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Clinical value of serum NGAL level in predicting acute ischemic stroke”
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Abstract:Objective To investigate the clinical value of serum neutrophil gelatinase associated lipocalin
(NGAL) in predicting acute ischemic stroke. Methods A total of 222 patients with acute ischemic stroke ad-
mitted to the hospital from January to December 2019 were selected as the observation group,and 156 healthy
people in the same period were selected as the healthy control group. The serum levels of NGAL, high-sensi-
tivity C-reactive protein (hsCRP),total cholesterol (TC), triacylglycerol (TG) , high-density lipoprotein cho-
lesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C) and homocysteine ( Hcy) were detected.
SPSS19. 0 and MedCalcl2. 7 were used to process the data. The receiver operating characteristic curve was
drawn and the diagnostic efficacy of serum NGAL was analyzed. Results Serum NGAL in the observation
group was significantly higher than that in healthy control group (P <C0. 05). Serum NGAL was positively
correlated with hsCRP, TC, LDL-C and Hcy (r =0. 356, P <0. 001;»=0. 169, P =0. 012; =0. 239, P <<
0.001;7=0.220,P<C0.001). Binary Logistic regression analysis showed that NGAL was a risk factor for a-
cute ischemic stroke (OR=1. 039, P <C0. 001). Taking 141. 0 mg/L as the optimal critical value,the sensitivity
and specificity of serum NGAL in predicting acute ischemic stroke were 63. 1% and 85. 9% , respectively, the
area under the receiver operating characteristic curve was 0. 81. Conclusion NGAL is a biomarker for predic-
ting acute ischemic stroke.
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NGAL[M(P,. ,P,.).pg/L] 154.9(129.0,201. 1) 116.0(96.0,134.0) —10.104 <<0.001
hsCRPLM (P,;,P,;),mg/L] 2.79(1.79,6.56) 1.22(0. 44,2.87) —8.780 <C0.001
TC[M(P,,.P,;).mmol/L] 5.48(4.82,6.18) 4.60(3.90,5.31) —7.893 <C0.001
TG[M(P,;,P ;) ,mmol/L] 1.31€0.99.1.8D) 1.24(0.95.1. 84) —1.739 0.082
HDL-C[M (P, ,P,.),mmol/L] 1.17(0.98,1.42) 1.26(1.05,1.58) 3.033 0.002
LDL-C[M(P,;,P ;) ,mmol/L] 3.36(2.82,4.02) 2.81(2.20,3.20) —6.749  <<0.001
Hey[M (P, .P,.),pmol/L] 14.40(11.80,17.90) 10. 8(9. 00,14, 08) —6.382 <C0.001
Cr[M(P,;.,P,5),pmol/L] 68.1(57.7,85.5) 61.1(53.6,71.5) —4.766  <C0.001
CysC[M (P, ,P;;),mg/L] 1.02(0. 88,1.08) 0.87(0.79,1.01) —6.204 <<0.001
eGFR[M(P,;,P,;),mL/(min * 1.73 m*)] 72(65,90) 88(70,101) 4,640 <<0.001
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NGAL 0.038  0.005 <<0.001 1.039  1.029~1.048
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Hey 0.107  0.029 <<0.001 1.113  1.052~1.177
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Hey 0. 69¢0. 64~0. 7 10.8 ‘umol/ L 82.0 50. 6 0. 326 70.3 66. 4 1. 66 0. 36
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