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Effect of Short — term Intensive Insulin Pump Therapy on Serum IL —22 Levels in Newly Diagnosed Type 2 Diabetic Patients. Peng Wan-
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Abstract Objective To explore the effect of short — term intensive insulin pump therapy on the level of serum interleukin — 22
(IL -22) in newly diagnosed type 2 diabetes (T2DM) patients. Methods From May 2018 to May 2019, eighty newly diagnosed T2DM
patients (T2DM group) and eighty healthy subjects ( control group) admitted to the Department of Endocrinology, Jingzhou Central Hospi-
tal were selected. The fasting blood glucose (FBG) ,glycated hemoglobin ( HbAlc) , fasting C — peptide ( FCP) , fasting insulin ( FINS)
and serum IL —22 levels in the two groups were measured,and the homa islet beta cell function index (HOMA - ) and homa insulin re-
sistance index (HOMA - IR) were calculated. The T2DM group was treated with insulin pump for 14 days. After the blood glucose
reached the standard,the levels of FBG,FCP and serum IL - 22 were reexamined. Results Before treatment,the level of serum IL —22 in
T2DM group was significantly lower than that in the control group( P <0.05). After 14 days of intensive insulin pump treatment,the level
of serum IL —22 was significantly higher than before treatment( P <0.05) ,but still lower than that in the control group(P <0.05). Corre-
lation analysis showed that serum IL — 22 levels were negatively correlated with FBG and HbAlc( P <0.05) and positively correlated with
FCP and FINS(P <0.05). Conclusion The level of serum IL —22 in patients with newly diagnosed T2DM decreased significantly, but
increased significantly after short — term intensive treatment with insulin pump. The level of serum IL —22 may have a predictive value for
the impairment of islet § — cell function.
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