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Abstract: Objective To explore the diagnostic value and clinical significance of combined detection of gly-
cated apolipoprotein A-1 (gly-ApoA-I) and kidney injury molecule-1 (KIM-1) in the coronary heart disease.
Methods The plasma gly-ApoA-I and KIM-1 levels of a total of 136 patients with coronary heart disease
(case group) and 50 non-coronary heart disease controls (control group) were detected,and the correlation be-
tween the two indicators and the differences between the groups were analyzed. At the same time, the case
group was divided into stable angina pectoris (SAP) group,unstable angina pectoris (UAP) group and acute
myocardial infarction (AMI) group,and the differences of gly-ApoA-1I and KIM-1 levels between the three
groups and the control group were analyzed. The receiver operating characteristic (ROC) curve was drawn to
evaluate the efficacy of gly-ApoA-I and KIM-1 in the diagnosis of coronary heart disease. Results Compared
with the control group,the proportion of type 2 diabetes and smoking was higher in the case group,and KIM-
1 and gly-ApoA-I increased (P<C0.05). Compared with the control group,the levels of gly-ApoA-I and KIM-
1 in the SAP group, UAP group,and AMI group were significantly increased (P <C0. 05). Compared with the
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SAP group,the levels of gly-ApoA-I and KIM-1 in the UAP group and AMI group were significantly increased
(P<C0.05). Compared with the UAP group,the levels of gly-ApoA-I and KIM-1 in the AMI group were sig-
nificantly higher (P <C0. 05). Correlation analysis showed that gly-ApoA-1 was positively correlated with
KIM-1 level (+=0.788,P<C0.001). ROC curve analysis in diagnosing coronary heart disease showed that the
area under the curve of gly-ApoA-I was 0. 802 (95% CI:0.769—0. 891, P<C0. 001),and the sensitivity was
82.1% ,the specificity was 86.4%. The area under the curve of KIM was 0. 795 (95%CI :0.717—0.873,P <
0.001) ,and the sensitivity was 83. 6 % , the specificity was 80. 2%. The area under the curve of the combined
detection of the two indicators was 0. 898 (95% CI:0. 838 — 0. 937, P <C0. 001), and the sensitivity was
94. 6% ,the specificity was 92. 2%. Conclusion The increased levels of Gly-ApoA-I and KIM-1 may be related

to the increased risk of coronary heart disease. The combined detection of the two indicators is of certain value

in the diagnosis of coronary heart disease.
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