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Abstract: The clinical manifestations of polycystic ovary syndrome (PCOS) are similar to thyroid disease, and the
incidence of thyroid disease is significantly increased in patients with polycystic ovary syndrome. Sex hormone levels, ovulation
function, and hypothalamic—pituitary—thyroid axis function in patients with PCOS can all be affected by thyroid disease, thus
increasing the chance of autoimmune thyroid disease comorbidification, which greatly increases the probability of hypothyroidism
in patients with PCOS, thereby causing changes in thyrotropin and thyroid hormone levels. Aggravating the physiological and
pathological changes of polycystic ovary syndrome. Therefore, this article reviewed the relationship between PCOS and thyroid

dysfunction, thyroid autoimmunity, thyroid nodules and thyroid cancer to explore the possible mechanism of their occurrence and

development and symptoms. It is hoped that this review can provide valuable reference for clinical treatment.
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% 4% O B ZE A {iE( polycystic ovary syndrome,
PCOS ) /2 & W% 10 22 fie i WL 1) N 0 08 AR 35 2 0
MR LA 3%~15% WL AT PCOS, IEARk , h
[Ef) PCOS KA K A A 2 ETh#ash . FRRIR R
TERAE LV R IR R 2 R 14% , 72 B I Lotk i
IR R 2 —, AR RS TR,
PR R AT 8 2 R P i - 3 1A - BR B Chypothalamic—
pituitary—thyroid axis, HPT ) fll 4+ 15 3 N £ 25,
H 5 F B % -3 K - 5P $( hypothalamic—pituitary—
ovarian axis, HPO ) JIF DI HESC R &Y, A I HOR AR
T BE 5 H 1Y B TT 52 I PCOS B 3 B S 2 11 4y
o TEPCOS v, HURMRBMG 1Y & A= % i T
PCOS H 3 5 £ IR BRF 1Y 2o Mk /3%, PCOSHY

R FETR T R R E 1 2, H PCOS & I
SRR P S5 1w DR 2 B0 L Bt — oo g B 7™ o
55 PCOSAH I Y FR R 9 3 22 40 335 I I PR HIR
Jit 2 6B 818 ( subclinical hypothyroidism, SCH ) 1 H
B G P8 M IR R 959 ( autoimmune thyroid disease,
AITD ), HAx i HUR IR B 0L, itk — 38 2
) ] BEAFTEAT B AN AT 3 DG 2R, AR SCE i A HOIR
JIR 955 15 PCOS A4 S 22 L K AH G B AL 48 B ok
R HUIR IRAE PCOS Hh A EE 2241 LA & PCOS 55 1
AR MBS AH 5 AR FH 9 P REAIL TR , 5 2y PCOS TE Il
RENETT PR NS %
1 PCOS 5RRIRIIEERE

55 PCOSHH 5C 14 FHAR IR Dy 68 5 4 50 v
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T Z DU HUIR AR 3 (thyroid—stimulating hormone,
TSH ) b B AR R I, ML 5 A e A 1 i
IARRE R A BR AR  2E ( thyroid hermones, TH) 7K~
5324 SCH K AR BR DI RERGR

WF5E R WIPCOS 3% HSCH 1Y & A= % 0 11%~
14%, 1fii %] FRLLAL N 19~2% . RAJ D45 X 18~
30 % 1 2 T 3H Lok R AT T RS, #8200
5 PCOS #1200 HE PCOS 1y X B8 A8 25, b A7)
K ILPCOS [ #(43.5% ) [LAEPCOS 195 5 3 SCH
(20.5% ) W53k , B AR L0 56 07 3R ) g S, H R G
RIR AL T HABE K X e g R R &
9 ] g 5 Al A B AN AT 43 ¢ &R . KAMRUL-
HASAN AZE5T — T £ Xf 4065 1] 12~40 % PCOS
A R OT I 7R 5 R IR AR # ZHAH [, SCH
AR AT DL R 22 0 rp s P I T R RE IR B M R, B
5B aliPCOS Y B A L, SCH R 3 B 45 ) th 31
75 & ML A fasting blood glucose, FBG ) 7K~ il ik &
Z AR PTFE L homeostasis model assessment of insulin
resistance, HOMA-IR ) 5 &, It 7h 55 — 3 H1 1300
19 £ A SCH iy PCOS i # 13521 ] 5. ZE PCOS i
HH R 4821112 5 H B9 A L, SCH A #H 1Y
HOMA-IR . H i =& triglycerides, TG ). i A [ izt
(total cholesterol, TC ). ik % B B £& 1 JIH [A B ( low—
density lipoprotein cholesterol, LDL-C ), FBG ., %5 i
Cik( fasting C—peptide, FC-P) ARl ( prolactin,
PRL ) 7K ~F- %8 &, T = %5 B i 25 11 JE [ B Chigh
density lipoprotein cholesterol, HDL-C ), & 1A 4= A
Z( luteinizing hormone, LH ). S2 T ( testosterone, T)
IR 25 BT, X 45 R L I PCOS A
B A R HAA T SCHAR M 27 B 1E Y & A R
iR H AR 1 AT BE D RS AR R 5 e iR - O A
L [R] Ja T o A — = Al T R A O, TR
RO U 5 AT B8 2CTH 43 WA s /b , S 15 e
TE XA 20 RS, BLAAC S8 2 R T3 R [, FBG M
HOMA-IR (/K- Tl , LA RS 32 00 55 , ik — 20
WA 07 B A 58 T B, 5 R IR B AR 2R 6L,
W HDL-C /K F-REAR . TG KV FHimio 1 TSH (7
FISFECTH A6 b G U b | T
W estrogen 2, E, ) FERELE G 8 D, 0T
B B ERGR IS 22, 51 m R IAE M B, K- B
Tho B PCOS A I HUR R B RE ISR i) i85 JEAE IR
3k T AL 659 P DXL DRI A, Ay FRAR B 2 g
i b 38 TH ] BEAE — & T2 B2 b 22 PCOS i
BRI AL
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— T [E] AP i JE A 2 AR A DR R T e el 1Y
PCOS F8. 75 119 DI S (AR B B B i A8 3 485 TH R
I 5 IS 22 48 SN 4% | 3k 26 2% R AT o — A5 R B
L H B PCOSAEAMILAT P Ji 2% P4 HH IR i 2 e e 1R i
SR G 1 A IR AR S REGE 1 8 B
bR, Ha4MA WA ZIEHR , SRR E AR
J7 61 ) B S i 72 ST 3 10 3 L 2K KR
A1 DRI T LA B S A0 R Jif o T g5 T
FEIR R 2 B AR A7 56, IF HL AT REam ad 4 58 TH 19
ORI FIREIR , WA D1 L9 o ol 7 (A i m] i
T FARTHRI A BIAYT o ARG R &
PP I o i v 1B i L 2 PPt WL B 3 [RIRE A R 0
FEAR KRR Y SRR RT BB T TH T EEEH T
Y &L, I I P R A A R U R R R
BN T NI RE AN EAT TH 32 1A, 75 5 TH 5 50
YT Z (follicle stimulating hormone, FSH W]
LH/ NG5 IR B 0 2R 32 AR O [ A P, ) 33 o
ML FE A 2 R L A, R AR T RE R 7T B
ST PR BRI R B R A ik b =X 43, B LB
Wi kB RHEI B R AR Y S — R R T e
PCOS AR5 S e AR A, FLARRAF & C s I 25 /K
ST I R 5 R TR . HOR R D e R
90 A o — A AT B 3R &5 5 BR B 1 ( sex hormone
binding globulin, SHBG ) Y& 4 — i ] T A9 4k
TR Jeis 80 1) 2, %95 A o AR e s ) R0 1)
PN B N & PCos 7

FOR B PCOS 1 00 & e it e ol %5 &2
SCHBEIIE ., H I PCOS H 275 k& (14 R B
Y RERTIN | W AN BA 2 1F , SR el i) BB 58 2By
1k PCOSFEAR [y — 2 Ak
2 PCOSERRIEESERE

A W 5% % W PCOS# 5 AITDAH 56, H & 9k %
JEAEPCOS T I8 100 40 1 343 1. I w4 1 e 0k
KA R R e S AITD M EAA X, 75 H
Ze1EH B Lo rf, eSS T B0 T 41 A A
% -6, (interleukin—-6, 1L.-6 ) 1y & i5, MIL-65 4
RS2 GRS T HEBI S B AR AT 400 S i 2 0 4
FEZR G, {0 PCOS L B = X Al , 2
B RS 52 F i R . 16 SKRZYNSKA K J
2 U7 [y RIEE rb S BRAE 12 W7l PCOS FTAITD 4 #%
A, B, 0k BB = T PCOS H AITD 5 i — i
e i 5 IE A 6 (r=0.27 5 P=0.04 ), N . PCOS i %
TR BLE, (e BE R W IR £ 8 AT R A A
AITD.,
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TE B B e vk R rh 2 30 T HEAR 4
JH e T 2 A0 R T 0 i 2 (DA AR S R A
A, d CD, BHPEZIMI( T helper cells, Thl ) Fl%HBEIALT
A0 2 (T helper 2 cells, Th2 ) S i & 2 [8] i 1E 4 -
figsz BT, tThl A0 A B s BRI 4
LA A B egze O AR I BEIRGER | 1 Th2 % TSH
2R B BN S BT R R 2 B8 70 HE( Graves i) M,
B E I T E A, KACHUELZ: " 3A K PCOS
PRI ERE AT ORI A A B LA 5
K ePE., PETRIKOVA J45 ™ 5 ARDUC A% iy
(ESINE S VLibE

Hr A< HUR R % (hashimoto’s thyroiditis, HT ), X
Rt P 0 U 0 B FEOBRBR %, At 5 A LY
By R BE TR , LR SR IR IR A U 2 R IE, A7
TEPTH R R BR R AT H R R o S A P 0 B St
PR HT A5 SCH (B3 UL ) BRI Zh BE IF 5,
HURBR D RE TCHE RIS A A . AR HT M vl fig
FIN A HR AR DR IEH, B H IR B3k 2 1 R HUR R
i E AL K E TR P ZEPCOS I E T, HT Y
B E TIRMw Lot AN FEHT B E T,
EPCOS 1 XU LA HT B4 i 2.37 /% 272, 18
FHOTR R P A A 25 SR b B s 42.3% 1 PCOS J
2T S Y TG (0] 7 BRI A R, 4 Y
R IR BE R 405, T % BRZHAY R 6.5% . (% 4% 18
P RAE TR HE PCOS 1 & A AN & e v i 8 2
W5 HT 09 & A4 5 P70 S AL 2R 7 1 K
HAZ (KA PCOS LV rp mT B 1 380 20 it PN A5
i, 5 5 90 T R AL R 7= A, 25 PCOS 1Y
KPR AR A B IhAE Y AN A R IR
IS M 90 5 R B EALPUA O, T HT 78 PCOS i
B AT e R R R ] B S BT RAR X AR
HUR BRI REA 56, L8 HT Y, G bt i IR F bR
PR, FEGIER A, 1A SR rEbuik, ir
W WA B du iR B gl 2 H ST FBT 8U4E DNA
PUi e PCOS F P i 0. HT K s ] 4 B
P 9E NV A T 75 5 40 A SR AL A S 1 2 56L, AT
75 AR SO, 22 B DR 5 A R A 1 R E T
5 3075 PE % ( reactive oxygen species, ROS) A9 i &
FEA B TE 32 9T 5% M) P 200 G v 5 | e AR A I etk
25N HPA BT s B2 B4 5 0 T L SE 3 3 Fb AL
il kA AR AR b R B R B e R i
RIS R NG . — W TR i
] 0 32 87 B 20 L R0 1 200 P 3 2 D 2 i R - R
M BRIEME . BLAM, BAT TH-1 3k B 40 i Y

TG PE AT B A 0 H 4R, [R5 S AR T 4 j A g
PR PR A PR T R . RS T IR AR -
JRAIE BRI aR AR T, FE S R A7 5 i
PRI R S s 5 A AR A i R L (HX AP L
YITEIEAE G T 0 9 RE £ R v B4 28 G 2 18 55 AL )
MAERTERE. =250 E IR Bk
% ( corticotropin releasing hormone, CRH ) i 44
FHAFTRS Z R BUR PR PR SRR R A G FEFRF
ZL 1Y 1% ZhPE S TR AL VLSS B CRH R AR ™ ik
FE ARG . A B[] F o B SRE R ] 8075 40
Ji AR TR i ZE L, TS R AR IR
I 22 ol DAL 5 | A ) 45 1 R RE AT B ROS (13
A B R 32 AR S M ) 240 L | Ak R TR
2552 NS N O HPA il RS R R RS
o LTINS VOB R R, T B BT ER AL 19
e . S s 2 T S P S AN A AR
S A B T L AR R Ak T . XA O AT R
O B T 96 B 40 I 1) Th2 1 Th 43k AY-F- 15 %
AR RRAR  FRINR AR G e HE DR T A0 AL SR e 0 55 . P
e Th b T 248 A %) 3% 56 492 B 1 A 3 o 35 S 08 i
2 0 ek AR T IR R e IR . 3 BT AR
240 J6L PO Tl R R 11 B BV R, 76 PCOS IR YT
rh it BT ST R0 T DA GE 1 P AL reactive nitrogen
species, RNS ) F1ROS M4 W 5P AL, AT A
PR HEIRCER A AR B, oA D B0 A A, L ik B
LR I g AR D A A A 1 A T i DA
K BRA 512 AR G A B MR R KU 21 T — Y
FERAEH]

BeAN, 252 HPT A D BE . 24 ik Ik
G3UATSH B /D, A8 BE4EFF 1E 7 B IR 43 W15 2,
ELAA PN TH [r) — A FFODR B S 22 1 5 Ak 32 438, TSH XS
e PR BR IR B 1Y Bt SR8 D , T 7E PCOS
Ha R St R ML R A Y 8
T o R HP A Sl RN 358 i B S S S 28 1) R
I ST SEOR L PCOS ™, AW KR IR R
ALK BN AE , I AT i 53 HPA Bl 15 n A
LI, T P 23 A A B A O M B TRk
RAENOHF T i S0E ol FEA/E . X ey
FAE HPA Bl vh o AT, HPA R KA
SRR PN o) 2018 € -2y N VA ¢ i 8 e
B, o WA B Sy R A T o 2k 1 B SO
Fe B = AP0 K Ji , - B HPA BlE 51 R 15t 1Y)
i

BEPETRIEPEH IR BRI ( graves disease, GD ) J&H
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AR ARy Al TC ) 322 5 PR, JCARRAIE J2 T 98k B4 400 i
B 9 2 40 3 i) DR, o FRCBR e DS 2 g I 7
AHUIRAR A PR, A& 5 R B PCOSFIGD
Z B A7 7E 216, JUNG J H% BT 482011 4F & K
T 2 PCOSHIH GD: B F I M H L &
J B ( BMI: 16.4 kg/m® ), 5% 5 22 = 1 HUIR IR
FE. CHEN H HZ% B8 A 7 38 YR 1 5399 4]
GDEH 10 798 1T GD /i . TR GD B
PCOS 1Y AR AW 15 T JC GD &4, GD R # 1)
PCOS K 1E XU 2%k 1.47, 5T GD B HH I, GD
B PCOS By XS AT RENS . {H PCOS &1 GD
BRI ANTE R, o H AT B R T il GE
= ) WA TR SR E . LAk, PCOSAIFFGD 11
97 0] B PR o RO T 5, 1 A 1R BE T
H— SR EE YW IN Lt
3 PCOS 5HURIRE T/ BRPRTE

FHOIR AR 45 15 ( thyroid nodules, TNS ) J& B IR g
1 0 S 80 A i A IR R AU P S B A L 2 A B
AT AR A R L PETNS 1R R R
PEEG 44510 REBUR BAIER AN 5% 198 %
P, — BB KT 1 em BIZ5 5 A4 S 9TAL; B
HAEM DB DN, A g L s LT,
Bo<] em Y455 AT RE R EME Y ALTUNTAS S € 21
] B MBI 5T T 178 19 18~45 %2 1) PCOS H 5 H1192 14
BMI VC Fi (19 i B A% BRE R, PCOS 4176 45 19 (47
TERVECE: B Y& X R, =1 em BIE5 18R
HE—2 2 HrPCOS L A R, 5 X BRA1AH He, A7
PCOS & HURBR D REREAT I RRIE B R 58, R
PRI R 25 50>1 em, A] 3278 A B PCOS 52 %
DR BR ) BERERS SN H WL 1117 o — /INEEAR S O AR 55
75 PCOS S35 TNS W& 5 /N5 B SRR 3 1)
FAG . KARAKOSE %5 ) 4347 T 97 5 PCOS £ 3%
715 i 5 2 R T SR X IR, & 329 451 PCOS
B (2 529.9% ) 47 TNS, i 4 B 20 HA 11 41( 2
17 15.5% A TNS, IAh, 534 TNSHZS 5# LT,
BT TNS (S 5FH IR, FBG. BML % 5
FFTHOMA-IR A 115, X W] PCOS &35 11 TNS 1Y
RRRFIGNN, 7T e 5 AR LR Bk Z [RRI B 8 = 1540
ZIEAFTE R AR EE R, MPCOSIBHE LR A
e 1B I R UAE , R S R KPS LH/FSH e AE T 5 .
LH/FSH L {H Tt &5 1 v] B8 38 3 LH F & % TSH %2
AP M T AR 20 FRODR AR 8 A o 00 J 5 2R
i S JB 5% 2R AR K R 7 1 Tl o R R 22 4 4R
L 240 R T R T S0 TNS 2 IR B A4 R R, RN
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R L 7E A L PCOS BB b, 0 £ 48 H B4R g
CEDE MR, 5 B A P 430 25 S A T
ORI PEAR , JEHEA T AR A4S 3

FEDR BRI 2 B i DL 1) PN P e 2 —, 3G
LR R RS B3R5 LA Y (B IR
HPCOSZIAIM KRR MAE R, TEA MR,
TNS 5 [ 5 2 KB =2 (8] 0] BEAF A2 JCI6, 1 ik 5 &R
AT W PEA R SR R R R P £ 2 — 7 T
PCOS B A% v TNS K Z 35N, ] [ E20E B HAR
9 5 PCOS Z M7 FE T 7R 16 &, (HAR 5tk H 1
SCHR FP IR A 5T PCOS H 55 FUIR R g XURG: 1o A
FKIMATIG AR ST ) A
4 NG5

ZE LR, WU ARG 5 PCOS IR R KA
BARKIGFAE , L PIFBER Z A —E IR R .
FFLR IR 96 1T 520 PCOS i () HPT R T BE, 7 7l
VR B PIH kL. i PCOSTR & S B H R
JIRTHBE MY VRGE , PE T 51 TSH A IR R 38 7K S48
&, InEE PCOS HMHARA I LA S B 5540 LAY el s | R
2 A PR 25, PCOSIA S AITD (1)
BIRAEEA TR R . IARZERT H & &
FOBR IR 2955 5 PCOS 195G 2R, T DL LG VR Y = ZE0F
¥ 45 A HUR IR AN PCOS 22 8] f B 45 5 . (H IR
PG 5 PCOS Z A4 P8 2 1 i B . H 1
THIEICHE 45 3 510 2 T 3R O 38 (EAS Ry B T
SN RIAE  Hi sk | A AN 2 S 45ORN B 177 B ] 45
LRI R B SRARN)) 2 55 . R AEARR
LERRE MG AR TR — G IMEN S % B L
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