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[ Abstract]  Objective
(CXCL16) and diabetic foot. Methods From January 2013 to December 2014, a total of 164 diabetic pa-

tients were enrolled and divided into diabetic foot group (n=90) and diabetes alone group (n =74) accord-

To discuss the correlation between serum CXC-chemokine ligand 16

ing to with or without diabetic foot. Serum CXCL16 was detected by enzyme-linked immunosorbent assay
(ELISA) . With high CXCL16 level as the exposure factor, the correlation between CXCL16 level and diabet-
ic foot was analyzed. Logistic regression analysis was used to analyze the risk factors of diabetic foot. Results

Serum CXCL16 in diabetic foot group was significantly higher than that in diabetes alone group(¢=3. 111,
P =0.002). Diabetic patients with serum CXCL16 level greater than 1.72 pg/L had a 4.39 times higher
risk of diabetic foot than those with CXCL16 level lower than 1. 72 pg/L. Logistic regression analysis showed
that CXCL16 ( OR =24.487,95% CI:3.733-160.628,P =0.001) and fibrinogen ( OR =2.994,95% CI .
1.654-5.419,P =0.000) were the risk factors of diabetic foot. Conclusion Serum CXC16 and fibrinogen
are the risk factors for diabetic foot.
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