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Study on the Relationship between Insulin - like Growth Factor 1 and Thyroid Nodules in Patients with Type 2 Diabetes. Li Xiaoqin, Cui
Fan,Qian Zengkun ,et al. Department of Laboratory Medicine,The First People's Hospital of Wuhu, Anhui 241000, China

Abstract Objective To investigate the relationship between insulin — like growth factor =1 (IGF —1) and thyroid nodules in pa-
tients with type 2 diabetes. Methods A total of 100 patients with type 2 diabetes (T2DM) who were admitted to the author’s hospital
from July 2019 to July 2020 were selected. Among them, 50 patients with simple type 2 diabetes were used as the control group, and 50
patients with type 2 diabetes with thyroid nodules were used as the observation group. The clinical data of patients were collected,and the
serum levels of fasting insulin ( FINs) , fasting C — peptide, fasting blood glucose (FPG) , glycosylated hemoglobin ( HbAlc) , insulin re-

sistance index (HOMA - 1IR) , free triiodine thyroid Protoine FT,, free thyroxine FT,, serum thyroid stimulating hormone TSH, IGF -1,

4
insulin - like growth factor binding protein —3 (IGFBP -3), 24 - hour urine microalbumin (MA) , triglycerides (TG) , Uric acid (UA)
and so on were tested and compared. Results The levels of FINs, TSH, HOMA - IR, IGF -1, and IGFBP -3 in the observation group
were higher than those in the control group (P <0.05). IGF -1 was significantly negatively correlated with age and BMI (P <0.05) , as
IGF -1 was significantly positively correlated with FINS, IGFBP -3, HOMA - IR, TSH, FPG, UA, CHOL and TG (P <0.05). Un-
conditional binary logistic regression analysis showed that IGF -1, FINS, TSH, HOMA - IR and FPG were the related factors of T2DM
The high levels of IGF -1, FINS, TSH, HOMA - IR and FPG are important influencing

factors for T2DM combined with thyroid nodules, which may be related to the formation of thyroid nodules in T2DM.

with thyroid nodules (P <0.05). Conclusion

Key words Type 2 diabetes; Thyroid nodules;Insulin resistance;Insulin — like growth factor 1
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