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[ Abstract] Background Incidence of contrast—induced nephropathy ( CIN) after percutaneous coronary

intervention ( PCI) is relatively high, thus it is important to investigate the influencing factors of CIN for preoperative risk
stratification, targeted intervention and reducing the risk of CIN in high-risk population. Objective To investigate the
relationship between growth differentiation factor—15 ( GDF-15) and CIN after PCI in patients with acute myocardial infarction

(AMI ) . Methods A total of 374 AMI patients underwent PCI were selected in the First People’ s Hospital of Xiaogan from
June 2014 to September 2018, and they were divided into non—CIN group (n=317 ) and CIN group (n=57) according to the
incidence of CIN after PCI. General information, stents implantation related indicators, dosage of contrast medium, duration of

operation, Secr, blood lipid parameters, GDF-15, LVEF, NT-proBNP were compared between the two groups; relationship
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between GDF-15 and CIN after PCI in patients with AMI was analyzed by multivariate Logistic regression analysis, and ROC
(1) Age in CIN
group was slatistically significantly older than that in non—CIN group, incidence of hypertension and diabetes, SBP, DBP,

curve was plotted to evaluate the predictive value of GDF-15 on CIN after PCI in patients with AMI. Results

proportion of patients with Killip class = I , GDF-15 and NT-proBNP in CIN group were statistically significantly higher than
those in non—CIN group, while LVEF in CIN group was statistically significantly lower than that in non—CIN group ( P<0.05) ;

no statistically significant difference of gender, incidence of hyperlipidemia, smoking history, drinking history, medication
history, number of stenosed coronary arteries, perioperative adjuvant medication, number or total length of implanted stents,

dosage of contrast medium, duration of operation, Ser, TC, TG or LDL-C was found between the two groups ( P>0.05) . (2)

Multivariate Logistic regression analysis results showed that, GDF-15 = 1, 203.3 ng/L [ OR=3.117, 95%CI ( 1.466, 6.629) )
was one of independent influencing factor of CIN after PCI in patients with AMI ( P<0.05) . (3) AUC, the optimal cut—off
value, sensitivity and specificity of GDF-15 in predicting CIN after PCI in patients with AMI were 0.856( 95%CI 0.800,0.911 )],
1 203.3 ng/L., 0.754 and 0.830 respectively. Conclusion GDF-15 is significantly elevated in post—PCI CIN patients with
AMI, and GDF-15 = 1, 203.3 ng/L is one of independent influencing factor of CIN after PCI in patients with AMI, moreover

GDF-15 has predictive value on CIN after PCI in AMI patients with AMI to some extent.
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Table 2 Multivariate Logistic regression analysis on influencing factors of
CIN after PCI in patients with AMI

i B SE Wady*fE  PH OR (95%CI )
R STS (D
ph %w) 0782 0142 30327 <001 2.186 (1655, 2.887)
i 0803 0162 24570 <001 2.083 (1325, 3.276)
GDF-15=12033ngl. LI37 0275 17.094 0,003 3117 (1466, 6.629)
LVEF = 50% -1082 0231 21.940 <001 0339 (0216, 0.533)

FR1 AMEONFEIEREH PCLJE CIN 5200 K 2 1Y PR E o Hr

Table 1 Univariate analysis on influencing factors of CIN after PCI in patients with AMI

W28 (n (%) )

g B AR AEi EILE BRI mRIMAE  WOES i Sur .
o (Hi&) (x+s ) (n( %)) (n(%) ) (%)) (n(%) ] (n(%) JACEUARB FISREH] B - SZHBAER fby T2
JE CINZ 317 184/133 64.8+10.8 172(54.3) 140 (44.2) 178(56.2) 121(38.2) 101(31.9)79(24.9) 56(17.7) 114 (36.0) 130 (41.0)
CINZH 57 31726 69.8+9.5 40(70.2) 36(63.2) 39(68.4) 27(474) 20(35.1) 12(21.1) 11(193) 21(36.8) 18 (31.6)
x> () {8 0265  -2.422° 4.985 6.996 2.986 1.709 0.229 0.393 0.088 0.016 1.797
PAd 0.607 0.019 0.026 0.008 0.084 0.191 0.632 0.531 0.767 0.899 0.180
-~ TR EEL (n (%) ) FIARIIEBIZ (n (%) ]
LN X ES3 i ] DT AR LA ¥R B AL
4k CIN 4 131 (41.3) 149 (47.0) 37 (11.7) 317 (100.0) 317 (100.0) 317 (100.0) 121 (38.2)
CIN 41 22 (38.6) 26 (45.6) 9 (15.8) 57 (100.0) 57 (100.0) 57 (100.0) 26 (45.6)
x> () 18 0.774 - - - 1.122
P{a 0.679 - - - 0.289
g WEE AR Killip 5% [n (%) ) jAScypsl MASCREKIEE RFAR  FoRmm
(x+s, mm Hg (x+s, mmHg) 14 > (x£s,71) (x+s, mm (x+s, ml) (x+s, min
4k CIN 44 136 £ 15 87+9 258 (81.4) 59 (18.6) 2.03+0.92 3827+21.43  24247+68.96  84.92+36.41
CIN 41 15422 96 +7 39 (68.4) 18 (31.6) 2.18+0.94 39.63+21.42  249.53+73.18  88.32+29.87
x> (1) 18 -4.012 -2.719* 4.969 -0.266" -0.232" -0.194" -0.534"
P <0.01 0.009 0.026 0.791 0.818 0.847 0.595
g1 Ser (X3, B R T (R i 2R A GDF-15 _LVEF NT-proBNP
pwmol/L) (x+s, mmol/L) (x=s, mmol/LL) P& (x+s, mmol/L) (x+s, ngL) (xxs, %) (x+s, ng/l)
JECINZL  84.47+13.38 138 +0.61 4.49 +1.39 2.78 +0.83 925.09 +277.65  53.42+6.48 1325 +654
CIN 41 89.62 +23.08 148 +0.74 458 +1.43 2.89+1.12 136328 +308.12  42.58+9.13 20381024
x> (t) 18 1.929" -0.375" -0.328" -0.459° -10.783" 5.632° 8.633"
PH 0.058 0.709 0.744 0.648 <0.01 <0.01 <0.01
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Figure 1 ROC curve for GDF-15 in predicting CIN after PCI in patients
with AMI
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