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Research progress of vitamin D receptor gene polymorphism in precocious girls

Huimin Zhang, Aiping Wang®
Children’s Growth and Development Management Center, Kunming First People's Hospital, Kunming, Yunnan China

[ Abstract] Precocious puberty is a common sexual development disorder in children, which can be divided into
central precocious puberty, peripheral precocious puberty and incomplete precocious puberty. Among them, central
precocious puberty is the most common, which is due to the premature initiation of the hypothalamic-pituitary-gonadal
axis, the hypothalamus secretes and releases the releasing hormone of gonadotropin in advance, activates the
adenohypophysis to secrete gonadotropin, and makes the gonadotropin enlarged and the activity enhanced, thus the early
initiation of puberty. At present, the pathogenesis of precocious puberty, especially central precocious puberty, is still
unclear, which may be related to genetic and environmental factors. Vitamin D receptor is widely expressed in human cells,
and its gene polymorphism has been proved to be associated with a variety of diseases, among which the relationship
between precocious puberty and VDR gene polymorphism has gradually attracted more and more attention. This article
summarizes the research progress of vitamin D receptor gene polymorphism in girls with precocious puberty, among
which central precocious puberty is the most common disease. Due to the premature initiation of hypothalamic-
pituitary-gonadal axis, the hypothalamus secretes and releases gonadotropin releasing hormone in advance, activates the
adenohypophysis to secrete gonadotropin, which increases the gonadotropin and enhances the activity of the gonadotropin,
and thus the early initiation of puberty. At present, the pathogenesis of precocious puberty, especially central precocious
puberty, is still unclear, which may be related to genetic and environmental factors. Vitamin D receptor is widely expressed
in human cells, and its gene polymorphism has been proved to be associated with a variety of diseases, among which the
relationship between precocious puberty and VDR gene polymorphism has gradually attracted more and more attention.
This article reviews the research progress of vitamin D receptor gene polymorphism in girls with precocious puberty.
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