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Abstract

The local environment of ovary is related to many factors, and the abnormal local microenviron-
ment is closely related to Polycystic ovary syndrome, PCOS). Clinical manifestations of PCOS are
chronic low-grade inflammation, late menstruation, abnormal local flora of ovary, insulin re-
sistance, abnormal follicular development and ovulation dysfunction, which are closely related to
abnormal local ovarian environment of PCOS. This paper mainly discusses the influence of local
microenvironment abnormality on PCOS and its mechanism, summarizes the influence on PCOS
from the perspective of ovary, and analyzes the correlation between PCOS and ovary, so as to pro-
vide reference for PCOS related research.
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1. 5|

Z FE N HLEA1E(Polycystic ovary syndrome, PCOS) & LU 5 KB B R MU DL AR A HE R oy 32 22
R —F 2N WLEEAE. PCOS K0 JE K B AT M A BRf, W70 RIS OS5 s hl R R A
K11 [2]. UPHLRHIREL 5 7] A /e 3 PCOS HEGP T RERENG I B 2L R . BRIET-MLAI . b AR 53 B RO
B R O BRI S 4 A IS B 5 20 mT s O SR SR A A TTT 585 PCOS &3 (1 HE BN B i [3]-[6] -

YN B I 2 FEARZS I 0T O BEAH M 5T 2 (0 2 SR, BRIV O AR K B I E AR B
WH, SRR I RERE. KRR G YITE B IA S P SE . IRVEORIR T M A S0, H
B 535 L3 A A DR [7] HLBR I 5 N\ A L3 2 (B AE L - PR e b, R BT ROA SRS /E L, B
TR A &R0 TR BT RIEFRPR, 9075 =5 U0 5 4 A P VRGOS Hh 1 240 B DR 7 25 DD AH O
W F0 K LN =) AR B8 T S B ORI K B S i AN HEORBRAS[8]. PCOS BN L= il (A B8 e 52 31| 2 P R 32
SO, B AR NBRAE TG AR A AR B, AR B S AN [ ) R A I A () R O S AR R, SRE R
T2 2 SEONFRIA I HETR, BV S ORI S sh R B 1R A I R F R i e
SN P BEAH M SAR 2R . DA BB IR EL R AR 5 PCOS KA R R R E Y. AU oM R
ORI S BRI K 35 5 PCOS & A M S LB AT 2734

2. BRERBEBERT T WEFE

BRIET R — P AR R T PRI SE T, B KRR B S A T IR 45 51 S [9] . BRAE T SRk
fifar« )5 (endoplasmic reticulum, ER) . AR 74 . ZRAIAKTIRERRAS A 2, Z A2 R4
FEARE (U7 OR ) A U . IS8 SO Be MERRrS . i 5 2 M A R UESE PCOS
SR RS A e o o fer 5 R A ) A 2RI 6, H &R I kBl 2 it 2k, PCOS % F8(H
SEMERNE, HEREN SEEREO S & e A gt . 52 EAZ AN 2 4 A 2
—[10], AANMA FEREGE . RN TGRS T JERE RS S P &P, S50, R
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K RKMBEN A RSN, BERARAGK. MAIENE S SET A EZER . ARSI IR
LD RERIAT AL N R PR S ORI . — LA BT N ARIA S AT, S il R R0 ER B, ER N
W — R ORI VR RS N, (EFFSER) ER Nt 2 S EISET [11]. BEFUARDL, 1R ER N2 Xt op
T A AR, IS 2 AT RGN R A [12]. ER NI EIRS S TESETI S R
ARG RT LA 3 O A 50005, HALI AT RE S5 TR S ERIE T 5 A B S R [13] . Zekifk DNA
I/ 5 PCOS 2P BRI 5 i B AR L[ 141 HHSRHT TR, M4 Dt H IR (GSH) & B AT BARE K B 52
IR B A A2 24 [15], GSH Rtk N BRI AT B SRR 2 —, & y-BRIE B AN SR L 1 =ik,
HAER. FRERR . HERANR, JUPAET YRR NE. TSI AR GSH [IFeE, 73t
HkS E AL (GPXA)EE N B, Jig BT A A REIE I GPXA HEAL H A IDEH kide i g S S A, 2 )5 Fe?
SEACRE B ARG, TR AEBRAE T R 2E o R BB T A RBURE 2 A 368 3o MR 20 Jf0 R Tl e it — 20
i GR ER AR R TR BRSBTS 2 PCOS LA B I 57

3. BPERI EEFEEUGT) BBMIFE

EATEIEATAEAE 2 R TR FE A TR AR [16] 1 2T BV FUAT R, 155 OS2 ZUIE 6055 557 5 L 1T s A
TR [1710F AR B ETA 1 S O PR AR 38 DAL AT B O R [18] . FLAT B 54 IR IR R
(B SRR AR FP AR DL[19] . % A S A A DR P P o i S5 LB R, LTI o5 RS 1.6%. [16] % B
BRI By AR SO MR, o R W R AR R AR B . VOIRAR AR SR R DL A TR A
PR AN R [20]. HEOP HIMEBCRIRBE G s, v BN AR B BRI AR, Wk 02 i DR 7= A, AT 9 1 19
TR AR EAT IR [21] o BR T & HREER R R B BT B R P AU B B e h Ok EEAE A, HFZhaEd
PR A SEAEL AR E L SR BRI AR A D PR R S0P B AR K XU IR (DSF) AT XU
(MET) & 35 B4 50 2 17 J& (Akkermansia) £ &, F&ACIM0IE IFN-y, 06| EWEGRi0EET:, Miliek# PCOS [22]
I 30 98 e 2 200 L 7= A 5 A 4 G BRL 7, G 1 4 B A 25 - 10 (iinterleukin-10, 1L-10). IL-12. i@ R 58 K 7 (tumor
necrosis factor, TNF)F1-F-# 2 (interferon, IFN)3E, 575 R a8 /1[23]. SLAME I W AATE AN FIZLAT
BRI U PE LT B o A1 0 2 /R BT 2 5 0T U A O SRR T RV A 0 R A 2 —[24], 2 T B B T R 1)
— PO B A [25]. B ATHE AR ol ARl EATAE R . IR RR R SR T A, AR
DB =R 5 S BN RSO SE Z B . UYL E MR AR S AN R IR S 2, W RETE
YRR E - PCOS. BN IS5 5AZAH BN R R, 1Ie T — B0t 71[19].

4. SRRB/EBILTFR S HAFE

G LA AT MR I VPR SRV R B L A SCHRDR[26]. PCOS &3 B W I (1 B BL MR 5)) 1) 27 2 &
BI&, — 75T PCOS BFHFKMIKEM LS, TEMRAH, FEON KA MR EECR, MRfE
SHESR; Sy —J7TH PCOS M #H IR W T8, R B IR . NS MR s BRI, iR 2=,
IR SARARGE /N IRIAE KA R[27]. PCOS S8 M PN KB 1 38 AR B0R 2 4, 2 BRI &0 i
R AR, HEm oo i REmEE Y, UV RI R, BRI OSSN RI K, SR ATE
o MRS B ANETE LH, BSOS R E RN, (23 cAMP K ETF, BB RAEARAE AN E
PG, ROURLAH RIE A=, 2K 17 5 e 38 1) 200 B AR 200 0T R . 7R B PN L A T, SR SR BN K RE PR S R
WA, MON IR RGO, 55 P o WA ST Y B S A Bk RI R B

5. JREET T IR BEBIF KL
5.1. SRR FEAIFmE =
LA N B S K S A A SR P I B 1 S 28] 653 2l 15 50 L0 i
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BRI RE FELE RO B A LFRE P RE 2 RHEEMEN .. A% 240/ & (interleukin, 1L, 0
IL-1/6/10/12). TPt (interferon, IFN). AR LR SE Al -F--a (tumour necrosis factor-o, TNF-o) AR i - F
Y1 it % #1451 (granulocyte macrophage-colony stimulating factor, GM-CSF) [10] [29]. iX$&4 g [K T &
FEVFZ YR O SRR I, JEREm O S Th REVF 22 07 10T, A0 OV B AR OR 4 .

Schmidt [30155 AW R BLOP SR A0 h B 3. — ARG il 2, FIRTZIRER - Wit & &
R 2 FARHENN, XL SORE Rl T IRIA T B S BUR LA AR, IR IR T R, K OP S HEIN Th
Ao MbAh, FELES R RE N Re SRR, EMRAHIRAR TR — R AL Se R S N S AR I 4 A T
[22].

5.2. RIEFEFMBINEIFERERHSHY

LA A 1S 2, GRELALZ. ORI A R AREIR I N, {F PCOS BRIV . P
LI 4 b 2R SORE PR T T B MR AN [31] [32]. ELWRAH A WA IR R AR IR T, BERS IS NF-«B
G g, AEHUA AT 2 R R AR 1, (AT R S ZUR AR AE SR [29]-[32]

[ s 1 12 48 SRt 4 B R S A N 3 o KR P 77 7 4 (reactive oxygen species, ROS) T 5 i i AL R 4E Y
WIREE ST, TR AL R BCRAS[33] [34]. ROS 1) 3 ZLALHE HE S 4k 4 (superoxide, O; )Flid AfLA
(hydrogen peroxide, HzO2), ‘&A1& FH 4 A 2L « 1A 5T 0 A S Ao A g 55 22 o 240 ff 88 77 A2 149 [35] [36]
NF-xB-p65 2 {4 138 b2 2k NADPH %4t il 28 5k ¥ 2 15 (NADPH oxidase, NOX)r=4: 0, [37]. O, il
I AL ) BUAK B (superoxide dismutase, SOD)# % 46 y H020 24 NF-kB-p65 did i R AL . H202 7T LA
AR s R sh B4R 5T, AT INGE R AR A5~k , A4 TNFa A1 IL-6.

BRI Ay M1 A, M2 B ML LR I o S5 4 DR e AT O FH 2 5 09 5340 i A s AR 1) 3
R, M2 E W i R 40 O At TORIRARAS, M1 ZEHFONIAGN VLA ], M2 72 AR K O JE [ [28] . R R 2
F2 B O SN B R A R S B R [10], EBER IS 2 (HA) P DU ik B4 i 1) M1 3R AL, 755 cmkr]
FRE M1 B G2 i dE N RS, TRk 1L-6. TNFa 252 & K T Ik . JORE IR 12835 51 it 48 0 S v
A DU R 2 A R A WA A M R A, 15 S ORI A SRR . B RS S5 i s B R B
JFF-4H i A= K 5 F (hepatocyte growth factor, HGF) B I I B Wk 240 Al 7= A, 72 AR BRI A R 0 R (1 32 4
HGF 7E44 &1 501 35 B0k 20 A 498 Bt 5 FEL L S0 £ i 5 T2 [38] 5 Btk ) 2T 4 4 g A= K [ 7~ (basic fibroblast growth
factor, bFGF)tH i ERR 4™ 4=, bFGF 7ERBURLAN AT 22 73 27040 . SR A R4 A 2 Al b S T 5 VE
IREBH 1135 77 0 R8BI R ) B A R T [39] 6

DRI K B R IR HE RS B0 100 A 2B B, ORI L AR T UMK B, BERE
I RIURSE 40 it BB S8 4 91 B0 B T 0 B O V6L, A7) 20 9N b o 22 R TR i AR 4 6 53 A T s A b 3o i R
6 (5] I 23 53 PR T (RO TR 0, RS 4 ) 4 252 304 5 T RSG UR 20 ORI, RSRSE 4 Jf [) BI VA8 385 o 5 AR il 5 P IS
Ji s S AN RTORL 2 A 1) AR RS SR R AT 5 B O 1A% 3 A5 B B LS TR AR F BB PR Sz Ak . R0 U7
N ORIk A ke B AR R T R A R R AT A O 2 B T S B O R B . ERGE
JE G I P A E A T AR U T 4 B B R TR R R P o IFN-y 2 B MR A B St 1 3 8 77U 72 PCOS /MR
M AGE A RIE T E, PR T BRI AR T, R OGSO AR IR 7 A DB A [22]

5.3. I EIMIAERIES TR PCOS KIFNT

PCOS HIGF SR 5 E VRN M A E M 7 W A 0%, ELRAH IR AUIRES L 1R H-F A5 D€ 1 B0 5 A A S
Mg, BEFCAEL PCOS KRB p M E VR A0 M O B 48 22, i = BsK-F-Jh i, R 4e i i K [40]. &%
A FHURWIAGE, MG B AH N A A IR AR T A 4, S BCRAZ A& T 1 (monocyte
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chemoattractant protein 1, MCP-1/CCL2)F1 HH Bt JiZ % i i % #% 1 (nicotinamide phosphoribosyltransferase,
NAMPT) HPBE G IN[40] o 55T S0E A AL SO B AR FLARAT R 2 o O EL A SORE R 7 IO I 5 3 17 e &)
FIMPURAE, FFRlEr it 2 MR ER[41], S1ET b - S0k - O SR/ 7 5 [42], ROS 520k
IR 5 AH G [43] . B S PCOS HILHEIN Th RERRAS o 5 4T A B A% 40 i 7= A2 — R B e 8 B A i A 2%
RUBE S B A 2R g HLAE O S i SR R VE R, G THEON[44]. BEARWIITHRIE PCOS 3 UM+
IL-1B K& T [44], PCOS /N R/ IL-1p FIA T [45] [46], #2755 PCOS A Refr7E B 4nufE e
5 A i T T D S 4 e 9 T AR E R 10

6. DR /HERA LI

JRE R RS B ANAR S AR — FRIRSRIE, (RaERE IR MRIDT . B BTE N FRAC MRS . RS B
1 L JR N LA TR VA B2 PR A A SRR IR Zh a4, > i i AR FH A S O S AR T2, & L) o i %
R P BRI ) FH B T 2 0 LA T Jok &2 2 140 S R P B A AR S i 3 BB (IR) o O T o BRI b 2R B I 1)
SOSEPEREAS, JR S B A o WA 5 31 2 B0 I B R IMAE o v BEBER LAE AT IR AT 55 3 OF S8 VRIS
FE G0, AT I 3G N A BB IR O R B (7] i R I S s iR R R AR, AR &R
BOE T 90 SH B MR A R - 4H M (5 2 PAS017AL (CYPL7AL) [47]. BbAb, i ss MoRs 45 3 N i
- HEfk - GPELAFM GnRH JERIFESK, S U M IR RO R Bk b i e R 38 A LH &1 FSH [
SYUA[T]o e MURE I TCs iy LH V&, 3k O 5L MEEORE, AT BH ok O 6 BRI 3k B 3 P
Bi[48], BEJEHIN LH & %. LH S590JEAEIM LH 520k 45 & o T {3 H [ B h S8 M A ke — . 55—
I, HMEFERE 2B MPIIRerESG, JELLZ AT SRSk IR, 5k, HERE IR I A 23 iR T 7
fiR[49] NE WAt 2= R e R 7, Qi s A iR g 2 Bs 1, v LA 3 TNFa #1147 %-6 (interleukins-6,
IL-6) B [40]. FLIR, HERER SULH BEIA4ETEAS ol 10 5 2 USRI S 8 B | A3, (A
S0 i R AN GUR BB Y 1 AR YR B [50]

IR =22 A 40 B PRl R U5 IR 1« FRAS I 22 Bt i 3 e W30 #1 il ¥4: kappa B8 B (IKKB) [51]C-jun-n
K EEONK) G 5l . &AM C. & AMARIEERE 1b (PTPLb) % 41 K 115 5% S K7
(SOCSs) 15 5 [47]. PCOS E WA - JTER FOXO01 nJ LAt 5 W20 il M2 53 B AR Ak I 1T 28 il 98 R IR S
IR, [z Elg4Hfiah FOXO01 Sk Mgt b nl i tird /3 (1) TNF-o 2502 4 KB som il IR [28]. IR
T3 PCOS HHHIP Yy gefwtG . thsh, PCOS 38 BRI N I 5 2= A AR K K- 1 (ICF-T) 7K~ F- 7 iy vl LAs
PCOS 3 /INT 14 mm GP I GF REAH R A AN 324G [52] -

7. NG

O SR B O 5 5 R R PCOS BUR AR, UMK B RS S HFINE PCOS B I HIbrd.
RIER T N L MR Z AL, HLEHEESOE RN T HA T SE ML R E R T, 75 S RO 4
AT RO R R A B 5 R IR EL, SRR A WY TR R, i
SR BHLHE AT I R B SHE . O PCOS YT AL A, B5CE P SLRIIIA AL b HEOR . 25
HEZRRE, Mib#t—PRRE.
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