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Abstract

Objective: To explore whether there was statistical correlation between gene mutation and clinical
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manifestations of hypothalamic syndrome in children with early-onset obesity. Methods: Data of
children with early-onset obesity diagnosed in the Department of Pediatrics of the Second Affiliated
Hospital of Anhui Medical University from January 2022 to October 2022 were collected. After seek-
ing parental consent, a total of 89 children who met the inclusion criteria received whole exon gene
sequencing (WES). The children were divided into groups according to whether there were gene
mutations, and the number of patients with bulimia, metabolic disorders, sleep disorders, endo-
crine abnormalities, neuropsychiatric disorders and other clinical manifestations in the two groups
were counted to explore whether there were statistically significant differences in clinical manifes-
tations between the two groups. Results: Pathogenic variants were found in 30 individuals. Between
the two groups, the number of bulimia and intellectual disability p value was less than 0.05, and the
remaining clinical manifestations p value was greater than 0.05. Conclusion: Gene mutation is pre-
sent in 33.7% of children with early onset obesity. Among them, the incidence of bulimia and intel-
lectual disability in the gene positive group was significantly higher than that in the gene negative
group, and there was a statistical difference.
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Table 1. Main clinical phenotypes of children with gene mutation
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Table 2. The number of clinical manifestations in positive gene group and negative gene group
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