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[ ABSTRACT] Aim To investigate the relationship between nonalcoholic fatty liver disease (NAFLD) and contrast-
induced nephropathy ( CIN) in patients with acute myocardial infarction ( AMI) undergoing percutaneous coronary interven-
tion (PCI). Methods A total of 261 consecutive patients with acute myocardial infarction undergoing PCI in our hos-
pital from March 2014 to May 2016 were enrolled in this study. Patients were divided into NAFLD group (n=117) and
non-NAFLD group (n=144) based on the diagnosis of B-mode ulirasound. CIN was defined as=44.2 pmol/L or =25%
increase from baseline serum creatinine within 48 ~ 72 hours after contrast medium exposure, and that was not attributable to
other causes. The following data were recorded: the baseline measurements, blood urea nitrogen, serum creatinine levels
before PCI and 1, 2 and 3 days after PCI, estimated glomerular filtration rate (eGFR) , the contrast volume and coronary
pathological features after PCI.  Risk factors for CIN were determined by multivariate Logistic regression analysis. Re-
sults CIN occurred in 16.5% (43/261) of patients, and incidence of CIN was significantly higher in the NAFLD group
than that in the non-NAFLD group [ 23.93% (28/117) vs. 10.42% (15/144), P=0.003]. Compared with adverse events
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in the hospital, the incidence of acute heart failure in NAFLD group was higher ( P<0.05). Multivariate Logistic regres-
sive analysis showed that NAFLD (OR=2.18), diabetes (OR=2.42), contrast volume (OR=2.44) were risk factors for

the incidence of CIN.
undergoing PCI.
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NAFLD is the independent risk predictor of CIN in patients with AMI
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(estimated glomerular filtration rate, eGFR) £k ( P<
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A MAUEF SR LR 22 R G N (F 1),

x 1. MAERIGEKRZ LR

Table 1. Basic clinical information of two groups

5iH NAFLD 41 3E NAFLD 41
(n=117) (n=144)

(S 64.77£6.72  63.607.76
HHLHI(%) ] 81(69.23) 101(70.14)
BMI(kg/m?) 26.33+2.56"  24.42+2.67
BRI [ B1(%) ] 46(39.32) 39(27.08)
FRIFHC UAESE B (%) ] 12(10.26) 14(9.72)
i HESE 51 (%) ] 17(14.53) 12(8.33)
L] B (%) ] 71(60.68) 69(47.92)
MRS [ (%) ] 76(64.96) 86(59.72)
W45 & (mmHg) 140.22+24.37  136.25+23.45
&3k E (mmHg) 80.79+16.95 78.77+5.8
LM EA (%) 6.56+1.05 6.37+0.95
hs-CRP (mg/L) 9.78+6.36" 6.40+3.03
FLRE TIRE

JRZ A (mmol/L) 6.29+1.29 5.97+1.44

M AUEF ( wmol/L) 76.46+10.96  73.79+11.75

eGFR(mL/min/1.72m?) 84.74+13.62°  88.55+15.13
Hih=MEg (mmol/L) 1.87+0.76" 1.58+0.80
S JIH E B ( mmol /L) 4.69+1.06 4.56+1.00
HDL( mmol/L) 1.13£0.72 2.04+10.83
LDL( mmol/L) 5.52+22.73 4.96+£23.6
ALT(U/L) 31.04£18.98  26.02+24.05
JRER (wmol/L) 297.12+£97.85  285.62+95.13
LVEF(%) 48.33+4.24  49.33+4.61
ffiFH ACEI 8¢ ARB[ #l(%)]  71(60.68) 83(57.64)
5 FH AR L (% ) ] 37(31.62) 43(29.86)

a N P<0.05,b Jy P<0.01,5F NAFLD #H LL%¢,
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54FE NAFLD 41 H %8, NAFLD 204 9F = i 4%
W78 LA v, T 2 28 BR AP sk s a) | £ 57 i
Jpa A8 L g TRAC A A 43 A 17 D0 -3 SR A AN
XF E R A LU S R RS (£ 2) .
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Table 2. Comparison of intervention of two groups

5K NAFLD 41 3E NAFLD 41
(n=117) (n=144)
R BRI TE] (h) 5.72+3.40  6.02+3.18
=3 MAERZE (%) ] 41(35.04)*  34(23.61)
LM H1(%) ]
TP S 54(46.16)  73(50.70)
myaa 13(11.11) 14(9.73)
A AR Bl ik 47(40.17)  55(38.19)
Fh ] Sz % S 3(2.56) 4(2.78)
FHFEAAEL 0.93+0.57 0.83+0.60
X ER A (mL) 158.63+43.92 153.85+48.97
XTEEFIFE =200 mL[ (%) ] 23(19.66)  23(15.97)

a M P<0.05,59E NAFLD 41 Hb#%,
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261 1] AMI 3% 22 PCL R A 43 i Kk 4
CIN, 7 16.5%, NAFLD 41 %4 CIN ) Fufil [ 23.93%
(28/117) ] ' 3% & F 4E NAFLD 41 [ 10.42% ( 15/
144) 1, 53E NAFLD 41 b4, NAFLD 2 &0 ) 52
WA LIS (P<0.05) |, T B IEECIA T A
L WLEESE | I A5 132 A PR T 2 S RS
R (RS,

R3. AHARARAREGHNREBTR[H(%) ]
Table 3. The incidence of adverse events in the hospital of

two groups [ Case( %) ]

5K NAFLD 41 3E NAFLD 41
(n=117) (n=144)
CIN 28(23.93)" 15(10.42)
&0 LEESE 2(1.71) 1(0.69)
A 1M A5 1M iz A 1(0.85) 1(0.69)
Sk T 13(11.11)*° 6(4.17)
BET- 1(0.85) 2(1.39)

a 7 P<0.05,b 7 P<0.01, 54E NAFLD 41 4%,

24 22 PCIARBR4E CIN WEMEZDH

B CIN TR SR R TN 75 SR I TR A8 2 (4
F& NAFLD AFE# M5 BMI, = 32 45528 A A £
2SR hs-CRP HH = | eGFR W bE I H] 5 =200
mL fd FHFI PR ] ACEI 5 ARB | LVEF /& IfiLJE .
DRI ) 99 AL 2R Logistic M3 43 #7, ¥ P<0.20
HIFERS R R 9 A £ 78 Logistic A1 9471 R Back-
ward Wald 3, 253 875, NAFLD 5 CIN Jt 57 41 5%
(P=0.020) , %} HE7 B =200 mL A PRIR IR & A=
CIN fER 2R (P<0.05;% 4) .



CN 43-1262/R " [E sl ik alifb 44 it 2018 4F55 26 #5559 # 939

% 4. CIN g E ZH Logistic B35 174 R

Table 4. Logistic regression analysis of CIN risk factors

. IR BT EArEvieii
) OR {4 95%Cl P{H OR {4 95%Cl P{H
R 1) 0.78 0.39~1.55 0.472
AF 1 1.01 0.97~1.05 0.708
BMI 1.11 0.99~1.25 0.087
X} He 3 =200 mL 2.43 1.15~5.14 0.020 2.46 1.09~5.52 0.029
=M 1.69 0.81~3.53 0.165
A Z R 1.94 0.80~4.68 0.141
fr 1ML 1.80 0.91~3.56 0.091
BEIRGG 2.89 1.48~5.64 0.002 2.44 1.20~4.96 0.013
B TH 4.0 AT E 0.91 0.30~2.80 0.875
eGFR 0.95 0.93~0.98 0.0001 0.95 0.93~0.98 0.001
NAFLD 2.71 1.37~5.36 0.004 2.35 1.14~4.83 0.020
PR 1.01 1.00~1.01 0.254
il =g 1.05 0.70~1.57 0.819
hs-CRP 1.04 0.99~1.10 0.120
LVEF 0.92 0.86~0.99 0.020
8 F A 5 1.61 0.82~3.17 0.169
{81 1] ACEI 2 ARB 2.00 0.97~4.09 0.059
3 W P, B 22 UL R A 25 A AE AE I 1Y s B

CIN /& PCI RJ5 & W By If &5E , 7T ECR & A
Be bt [F]SE K, 5 15 1 4E G SR I L H R AT Xt
CIN Wi B P At 32 AL 35 K Ak 3R 97 U0 B 81 3 I
BB PR H A 8 X e B A X S
B 2% T B 4 & A B FIAETE CIN JXUR 1Y) f 3
AR, AMI B85 B T R 30 ik 2 v 1] 26 S 3L
O FILZT e i ot R4, TR S T 2 R R - A R K
- [E I 22 4t ( renin-angiotensin-aldosterone system ,
RAAS) , M2 50 B R 40 ™ i il k4L 2
WORAS S Z B, HR AT = 785 KA IR I7 I 1R]
J& CIN BAEME AR . Hik, X F IR fE s
H, anf B e B An ey L RO K22 B CIN 1) & A
- FHRA R T F- BRI A E S

NAFLD J2&—F Jo i 2 R0 0 1% o0~ I RE & A=
DS 550 240 e R i 7 0 R A R A 16 16 A B 25
fE, W&k BT ML, HE NAFLD 1
KIRRBW LT, Tolk & iR X AF & 2% ik 6.0%
~9.1% ,EAR KL AE W] REME T L T 5 i 4R
BRI 22 R ) NAFLD AN {5 50 48 955
FIFET -, 305 2 BUBE IR | kA Ak PO 1l A 905 A
e 45 P B s 5 S P B ORE ) o R s DD AR SO
A2 B NAFLD X1 3500 LA 30032 Wi R 30
PEBEIR | O 0L 00 LA M Ho A s i A % B
X EH R IR NAFLD AR — il S7 1

21 NAFLD AR IER A E A 7R 22 3517 A9 41 B AL
43, QAR YRR A B R R IUAE | I X
SO IR Z AT A0 B A, A CIN KA R g e
B LR NAFLD 5 242 PCI AR J5 %24 CIN XU Y
AR, DME Fy ik — 25 WiBs CIN B % A S 4% T i
Jiti , k0 PCT AR5 I KA O & A

AR A, AMI 5 R 3k &2 PCl RJF
CIN (K& %535 16.5% , [F)i} NAFLD 2H % 4= CIN
(4 L 3 v TE NAFLD 41, 1 H NAFLD 46 Z %
O3 A LB, T RES NAFLD B0 IR
PRV, 220 %8 70 B0 38 0 DL K 48 M R 7 | i
BTN PR EA XY 5 Emre 25 BT
1, AHFFE A & B8 NAFLD 4149 = 32 1459 A5 1 L
B, FEARMG T, BLI &R Logistic A1 43041 ik
7~ ,NAFLD J& 220 ARG &4 CIN R &,
TERCIEPE S AR | o IR OB R 6 A B DR LX)
i =200 mL LVEF 1Ml j5 %5 £ 5, NAFLD
{155 CIN A5, 6] NAFLD &0 57 T 5 o fig
ZHMAfERR R

KAl OB R CIN KA EEMER R,
I NAFLD A 5|3l 5 o g iR ™, S8 CIN %
A RTRERAILTEI A . ONAFLD H & 1 i 1 0k A X
FE TR URR, TR nl 7 B AR, S 51 8 R |
BNER B NS SR R AR @ NAFLD 1] 5
RAAS % i, S 3505 Z 88 >, ik 5 | B B
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(ONAFLD & A s, — SR A R 5%
i SEON I REAN 4, T R B TR, B
TXFEEFR B R B AU . @ONAFLD F8 35 1M AR 1% i 25
WL, SIE [ B LDL , VLDL %5 g Bt sl 4 i i 54k, &
oA | J0E P -2k 3 hn, i 78 - T UL e
WagE, of — P A N L AR BF 5 R B,
NAFLD 20 5835 AR a2l B e /K-F-59E NAFLD 41
B T H M =5  hs-CRP /K P8, #278 NAFLD
2R R E M AR AT 2L, M R e, TR A
FIN B2 451405, 6 HH NAFLD 2520 JLmd B Th B i — A4~
BRI ER, NITFE CIN kAR5,

AR5 LI NAFLD & AMI 3% PCI RJ5 CIN
KA GRS R 2 328 % NAFLD B #1755
FE il PCL 3 AT, W B2 1 15, B2 i) R Bt B 44
Jiti, /> CIN ) & ARWFSREAETE R R M, — 2
AN, JE D MRS, AT B 2 1
RARIIESE ; —JEi2 W NAFLD £ EARYE B A Ar
A& 2RI TS 4, Pl BB AETE— 2 IR 22 .

Zi LBk ,NAFLD Z%12 PCI RJ5 %4 CIN 1Y)
M7 fE R &, A2 M NAFLD A ] T % 8L CIN
e AU 1) BB, DT TR AT A 80 T s e i, AR
ABFFEAL TG R EL 2 10, B2 R 6 R 5 22
TR AL FE Bk
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