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Effect of SNX10 gene mutation on autosomal

recessive osteopetrosis and its complications

ZHOU Xu-Chang, CAO Hong, ZOU Jun, WANG Miao™
(School of Kinesiology, Shanghai University of Sport, Shanghai 200438, China)

Abstract: Autosomal recessive osteopetrosis (ARO) is a malignant genetic disease caused by osteoclast dysfunction.
The disease usually occurs shortly after the birth of the children. The mortality rate of that is relatively high. Due to
various clinical manifestations and complicated complications, the disease is often misdiagnosed. Therefore, further
study of the pathogenesis of the disease is necessary to make better clinical diagnosis and treatment better and
improve patients’ quality of life . The molecular study of ARO did not begin until 2000. The genetic basis of the
disease is currently found to be seven genetic mutations including SNX10. In this paper, We summarized the effects
of SNX10 gene mutation on bone resorption function of osteoclasts by reviewing the recent studies on SNX10 and
ARO and its complications, which can provide a reference for the pathological mechanism study of SNX10
regulating ARO.
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