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A Clinical Report of One Case of Wiedemann Steiner Syndrome
Complicated with Hypothyroidism and Growth Hormone
Deficiency and Literature Review*
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Abstract: Objective The clinical characteristics and diagnosis and treatment process of a child with Wiedemann Steiner syndrome (WSS) complicated with
hypothyroidism and growth hormone deficiency were analyzed to provide assistance for enriching the clinical treatment methods of such diseases. Method's
The child, male, 7 years and 3 months old, was diagnosed with "WSS, motor development disorder, hypothyroidism, congenital patent foramen ovale, and
cryptorchidism" at 6 months of age after birth. After oral administration of levothyroxine tablets and rehabilitation therapy, the intelligence and gross motor
development of the child caught up with those of normal children of the same age and gender. However, his height was still relatively short. He visited our
hospital and was diagnosed with "growth hormone deficiency". Recombinant human growth hormone was administered for treatment, and the therapeutic
outcome was favorable. Results The patient, a male aged 7 years and 3 months, was treated in the pediatrics department of our hospital with the chief
complaint of "slow height growth for 2 years". The child previously suffered from "WSS, motor development disorder, hypothyroidism, congenital patent
foramen ovale, and cryptorchidism". After surgical treatment, rehabilitation exercises, and oral administration of levothyroxine tablets, the intelligence and
gross motor development of the child caught up with those of normal children of the same age and gender, but the height was still relatively short. The child
was diagnosed with "growth hormone deficiency" in our hospital and was treated with recombinant human growth hormone, with favorable therapeutic
effects. Conclusion The clinical symptoms vary greatly among patients with WSS. It is necessary to identify the disease through genetic testing at an early
stage, and the clinical symptoms of the children can be improved through early drug and rehabilitation treatment interventions.
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