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[ Abstract]  Chung-Jansen syndrome ( CHUJANS ), an autosomal dominant genetic disorder, is a newly discovered rare obesity
syndrome, mainly manifesting as developmental delay, mental retardation, obesity and dysmorphism. We reported one CHUJANS
child with obesity and small testes as the main manifestations. The patient had developmental delay, mental retardation, complicated
with left renal agenesis and hypogonadotropic hypogonadism. Genetic testing prompted PHIP gene mutation at ¢.600+1G>C. The child
was diagnosed with CHUJANS. After long-term comprehensive treatment, the long-term quality of life was significantly improved. As
Chung-Jansen syndrome is low in prevalence and multi-systemic, this case report expands the spectrum of mutations in CHUJANS,

which can deepen clinicians’ understanding of this disease. Early diagnosis and intervention contribute to enhancing clinical prognosis.
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