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Predictive value of serum CHI3L1 and SOCS3 in early diabetic nephropathy
in patients with type 2 diabetes”
ZHANG Gang' \WANG Haifang' ,YANG Zhisen®
1. First Department of Endocrinology ;2. Department o f General Surgery ,
First Hospital of Handan ,Handan . Hebei 056000,China
Abstract:Objective To explore the predictive value of serum chitinase 3-like protein 1 (CHI3L1) and
suppressor of cytokine signaling 3 (SOCS3) in early diabetic nephropathy in patients with type 2 diabetes.
Methods A total of 98 patients with type 2 diabetes who were admitted to the hospital from December 2019
to December 2021 were selected as the research subjects,and the patients were divided into simple diabetes
group (n=55) and early diabetic nephropathy group (7 =43) according to the urinary albumin excretion rate
(UAER) ,and 50 healthy people who came to a hospital for physical examination during the same period were
selected as the control group. Serum CHI3L1 and SOCS3 levels were detected in all included subjects after ad-
mission. The clinical data and laboratory indicators of each group were analyzed and compared,and the receiver
operating characteristic curve (ROC curve) was used to evaluate the predictive value of serum CHI3L1 and
SOCS3 on early diabetic nephropathy in patients with type 2 diabetes. The related factors of early diabetic ne-
phropathy in patients with type 2 diabetes were investigated by multivariate Logistic regression analysis. Re-
sults The levels of serum CHI3L1 and SOCS3 in early diabetic nephropathy group were significantly higher
than those in simple diabetic group and control group,the difference was statistically significant (P <0, 05).
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Serum CHI3L1 and SOCS3 levels in simple diabetes group were significantly higher than those in control
group.and the difference was statistically significant (P<Z0. 05). The ROC curve results showed that the area
under the curve,sensitivity,and specificity of serum CHI3L1 for predicting early diabetic nephropathy in pa-
tients with type 2 diabetes were 0. 768,93. 02% ,and 52. 73 % ,respectively. The area under the curve, sensitivi-
ty,and specificity of serum SOCS3 for predicting early diabetic nephropathy in patients with type 2 diabetes
were 0. 830,93. 02%,and 61. 82% , respectively. The area under the curve, sensitivity, and specificity of the
two combined to predict early diabetic nephropathy in patients with type 2 diabetes were 0. 920,88. 37 % ,and
87.27%, respectively. The results of multivariate Logistic regression analysis showed that serum CHI3L1
(OR=3.90,95%CI:1.90—7.98) and SOCS3 (OR =4.10,95%CI:1.86—9. 01) were risk factors for early
Serum CHI3L1 and
SOCS3 are elevated in patients with type 2 diabetes,and the levels of serum CHI3L1 and SOCS3 are higher in

diabetic nephropathy in patients with type 2 diabetes mellitus (P <C0. 05). Conclusion

patients with type 2 diabetes and diabetic nephropathy,both of which are related factors of early diabetic ne-
phropathy in patients with type 2 diabetes. Both have high predictive value for early diabetic nephropathy in

patients with type 2 diabetes.
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