Rl B 4Ea 20234E4 7 178 Ho " 163 -

VDRER ZEMESERIILERFHNARERE
BoOELKRES

(1ILAFFEMARTF, AEE FEH 010059;
2AREFEAKRFRBER LA, NES 24 010050)

[# E] 44 4 D(vitamin D, VD) AL AR A B ALEE, 2 —FFlRis i B Bs k4T, BT RBABRRE., %4+F
D &4k (vitamin D receptor, VDR )2 —FF F 42 %& & , AAF VD 69 &AM =4 1,25(0OH)D L3 A M w694 W
AW KT, AR RS B VLR n B A 15 B RAC B KR R SR B G0 Ae i A i AR
KAFEEHEETENR ., HF R, VDR AR 6 F 455 % 5 M (single nucleotide polymorphism , SNPs) 5 & 5 Z_ 18] #9 % B
ARAHNVER AR T VDR A H % A0 5 5 IUE &k a9 40 % b sh IR 69 51 50 4 RAFE— 38

[ A XD AR AR S 5% LE

FESES R7205 SCERARIAFE: A XEHS:1673-9388(2023)02-0163—06

DOI:10.19891/j.issn1673—9388.(2023) 02—0163-06

ADVANCES IN THE STUDY OF VDR GENE POLYMORPHISMS
AND COMMON CHILDHOOD DISEASES

GAO Jie',ZHANG Chunxia™

(I.Inner Mongolia Medical University , Inner Mongolia Autonomous Region , Hohhot , 010050 , China,2. Affiliated Hospital of
Inner Mongolia Medical University , Department of Pediatrics , Inner Mongolia Autonomous Region , Hohhot , 010050 , China )

[Abstract] Vitamin D (VD) ,also known as osteopontin, is a fat—soluble steroid derivative and a steroid hormone. Vitamin
D receptor (VDR) is a nucleophilic protein,which is a nuclear biological macromolecule that mediates the biological effect of 1,
25 (OH) D, the active metabolite of VD. It plays an important role in regulating calcium and phosphorus metabolism, tissue and
cell damage repair, oxidative stress, inflammatory reaction, immune system regulation and other biological processes.In recent
years, the association between single nucleotide polymorphisms (SNPs) of VDR genes and diseases has become a hot topic. In
this paper,we review the relevance of VDR gene polymorphisms to common childhood diseases and present a review of the avail—
able findings.
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