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Correlation between IGF —1 and Central Precocious Puberty in Obese Children. HUI Qionggiong, SHI Cong, YE Xinhua, et al. The
First Clinical Medical College of Lanzhou University , Gansu 730000, China

Abstract Objective To investigate the metabolic characteristics of insulin growth factor =1 (IGF — 1), blood lipid and bone de-
velopment in obese children, and to analyze the correlation between IGF — 1 and central precocity. Methods From October 2020 to July
2021, children aged 6 — 10 years who met the obesity and non — obesity standards in Lanzhou urban obesity questionnaire were selected,
among them, 81 obese children were included in the obese group, and 76 non — obese children were included in the non — obese group.
According to obesity and precocious puberty, the participants were divided into four groups: obese with precocious puberty group (n =
21), obese without precocious puberty group (n =60) , non — obese with precocious puberty group (n =10) and non — obese without pre-
cocious puberty group (n=66). IGF -1, insulin growth factor binding protein 3 (IGFBP3) , total cholesterol (TC) , triglyceride (TG) ,
high density lipoprotein — cholesterol (HDL - C) and low density lipoprotein — cholesterol (LDL — C) were improved and bone age films of
left wrist joint were taken. The sexual development, IGF — 1, blood lipid and bone age of children in different groups were compared.
Results The incidence of precocious puberty in obese group was higher than that in non — obese group, and that in girls were more than
that in boys (P <0.05). The development of bone age, IGF -1, IGFBP3, TC, TG and LDL - C in obese group were higher than those
in non - obese group, while HDL - C was decreased (P <0.05). Compared with the obese without precocious puberty group, the bone
age development was earlier, TC, TG and LDL - C were lower in the obese with precocious puberty group (P <0.05), IGF -1 and IG-
FBP3 was slightly lower (P > 0.05). Compared with non — obese without precocious puberty group, the level of IGF -1 was higher, and
LDL - C was lower in non — obese with precocious puberty group (P <0.05). Non — obese children in the precocious puberty group were
compared, There were no significant differences in IGF -1 and blood lipid between obese with precocious puberty group and non - obese
without precocious puberty group (P >0.05). Conclusion Obesity is one of the key factors to induce precocious puberty. IGF -1 was
elevated and bone age development was earlier in obese children. The bone age development of children with precocious puberty was earli-
er, but the levels of blood lipid and IGF -1 are different in different groups. It is suggested that IGF -1 and lipid metabolism may be dis-
turbed during precocious puberty.
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