1100 ARG A %7 4% ] REG ANAT OPER SURG  2023,32(12) http:/ /www. jjssxzz. en

4 ok
doi:10. 11659/jjssx. 04£023028 * &R e

ZEMNEZSUELHPBESREEAINRHARE

BN EALEC M (1L SRR X AR E BN A, T 4023605 2. T PR EE RN MR S B B MR A, 8K
400010)

[# ZE] ZRIVEIZZEGIE(PCOS)ZE—FhE WY/ , B BN . FLRMILTIA N E 2, W R A48 B CF o
HL4E) , I Bt G R 2, BRI R I IR YT BURAEE R MR 22 5. RSB0 PCOS 2 Wi 20 A F 1 PCOS (AR iRy T A
KU, ARSCHT T PCOS B AR IR B RAFAE A2 A5 5 LA AR R e 5 3 N 2 8 v Z [ B3¢ &, | T 5 PCOS A S& 3
RIBIFTE i , LU PCOS (5 AR B 2= HLTRHER BB A0 i 12, OF J PCOS ZEIRNZ IR SR AL B %

[ K48 ] ZINHELEAAE  FER L2250 MR 5 B 5 R IKHL

[hESEE 1 R588.6 [XEFRIREE ] A [ YiSHEA] 2022-04-08

Research progress of diagnostic classification and candidate genes of polycystic ovary syndrome
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Abstract: Polycystic ovary syndrome (PCOS) is a common endocrine disease that often leads to infertility. Its pathogenesis is relatively
complex, involving multiple organs (hypothalamus and ovary, etc. ), as well as genetic factors. Therefore, there are significant individual
differences in clinical manifestations and treatment effects. Precise diagnostic and classification of PCOS is beneficial for personalized
treatment and long-term management of PCOS. This paper discusses the relationship between diverse clinical features, biochemical
characteristics, metabolic complications and gene polymorphisms in PCOS patients, and reviews the research progress on genes associated
with PCOS, in order to provide a new interpretation for the pathophysiology mechanism of PCOS and a new idea for the diagnosis and
treatment of PCOS gene.
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