOX MRS EFRHREEEZT RASI BT 54 RATERFE i 48
%X (P=0.001,P=0.034) ,RASI ZiZ AR AT ik HE, Ei RASI A HEE CA-AKI B Z PTG
A0k AR B &, KA RASL 397 TR Y B mbe 5t CA-AKL & 92 R,

[FESES] R54 [ XEfRIREE] A

Effect of renin-angiotensin system inhibitor on long-term prognosis after contrast-as-

sociated acute kidney injury in patients with coronary heart disease

WANG Bo', YANG Xuxi', HUANG Xiuqiong'*, CHEN Shiqun', LIU Yong', TAN Ning'

(1. Department of Cardiology, Guangdong Provincial People’s Hospital & Guangdong Institute of Cardiovascular Disease &
Guangdong Key Laboratory of Coronary Heart Disease Prevention, Guangzhou, Guangdong 510080, China; 2. Department of
Pharmacy, Zhaoqing First People’s Hospital, Zhaoging, Guangdong 526000, China)

[ KEY WORDS] coronary angiography; contrast-associated acute kidney injury; renin-angiotensin system inhibitor;
long-term prognosis; all-cause death

[ ABSTRACT] Aim To investigate the effect of renin-angiotensin system inhibitor (RAST) on long-term prognosis in
patients with coronary heart disease (CHD) after contrast-associated acute kidney injury ( CA-AKT). Methods A to-
tal of 1 526 patients with CHD diagnosed by coronary angiography and postoperative CA-AKI in Guangdong Provincial
People’s Hospital from January 2008 to December 2018 were included in this study. They were divided into RASI group
(n=984) and non-RASI group (n=542) according to whether they took RASI or not.  The primary end point was long-
term all-cause death.  Baseline clinical data were compared between the two groups.  Kaplan-Meier method and COX re-
gression analysis were used to evaluate the effect of RASI on long-term prognosis. Results  The proportion of B-recep-
tor blockers and statins used in the RASI group was higher than that in the non-RASI group (P<0.01). During the medi-
an follow-up period of 4. 75 years (quartile 2. 82 years, 6.67 years), 332 patients died, and the all-cause mortality was
21.76% . Kaplan-Meier survival analysis showed that the mortality of RASI group was lower than that of non-RASI group

(P=0.001). Univariate and multivariate COX regression analysis showed that RASI treatment after discharge was signifi-
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cantly negatively correlated with all-cause death (P=0.001, P=0.034), and RASI was an independent protective factor

for long-term all-cause death. Conclusions

CHD patients after CA-AKI.
CA-AKI.
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Long-term use of RASI therapy can reduce the all-cause death in patients with CHD and
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Table 1. Comparison of clinical data between the two groups

I H 4 RASI H (n=542) RASI 4H (n=984) P

WS/ % 65.47+11.12 65.26+11.15 0.725
B/ THI(%) ] 356(65.68) 676(68.70) 0.251
AR S Ik LA/ [ (% ) ] 222(40.96) 521(52.95) <0.001
/[ B %) ] 288(53.14) 429(43.60) <0.001
BRI/ [ (% ) ] 146(26.94) 342(34.76) 0.001

BRI %) ] 272(50.18) 643(65.35) <0.001
CKD/[ (% ) ] 205(37.82) 259(26.32) <0.001
I 0 WU ZE/ [ (% ) ] 27(4.98) 89(9.04) 0.004
L p R BNk A ANTRTT/ [ B(% ) ] 209(38.56) 411(41.77) 0.494
RIGET/ [ B(% ) ] 66(12.18) 41(4.17) <0.001
MO/ (x10° L) 1.68(0.72) 1.76(0.66) 0.051
D-Z R/ (pe/L) 605.00(306.75,1 262.50) 408.00(220. 00,900. 00) <0. 001
S EE B/ (mmol /1) 4.55(1.21) 4.69(1.26) 0.058
Hil =8/ (mmol/L) 1.59(1.02) 1.65(1.31) 0.422
PR 4% 3 IR 26 A AR 5/ ( mmol/ L) 2.85(0.95) 2.90(1.01) 0.287
=% B N 2 A I FE B2/ (mmol/LL) 0.98(0.26) 1.00(0.27) 0.214
H&EMA/ (/L) 34.32(4.66) 34.77(4.67) 0.118
J4M K RTIA/ (ng/ 1) 1 438.00(318.20,5 585.00) 890.20(184.20,3 463.00) <0.001
B SZAABH /[ (% ) ] 310(57.20) 717(72.87) <0.001
HITZRZ Y/ [ 5% ) ] 402(74.17) 896(91.06) <0.001
SHIET/[Hl(% ) ] 127(23.43) 205(20.83) 0.266
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Table 2. Univariate and multivariate COX regression analysis

- R Z COX [ 4Mr Z % COX [EH/3Hr
HR 95% CI P{E HR 95% C1 PiA

RASI 0.695 0.556 ~0. 868 0.001 0.711 0.519 ~0.974 0.034
a8 1.036 1.025 ~1.047 <0.001 1.017 1.000 ~1.033 0.043
EiRes 1.027 0.814 ~1.295 0.823 1.181 0.854 ~1.633 0.314
SR Bk EE AT 0.912 0.733 ~1.134 0.408

il 1.777 1.426 ~2.215 <0. 001 1.176 0.821 ~1.685 0.376
Wi PR 1.484 1.190 ~1.851 <0.001 1.378 1.010 ~1.880 0.043
1 IR 1.242 0.984 ~1.569 0. 069 1.056 0.753 ~1.480 0.753
CKD 2.715 2.188 ~3.370 <0.001 1.999 1.381 ~2.894 <0.001
R IH 4.0 AT 5E 0.900 0.617 ~1.312 0.583

2 B AR BBk AR T 1.113 0.893 ~1.386 0.341

RGBT 2.964 2.146 ~4.093 <0.001 0.775 0.454 ~1.322 0.349
T EL 4T 0.608 0.510 ~0.725 <0.001 0.709 0.549 ~0.916 0. 009
D- Rk 1.000 1.000 ~ 1.000 <0. 001 1.000 1.000 ~1.000 0.347
SR [ 0.938 0.853 ~1.033 0.194

=g 0.989 0.899 ~1.087 0.812

% B g B 1 AR 0.939 0.839 ~1.051 0.274

e % B2 i 2 DL 0. 604 0.393 ~0.927 0.021 0.985 0.537 ~1.807 0.961
HEM 0.930 0.907 ~0.953 <0. 001 0.979 0.945 ~1.014 0.242
I JOR T A 1.000 1.000 ~1.000 <0.001 1.000 1.000 ~ 1. 000 0.047
B 2 A BEL ¥ 711 0.907 0.722 ~1.140 0.403

HTHZ5 1.056 0.764 ~1.460 0.742
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b 2 ik ks A B L 1 L AR 92 9 P - % 7 R A AT AL
By rHema R 2017 AFRRRIH O ERRE 24 23 (ESC) &
P ST B4 B0 LRE A6 36 7 $5 ) b 3 2 X
RASI il HIFE s B I e 18, H2 RASI 2 AR
LB IE CA-AKL BF UG AN TEEE

H XS CA-AKI BB jA e it 32 22 48 v 78 KU 1T
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