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Abstract: This paper reported a case of Mulchandani-Bhoj-Conlin syndrome diagnosed in our hospital. Combined with her special facial features and genetic

testing, it was diagnosed as Mulchandani-Bhoj-Conlin syndrome. Based on the clinical characteristics of the child and literature analysis, we aim
to improve the understanding of Mulchandani-Bhoj-Conlin syndrome and reduce misdiagnosis and missed diagnosis.
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