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[ Abstract] Objective To determine the association between serum asprosin levels with diabetic ret-
inopathy. Methods A total of 120 type 2 diabetes (T2DM) patients( T2DM group ) who were enrolled from
the inpatients of the Department of Endocrinology, Qilu Hospital of Shandong University from October, 2018
to April, 2019 and 34 control subjects ( control group) were enrolled. Diabetic patients were then divided
into T2DM patients without diabetic retinopathy group (n=52), non-proliferative diabetic retinopathy
(NPDR) group (n=42), and proliferative diabetic retinopathy ( PDR) group (n=26). Height, weight,
and blood pressure were measured. Venous blood were abstracted from all subjects after fasting for 8 hours.
Then serum lipid and glycosylated hemoglobin were assessed. Serum asprosin levels were assessed using
enzyme linked immunosorbent assay. Results Serum asprosin level was significantly higher in the diabetic
groups than that in control group. Serum asprosin level was significantly increased in PDR group compared
with the other two T2DM groups. In addition, compared with diabetic patients without diabetic retinopathy
group, serum asprosin level was significantly increased in NPDR group (F =35.526, P =0.000). Logistic
regression analysis demonstrated that serum asprosin was an independent risk factor of diabetic retinopathy
(OR=1.268, 95% CI; 1.121-1.435, P=0.000). Conclusion Serum asprosin level is elevated in
diabetic retinopathy patients. Serum asprosin is correlated with diabetic retinopathy.
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