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Research progress on the correlation between gut microbiota and obstetrics and gynecology diseases

GU Ting-ting, LAl Dong-mei
Department of Gynecology, The International Peace Maternity and Child Health Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200030, China

[Abstract] The human gastrointestinal tract is colonized by 100 trillion microbes which is called the gut microbiome, whose number vastly outnumbers
our bodies’. The gut microbiota plays an important role in the process of human health involved with evolution, development, metabolism and immune
defense. However, it also has been found to be related with many human diseases. In recent years, an increasing number of studies have begun to reveal
how these inhabitants played a role for obstetrics and gynecology related diseases. As discussed in this review, some imbalance of the microbiota
ecosystem occurs in several diseases, such as polycystic ovarian syndrome, endometriosis, gestational diabetes mellitus and premature birth. Moreover,
the reestablishment of the intestinal homeostasis has shown great effects on women related diseases as well as neonatal/childhood outcomes. This paper
reviewed the correlation between gut microbiota and obstetrics and gynecology related diseases.

[Key words] gut microbiota; polycystic ovary syndrome (PCOS); endometriosis; gestational diabetes mellitus (GDM); premature birth; probiotics; fecal
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o B v A5 3 LA v R 5 /N BN T B R A S R TR il
SEHFEZ . Guo 27 R B SK S PCOS KR
W, PCOS 41115 BRI S by 5t BRAL AL & A2 T W 1Y
Ak, HhFUAFEE. 8 BRI R FIAR TR K T I
HBENT, it R BT RA T &, B, o BRI E
B A B K BL 26 B R M B PCOS K RUEEATIR YT 5 B,
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B4 8 HORE A 6 HIINEL T4 KT il R,
X2 HKRRAINEEEIWE TIER, W8 AT & ek
PR E BRI T R, BB AT TR dkimid i, KRR
HIFE TR HLIRTT AT REfE— E R L B & T PCOS F:3(1y
fp il B RE 2 EL, k3% T PCOS fie k., Lindheim % %}
PCOS HEFE T KB, PCOS HEH 5x ML, Hik
BETR[] ML615J-28 H R AUATBA[ ] S24-7 FHAUAHR = B
. 7 oh— Tl s (%t BE R 28 ™ & B, PCOS % (f
FENCRE SAERERE) M8 40 R 2540 5 1E AR R AR b 22
SHAGU R, MmERERRKRH, HHiZEl51EF
NEREZ0 N BEFAL, Wi 7E PCOS & I MR REl i, — i
PP 2 200 A R B N N, X SR T BT A T i £
(lipopolysaccharide, LPS) RE@S51% /NRAIIEME RAE, M2
JREANE S AP (b, B —L87E PCOS & B A1
Xt F BRI B RIS, AR E OB 2 R, wTLMEE
B E RO A N R R M . AR P B REANRE
SE4 I I T B R S5 R AR 1L, AFAZIG R TEAE — i
FE b T NFEH 7E S PCOS g RFERTY 2 [A] I AH5E
PE. AT, PCOS 1% 9% Al RE 5 1% i B BRI A — e AHE
P, Xt PCOS I RIZIT 1R ML THTHIETT HNg, Bt
e 7E A Ok e B B R, ATREAT BT PCOS 1y
1BIT. 258, B RRE(E PCOS bl fufE ML 75k
— IR .
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