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HE . 3EIFELEEIE (PCOS) A F#dadtomF ey —Fr 2L N o iksksm, 0L T RAREANLE
Tl RAFAE, iRk A W R AL B 4E F 8, microRNA (miRNA) E#t E AA S ERT AL L L
AL, EHREKT LAY miae i, SR B TEFS, 3T miRNA J 2 A T 75 &M
MEMBABBE, MALRFFERAS B aip £ A4 ORI B i06) EF L H . miRNA 8
KM . MBI, SRR E RS S @R T PCOSMA L, A&,

KEEIFE . S EIPRLEAIE ; M RNAs ; &
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Research progress on the relationship between miRNAs and
polycystic ovary syndrome
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Abstract: Polycystic ovary syndrome (PCOS) is the most common reproductive endocrine disease in women
of childbearing age. Follicular developmental maturation is its main clinical feature and is generally thought to be
caused by environmental and genetic inheritance. MiRNA is highly conserved in evolution and spatially specific
in expression, and exerts its regulatory function at the post-transcriptional level, regulating cell proliferation,
differentiation, apoptosis and other activities. Because mirnas are widely expressed in female reproductive organs
such as uterus and bilateral appendages, their abnormal expressions will directly affect the physiological function of
ovary, normal development of follicles and oocytes. A large number of studies have shown that miRNA promotes the
generation and development of PCOS in granulosa cell proliferation, insulin resistance, hyperandrogenemia and other
aspects.
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ZRINRLEBAE (polyeystic ovary syndrome, PCOS ) FE MR S SACIHEE AR, [R5 & 5 NI
EH LB W AN WEas, BT E 10 2 DA RAEIRSEYIERIE, HERES . O
BT RIBFAT A VA, 19 ~ 45 SRR E BERATO R E A T I ARk BE A L R 4
DUBR AL izl i R %R 5.6%" . PCOS IEIREI R AR, A5 K microRNA (miRNA ) 7F
EEESTME, RSN, SHEMEMAE ., % PCOS BEHIEW ABHFEESFRL, NIk miRNA
K JCHEIN M HIEAERE , IR A RS R, I BN PCOS 2 Wb G, IRl BERL R
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JKI, 55 . MiRNAs 52800 fEE IR C R BTk

PCOS BYIAITHE A" AR S0k miRNA 5 PCOS A Mk
YE—£5ik, LI aE—E i 5T Kl R I2 W 443t
5%,

1 miRNA HJZEX

miRNA J&Z:38 Dicer il T2 J5 1) —24K 2 23 4
R AT TR 7 5 PR R B 1 RS SRS RNA, T2
FAAET AN, B AT 5 0 2 ~ 8 MEER
seed PR IF5 54 mRNA (1 3 LIS IX AL S, 16
BRI KT (A mRNA 5 FHE B ) X 3k R kA7
Tk, OIS S RAERN . W AMEIGEE . T
SR AR SRS, AE e B R rh I s A
ot T miRNA %08 M R 808 2, © %
1527 Flt A2 miRNA Ff-1] Z2 /35 30% FFER 5k =7,
2 miRNA 5IaZERE

JAE PCOS 11 1 PR AR £k 48 Fr A7 76 B8 (1 S5 o
PE, (HER R E 55 oA R HAL R RAE . SERE
AT O REAN AL FURL AN AUAR S, J0RE AN AR HE B A
GREFARM R E « SRR . BRI ULE SR TR AE K
I, R SR A . AT S B R4
LAY & 7 R, BN B 2 R s
2.1 miRNA EBH AP RERIE

XU % 38 3 miRNA SR M 28 e R &
fifgsE S, (qRT-PCR ) $iARKEE PCOS £ 35 ki 41 it
o miRNA 3% 5 1E® Ly Rk 22 5. 25R BoR,
7 59 /> miRNA 371, PCOS B & A 21 4> miRNA &
ik B, 38 NFRIE T, XN TR FRIKM miRNA
257 PCOS &, FFiid 27 RiEM miRNA 7
A th 3 % 5 Notch {5 5 38 % . PI3K/Akt i F%. Wnt
A G, XUE A8 " [R) AR A 3 B0 R 2 AR A
) 7 B miRNA 76 FORLAN i v 52 22 SRk, 714
B R, JCFE, Jfi it qRT-PCR ¥ 3E$8 H miR-
3188 Al miR-3135b ik B B [, I 542 B 1 3%
= (follicle—stimulating hormone, FSH ) 211 456, H
o miR-3188 B 5 AU AR BE S IEAHOC, DL BAFSE SR
B, miRNA [WRIEIATHES PCOS &AL R
K
2.2 457 miRNA 1 it Bt 40 A i sE

FETAH G B IR 1 2 K38 Caspase-3 LT 15
Sl PN, RN s . T A
FHEAE], 0TS JAK2/STAT3 S5 & Ay 2243 24

PO T AR W U R R AN gR T ™ sk, FETAH
DR P 1 34 T fil & PISK/Ak RIS 5 0815 38
fiff ( extracellular signal-regulated kinase, ERK) {518
BB , 2 5T T " PCOS (B3 Ok 4H
Ji e 2R K Y miR-141-3p V] THEEL R SET-AH G IR
FIEE 1 /9 3 -UTR {58, SBOCTAHCE H 0 1
mRNA S8 FIRIAREAR, T A2 E 0K A0 a5 ™

¥ 3 A F X 3k £ 01 (factor forkhead box O1,
FOXO1) J& miR-183-96-182 f% #E 3& X, . 4 i 2K
1T o3 AT 240 6 4 3 5 AR 2 A L S e A,
SIRNA L 45 P4 i B 122 A T3 ek 98] Sk 8 2 1 ke e
RIBURL A AL A 1G58, PCOS S8 35 0 20 B v v 36 1Y
miR-183-96-182 #E M WA FOXO1 mRNA K&K
-, AR RUR AN IS, IR S MR, SN BRIk
B P HCHEON EEAT ", miR-183-96-182 FE 4 il ) 1T
RTIURE 4 SIS S A A R AR, R 25 SR A S 2
J bl A i "

Notch {57 18 i PZ AL 5] (9 38 73 DO e il 2k 25 1 2R
i % 1 300 5 3 LR 2 A4, AEEAL b s BEAR ST
188 38 R <08 40 L 2 TR A AE ELAE R i, L. R
BRI T, 5 22 25005 8 S (mitogen—
activation protein kinase, MAPK ) /ERK {55518 & Ip[n]
SV Z A R bz AR st LA A
T BME. HIFES5 0T Notch 3 F MAPK 3
mRNA I ik 5 miR-483-5p S HAH, ki
i R A ) miR-483-5p 5 ik 2 FhFE[A 3 UTR A%
R R B VN Tl (G Uik e ) A B T

BT Ik miRNA A UKL A0 3 585 0 1
Hh, ARE IR miRNA JRA] 330G FURL 4 1 58 58 7%
miR-145 A4S S e E A T, SRR
AP, . B FUIRIE KL B 20
LI IR SRR A Y CALAE " AR R B, AR
PCOS HE BRI P IR IR miR-145 F & FHT
VR AN A A S G, T TEAL R 5 e o JB i 3R
ZARIEY 1 (insulin receptor substrate 1, IRS1 ) K,
[N AZ I TE R T8 o R B A e 2 3R Al ik — 2D IR
miR-145 [9Fik, LI IRS1 E AL, fEikAniug
JH. WEAh, ZHONG 25 " fiiil, PCOS i rhRik T i
(1) miR—19b 38 1 40 ) 45 45 IR e 2 & B AR AR RN T 1
(insulin-like growth factor 1, IGF-1) &1k, fiEE4H &
I D1 M CDKI AR KRR SRR A i M 5, (RIS
PE— P BAIE T 1B % 3 ATt — L A miR-19b B3IX,
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530 %

PRBEANAISE , [RINE, GENG 25 "™ i, Wi ZEall)
I miR-99a ATk, JEHZTEM T 80ng/ml K,
PCOS H #2235 1Y miR-99a 1 ¥ L A IGF-1R 2§
F AR R N AR SR B B, BHAE ORI T FR
AT L, ARZEIA A miR-145, miR-19b 1 miR-99a {i
HE T ORI R 1E 5RO v R R L IR RR A,
PIE B ICER, TR BB . Ah, JIANG % ™ #F
FE48 Y, miR=324-3p 7E PCOS K FLUN 5 A A2k 1A Gk
FAAR, AT 38 3t 40 [ YT WNT2B A1 0k 20 i 14 7

25 bR, R E miRNA 78 BURL 40 M b Y 5 55
ik, P SEUIURLA A S T R A BRI R
B AR BEIE A, K R PRI A A ) il

3 miRNAs 5B Z#HH

BUATE A 3K V- B 1B 5% 28 7T X 4 AR 1 WA WS R
FIFIRLRER SRR Z RS AT, AR IE R
) IR K STATLAA AR AR 18 o Bl 2 3% 5 S R I TR ok e
Sy ZEMAE Mo R 2 MAE BR T RE T BORE R . AT
I IRAESS, TR T 90 SR A U B 1Y P450
RYG, WEER A A R, R /M
PR LGIRE, THImaER .

3.1 miRNA Mg GLUT4 jRi%

H BT 4 (glucose transporter 4, GLUT4 )
SRR EHURMEE L, A SR A A AR 2
B, AR IR DTSR AOIARAS Y B ACE AR,
GLUT4 it A AERR W 4L P, BHAE GLUT4 213k 41 g
FM A A RN, R S b K
1R I GLUT4 FEHR WS R 5 22 7 A 1 41 i 8 1755 J5
B P\ QMR , FECEAR BRI, T
JE % 20 A A B TR g 5 2 9 PR R L A BE &
AR MBS AT RE, 5 2 AU IRIREL PCOS ik
Sy R R A B YA OC ™ YANG %6 ™ I H @ &
PCR BiAR IR, FEAEA S RALHLH PCOS /NI
i1, miR-33b-5p KT 5 (g RE T REZH AR LE ik 35 = 3R
H 538 2 e i R 4% R A5 2 1) GLUTS B 11 i 52 1A
Ko FAERARE I 2 B AT EHHES GLUT4 1Y 5' i
S IX AR, o n] i i 4 A S A A R e it
GLUT4 ik, B5353K50 miR-33b-5p 18 iz #1 [) J7U 2R 5
EBARE 2 FEm > GLUT4 ik, g %
B, FBUMMET . AR, B miR-33b-5p {11

IR B s, HAR KR PR, s AR
M 2. BEERT TS A A 1 2 GLUT4 mRNA
R UK 2R EREET & . FIFE, XIAO 4§ ™ 7
RNA Z2 22 IR D7 4 M v 2 30, 1 635 9 miR-93 5
GLUT4 3" UTR At 25 A5 07 s5 A 25 A B ANl CLUT4
FEPRFE S MRS GLUTS %Ik,

3.2 miRNA B RHEBEERK

miRNA [ A 8 i 5200 GLUT4 78 )8 15 40 B 1N Y 4
IRTFE RSN, R PEAE RS R R, kS5
T R IMAE (Y & A . P8S BR (M NE BELES —3- 3%
Tt (0 V8T S, TR TR B 2R AT Sl s b iR AR A
LIU % P S2863E 52, PCOS H 3% 1 miR—-29 ik % ik
RS ZIRPUHIE, AICAR J&—Fh Al A 40 i
I AMP-activated protein kinase ARG 5, AT T U
miR-29 &k DT 38 fin FEFO IL M P85 ik, HE5E b
AU R R 5@ ISR, fEHFES R R,
IGF-1 J&—Fh 43 F &5 M 2Bl T 5 200 2 I AR
2, 5 IGF-1 24k (BRI ) 56T UL
SRS RIS B AE RN, E BRI AT LA i A A
JULPA X i 1) 25 B AU . DONG 45 P Sz % 9, 5k
miR—122 B AL 4 i K miR—122 3 3k n i it 1 422 40 )
IGF-1 mRNA 19 3'UTR %2 F 4 IGF-1, 4 miR-122
BRI IGF-1 3'UTR (a5 & A 58748 I, SRl 3 A
B 8 miR-122 3@ i 5 IGF-1 B 45 A 1 3 il H
ik, ULERT IGFL M AEBRAET, BRAR T I 22 Ak
P [FE, 1GF-1 B nl a3 hn ik 5 28 Usekoh, 8
A 3 DR S A A R e P v B 7. 3B miR-
122 W] 38 52 AN [ 4 B e e 5 R AT B T .
Ah, S {d R REZH K PCOS JE [ 5 2 G0 20 3 A
b, JEERADT PCOS B IMLIE H miR-320 FKibAKF-
TR, miR-320 AT IRS &1k R AR 1M 0 il 40 i & )
W IS 1/2 (extracellular regulated protein kinases,
ERK1/2 ) 38 {1 il i Ak e ) 49 J9e S BG40 ™. 1 5
ZHF JE )42, EL-SHAL 4 ™ BF5% i 7R miR-320 75
PCOS Ji 5 ZZHKGTHE R 5 200 i v 19 28 7K 7 22 1
P, XS PCOS WS | X RELL 25 A
H i, miR-320 78 PCOS BEHMFEL LR UKL S
Jo 5 R IR QI A LA T 1 — 2R S

ZE LUk, miRNA AJH 520 GLUT4 7818 i 41
JIL PN B 22 TR RIS N B 5 R B CE AR T g S 5
PCOS f8 5 15 i 2L e R 5% 28 M 1 & A
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4 miRNA 55 E ME

AT, MR AW G R 3B R AR S
G PR BT, HESEE KT 03 = F SR 7
AT P 3 5 X ] 5 | e VR R IE A ) B
AR SR, SR A . 28, B IR IK
itk s
41 miRNA AT EHEERIE

B R /BRI EZRE T G &
FIBIBEAZ (R S5, 235 T 019 6 RS 240 b RS0 200 i,
FEBR AL, FIURLZN A5 O 6 RS 200 M 5w LI, Y
Z 3 FARA B E (luteinizing hormone, LH ) ] i i},
LH 38 o 8 R A iR 7 G0 B AL 1 R i R 2 IR R 454
FH Y. B R4 AT A RO RRER S S ERL R AR
B, AR E P450-17 « i ( cytochrome P450
17 a ~hydroxylase, CYP17 ). 3 B — 3% 5& 2 [ it i & il
(3 B —hydroxysteroid dehydrogenase, 33 -HSD ) %, fH
[ B AE CYPL1A A1 CYP17 AL T A Bl 2 0 1 i I
WE— 2 A R I R R MERR , 4k fE 3 B —HSD AL
AR R T, R DU SR R SRR A EAR, T
Ui B 8 UKL 0 I 28 CYP19 %78 g e — st 35 AL il
(‘aromatase, CYP19 ) JEAIAE (1 P450 fif 2 H i —F,
AT DA AR . S2ER DS 19 AR ITIE A A5
b, 28 O —BERMERR , R MR R A
PR il , L3542 31 Creb1 [T " . WANG 46 ™ &2 HE,
PCOS BFH E MM ERAES miR-27a-3p HYFIA, HEMHE
W] Crebl N FUiF Cyp19al KRk, | b
TR A, 1 UMD S R R A

UEAh, IGF1 i n) 38 o fi fF A 1 AR o 38 BRI 3%
ARG G BRI, I AT PR LH A/ T 00 i
FEE 240 B2 AR K I AR 3R 1 2R3k, i IGF2 A P[] FSH
i v U 240 0 5 A R 10 3 3 M s — T 5 Ak o M
T, R IR A e A AR L SR T PCOS /N B
R FE IR 1) miR-186 RIHE [ {2 IGF1 (1) ZR3K 1 1 il
IGF2 Feik ™ M IGF1 A4 5t 38 1o {1 b M 8 28 A4
TGF2 (149870380 28 5% M 93 25 A i (B0 6 B 40 1 e 15t
W55, FLFEIVERT PCOS MR E KR
4.2 miRNA AIHEXSiE B R MER SHEME ME

JRURE VR T % 2R ML AR e A R LA S PCOS (1
A FEFAE, (HPHE Z AR R R AFAE R L. TE
XUE 2 " sz, PCOS (% FP £ A #Y miR-92a
A [R) B R 2R A A DG CY P17 IR DL S )

RS IRS-2 SEHF Rk, b bR L Rk
Sy ZRATIBIENN, PR B R AR X, (HEA
BURI A itk — 209

25 iR, miRNA A] B2l A1 52 i M 2R 5 i
PR S BOM R A, T 58S AP AR e DRk,
DOKEAT Bl ik — 2 B v i 25 It 5 e R
[ ZR o

5 miRNA AI{E PCOS HI&EMiREY

ShJE I miRNA BABE=Z . RIS i . B
FEHUAL IR BTG P Sy i 45 A6 BV, PTRCH PCOS
A TCEMEAE YRS WbR Y, B I TE 2 B 2P A1 21
BRI A R TG, B AR S A R Y
AT R RMERY, . miRNA #E A L6 R 045 5 HL
HlAR T,

I — PCOS H 3 F 12 fil{a R vk . 11 fil g
FRAYE (A A 6 #32iF TR ) By 19 xF BB 5
BoR, MEHA 64 miRNA 7E PCOS i & th # ik
Jminixs B AR, XREE KPR, =2
Fiil 7K SEAY 5 miR-153 . miR-140-5p S IEAH G, $2/R
miRNA 3Z B S HERR A5, B R A K BEAE
R 8 e AR B MG n ™, SONG 4 ™ 4% 21 il
PCOS B F I Pk Rl gt SO AL AR . IR E 5 0
DR A g B AR BEA T RE T TE B9, G 51 73 PCOS
I 5% 35 3% & Pl miR-4522, miR-324-3p % miR-
6767-5p ik M <0.67 1%, SRJ5KH qRT-PCR AR
#57~8 HA miR-6767-5p M miR-4522 7£ PCOS /& i}
ERRAL, HEMEERSGRER . HARBEEIEAMH
%, HEs M UG, GO THAE MIT RS R B4
JA . e R S HARSG, IeAh, B T2ialaE TR
FROE N St 2T T AR A TR PR e A 2R W, 5 1Y
A T IX5r PCOS A FIE R B

ZE LR, 3E A i S MO ) miRNA
R PCOS B —REriz i =, sofs al B A AT
(4 ERF PR UES 2018 4 i AR B2~z 25 11 P Rl 4 23 1
BN FTEE B W2 Wite e, THRKEZ I
WraFR AN ™, SRR S AE 0k N B S A
A, U — 2B g A P A

1

6 B4

BT LIRS, miRNA B 50 Rk S
PCOS H BRI 5 B4 G IR T R SR ARPT .

C
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AR B2 Ak o530 %

PR AR A A R S B VIR &R . SR, HHETY
F 5T 0 TC 7 X 4 miRNA 35 1 228 & PCOS 1 Jit [
WIEEER, 14 miRNA ATREEFXF 24 mRNA, 1 14
mRNA 3'UTR AJ G8 fH AS [7] 1) miRNA 845, Wi iF—
BRI T, IFH, REFHRIEEN, £
1A R RSP R i, H BT JE 5T 4
S L, B miRNA 50T AP 2# WL 52 0 14
A, FWEAEHLHI 2L K PCOS ZE 5 miRNA 114 4]
WIRTUR AT X s B S Mg . [, miRNA 1
Sy —FRFH PCOS PR ¥, JRHBMEEILN, o]
TE PCOS MY ASRAILE] . i BRA: B2 2 Wi FG 7 b 44t
L
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