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Study on the Correlation between Serum ADAM10 Level and Type 2 Diabetes Mellitus and Coronary Atherosclerosis.  Zhao Xi, Du Si —
cheng, Gao Yu,et al. Department of Geriatric, The First Affiliated of Kunming Medical University, Yunnan 650032, China

Abstract Objective To investigate the correlation between serum A disintegrin and metalloproteinasel0( ADAM10) and coronary
heart diseases( CHD) and type 2 diabetes mellitus( T2DM) , explore the relevant mechanisms and influencing factors. Methods 300 pa-
tients in the first affiliated hospital of Kunming Medical University Hospital from September 2017 to June 2018 were selected as the obser-
vation group. T2DM group (n =100) ,CHD group (n =100)and T2DM - CHD group(n =100) , respectively. While 100 healthy person
from the physical examination center were selected as control group. Serum ADAMI0 levels were detected by enzyme — linked immunosor-
bent assay (ELISA). Results The serum ADAMI1O levels of patients in the T2DM group 1833. 44 + 778. 69pg/ml, the CHD group
2015.95 £802. 10pg/ml and the T2DM - CHD group 1983. 09 +734. 88pg/ml were significantly higher than those in the control group
1485.77 £530. 12pg/ml (P <0.05). After the exclusion of confounding factors by covariance analysis, serum ADAM10 in CHD group
and T2DM — CHD group was still higher than that in the control group, with statistically significant difference (P <0.05). Multiple step-

wise regression analysis showed that HDL - C(¢ = -5.153,P <0.05) were negatively correlated with ADAM10. Conclusion The level

of serum ADAMI10 has certain reference value for CHD.

Key words ADAMIO protein;Type 2 diabetes mellitus ; Coronary artery disease ; Metaflammation
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