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[ Abstract] Objective: To investigate whether serum S100A14 level is related to the presence and
severity of coronary artery disease (CAD) in patients with type 2 diabetes mellitus (T2DM).  Methods:
We enrolled 240 patients with T2DM and CAD (DM with CAD group) and 80 patients with T2DM only
(DM group) who received coronary angiography. ELISA was used to detect the serum S100A14 levels.
The severity of coronary artery lesion was assessed by the number of diseased vessels.  Results: Serum
levels of S100A14 were significantly higher in DM with CAD group than those in DM group
[ (1566.76%443.10) pg/mL vs. (959.53 £ 140. 02) pg/mL, P<(0.001]. Among the 240 cases of DM
with CAD, there were 80 cases of one-vessel disease, 80 cases of two-vessel disease and 80 cases of
three-vessel disease. As the number of diseased vessels increased, the serum S100A14 level also
gradually increased (P<Z0.001). Logistic regression analysis revealed that serum S100A14 level was an

independent risk factor for CAD in T2DM patients (P <C0. 001). Receiver operator characteristics
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(ROC) curve analysis showed that serum S100A14 level >>1 046. 81 pg/mlL could predict the presence of

CAD in T2MD patients (83. 2% for sensitivity and 85. 0% for specificity).

Conclusion: The elevated

serum S100A14 is associated with the presence and severity of CAD in T2DM patients.
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Coronary atherosclerotic heart disease
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