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TR ZORA A i Z /) ROS 1, A B {E 5 PTEN
75319 HEF 1 (PTEN-induced kinase 1, PINK1 ) /Par-
kin RBR E3 J2 276 [ 7% $5/# ( Parkin RBR E3 ubiq-
uitin protein ligase, Parkin) @ %3 31, 76 B WEAH &
£4( PINK . Parkin . NIX .BNIP % ATG & 1) 0% 5
T FRC IR S LR, A BT AR N
TR eI F de & B T B A WA, J5 it — 0 518
TR R G T 8 W AR o i Tl Ak 1) 7K fide Tl 7
RPN Xl R IR EA TR o EZRRLIA
PEREAR IS, 72 A B/ N T IR B R IR TR A% H R
S0z i ml A0 5, A D ) A ) B RE R T
PEATIRRAI ] o A I LRLIR B WSS 1 /) B 1Y
H A AE T VBB RN A , R BT R AL ik
bk A A AR

1.2 PCOS GCs FHELNEAREE WiEL
PEE S AR R A B, TEAR PR IR R i S 7 A B
TAWERCR o E00 8 b, DAOIRR 0 0 S U5 21 B 3
R Ak LA B B9 1) 72 1 A P 43, B T 238 4 1 ) g
PEE W, ORI GCs BB} i 11 51 6 15 40 Ffd 2H 8
H W00 5L GCs 4k 45 51 BE 20 it & & RN 4E 47 O i A=
S | AR D T o T AT 22 S T Wi L A
Wi, PCOS [B & DI L 5 1F % R S AE P LR 25 o
AR 2% R B B Wi Bt A5 O T A TE 2 R
GCs ZRRL 1A B Wit 5 H 52 W DR & &/, 5 PCOS Hhrig
i 2% o AR B AR AL A DA S g
W], PCOS [ IR &L GCs HAFAE A Witad BEVS , OP
S LC3-T1/LC3- 1 B Lo i) 25 Th 5, A WA K 2R
F Beclin-1 {325 W8 AT 84 0, 7 p62 3 H 192 1458
1FBH W PI3K/AKT/mTOR 38 #% i B A%, ) W 1
e HOBUNIIE 3 s /b it BE A ok B3 R B Y P-
COS'™' g AT o I Y 4 AE RV B 5 PCOS K&
9, PCOS 5 I [ 5 3R KPR & 1 50 A OG5 St [
T#% KT kB (nuclear factor kappa-B, NF-«kB) 7K -
BT, EYE ARG I Beclinl A1 p62 #% 5%
AE L SRVEAR PR 2K S T i B R SR 8E IR T
o TR -y (interferon-y, TFN-y) &5, G B pi {4
WS, S AE S R, B 76 5 200 A 2SS [ e £
R PR i R KT B R,
T BN PI3K 38 6 1 i M B ER v 4 i B 4
kg s, AT LAk PCOS |y e 5 2 KU A H it , i3
HEJRE , 24 A e AR ILAE | HE B A g 96 0 3R I AE , O
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FASG , Hoh g BAR S LT it i — DR R
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B(Fe ) a3 3k, a3 S5 S (Fe’ ™ + H,0,— Fe'”
+ « HO + OH ") ffiifk H,0, ¥4/ - HO, - HO &
B PE SR FEPERR Y ROS 22— kit 1 i ol 75
SRAE AACILH A0 AR T A DA BB BBk
FET ., KBk Ho S EUFEAL O e R Fi
HAR R

PCOS B KN E SRR A KM, PCOS Lotk
PRI B R bt 0 30 6 A Bl P 48, ) 80 R
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g5 e kR U 5 A 2 T i I A 5
JERUIE L, 578 H 285 /0 7T 8 S 808 1 BERRAE N
M2 PCOS A RN ERF L. PCOS ¥ # FHA
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2 L X A R A, BT 3 et B A7
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R A W R L 4801 S 14 B A 551, DA T KA 4 5E
TRIDIH o A5 ) BT AR R RN ERSE T3]0, 4
JHEH K ( glutathione , GSH ) £ 15 5 4l }fd 52 ROS i
T HEA R CEENER . AN R (h
ez IRIE S TR ) A 2R A H =R 2 f 2 GSH
DG 7)o IDE 2 MR/ 4% & IR 30 1] % 12 1A ( System
Xe ™) HEREARFE T i b1 11 (solute carrier family
7 member 11, SLCTALL) FIVE T8 AKF 5 3 W5 2
(solute carrier family 3 member 2, SLC3A2) P~
BELH AL, System Xe ™ 1E 2l Sz ) e iz 1K, 21 e 2 R
im NN, 2 2E GSH /Y& i, F #E— 25 e (45
H KT & ALY 4 ( glutathione peroxidase 4, GPX4)
AR, GPX4 2 LI Sy vl Y 2R ZE T4 i 57, RE
KA 5 1) Z AR AR 17 FR W 1 3 48016497 ( polyun-
saturated fatty acid phospholipid hydroperoxide , PUFA-
PL-OOH ) % {k, 20 Jo 55 19 22 AN 1 F1 i 07 TR W98 NI I
( polyunsaturated fatty acid phospholipid alcohol, PU-
FA-PL-OH) , AT X BT B b 5 g B2 4o 48 Ak B iz o
GPX4 FI System Xec ™ ¥ #8355 240 i N g i 484k
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tem Xc ™ #EATHE IE , HHk B2 S ) B 1) B G5 AR O T BE
HNIIEAS SR A Tk 2D 1 S e, T S5 24 i
PRI AN AL kT 5 Rk aE T

— A7 5 PCOS K R SEERBFFE ™ R« 54
HRZLAH I, PCOS ZH R BB i &b GPX4 1 GSH
TR RRAR , BRBE T AH OC KL DI I i Tt 4l g 5 T
FE N It 4 (acyl-CoA synthetase long chain family
member 4, ACSIA) iz 8k [ 321K (transferrin recep-
tor protein 1, TfR1) .SLC7A11 FIAE R E R iE
2 1 ( glutamate-cysteine ligase, catalytic subunit,
GCLC) B ZRIE W 5 T35 LA B A IR R FET A 2k
KLATE A I B R SD AR i 52 36 3R B, 5 4 I
AbBR S N B GCs N Bk B 1K F- T i, GPX4
GSH ik Tt , I 7 PCOS BB vh 753 B 46 01E, P-
COS ZH K BROP 8L X A U fify P AR ORI in, BRAE T
K H GPX4 ACSIA Bk H Rk 1 (FTHL) (3
HAH-2(COX2) ik kAL
2.3 BEREEM RS AR T R
O AR BRAR AR A FIHT A AR T FE R & 5 BUNR
i E AL R B IR B AS AT 19K R B Ak
BB g PUFA £ ACSLA T4 I 4 A 15 IE sk 15t 4%
#£1if 3 (lysophosphatidylcholine acyltransferase 3, LP-
CAT3)VEA F Wik i PUFA HR% g ( polyunsaturated
fatty acid-containing phospholipids, PUFA-PLs) , J{: &
PIAEANM AR I, B 5 PUFA-PLs 44 58 it 4k A0 1) i
SAACHEFIER A 3 1 25 0B 9 B A A BEY PUFA
WiARAE L S AL ) (PUFA-PL-OOH) , fifi i3 Jot i A AL )
RERS PRI T H A BRSO e . MR T AL R R
T BUIGELE A (4 D03 550 375 P ) 15, e 5 A
MR (R e k— 25 00 i O A T R T
N [ ( malonaldehyde, MDA ) FI 4-33 5t -4 Ji& (4-
hydroxynonenal , 4-HNE ) , filt & 25 [ JJi-DNA B 2 1)
SR, FERE WA AR U RE , S SO M 1, fe X
FIRERIET-

PCOS 8 AL NN 0K F T, ROS 3§,
I i BRI Fenton 5B A2 iE 22 19 AL, AT 51
RARI I A . —TA ¢ PCOS [ 1) A I 4 2= i
Gl R SRR G, PCOS Lo Pk B AR BE A
Bl 7 B AR ER A PUFA KSF- W8S, b fE 4
DU R 9 PO AL 975 A 0 T P D i A e A T I 0
2. Huang et al ™ il i S50 X Ho PCOS K RURIIE %
X HRZF R LML L DR B 21 L PUFA JKF-, 4521 R
S0 IRALAH EE, PCOS R B A9 AL 7 AE AF U 943 IR 7K ~F-
B T e, (EL B A A6 AR DU R KA

3 PCOS GCs LM FEEESHRIETHRE

3.1 KrraRSRRiEkE LRIARHMET
BRACII RS 538, JU AR B 19 26 R I £1
RO L R SR . GOREAR B Y 1 BRI
G2 SRR LRI BEAR , B o A AR B
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REE— 2040000, R 20 M P i S| A . X R S
BRTEA N 2338 8 Fenton WA K 19 ROS, &
BRAET AR v ) S A 1, s B st A Ak, &
MR, B &g | RERIE T FRIE T2l
b ) LR B 1 R 2ok AR A A = Y, DT R
S IRINE]

3.2 ZrrEREMEAUFERE YT IR
o PR T GPX4 RO LAt B B i A AL ) 2 ¢
B R RIET MR BT E AL AR R A fb
BT AR 5 LoD IR B W Y IS BR R B % D) A G
GPX4 fF 2k F 2 b A AL B, 18D B B ik | AL 9.
ORI W A 3 BE 0 VT e IE A AR T AR o
AR R S e GPX4 /KF-. BT ROS /] DU fiih &
ANE ) B Wi AE, Ui AL GPX4 AT RE L& 3 WY
W GPX4 (15 Rk b O W B 1 3 Ak,
B7 LB 630 77 1 38 20 B S R AR P A 2o S Ak
(AT 18, DT A 46 1 W AR AT 1 L- PR ] LA AT
R ROS 1 GSH /K, [ B34 GPX4 /i) mRNA
K S [ A2 AL TR L B R Y L
PRk 12-38 06 = Ak DU 2 (7T g2 GPX4 #Eug
Y7 10)) ST 1 W i i 11 Avg8 (£ 0 2L 3h ) 4 il
H1oh MAPLLC3) [ IK4)

3.3 ZrrERERERE|EL IR EIMAANL
RAETETURE , B2 SE M SRR B, 31X — 2t BT R AE T
ZOCHEE, ik CDGSH #am &5ty 1 2 3Lk
TRk R 2 R0 IR T ok Sk W A R, AR RSB T R
A K BRI R T 2 IE S s s R
Yy B LR, i — 2D A F RO AR IS 1 B T A AR
PP Lot AR 3k L I 1R U R k-3 -k
PRI U 2 4 CoQ 544k CoQH2, fRAP S 1A I 1Y)
SEREPE. X RWILRR A R bt S LU, e
BEHCTH IR Bt AL RS2 . B AR & A AN A A
TR , 76 =5 Bk A ROS M55 T &) & AR R it 4 1k o
LR B WA B O B, KR A WA A, 3 SR
IR T IR S A A U o ast 41 0, B IR 200 L 1)
SERENE , BECE 211 ROS IR 1, JE BUEMEAE 2F,
INERERIET , e A B M AT 3 P A FFE T, 2Kk
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Kk DNA L 3 25 0% STINGL/BS R 17 v F: 1
DNA Jg& 3 % , 3 48 i it S8 Ak 5 350 WAt 1k 4k
] S
3.4 GCs&NEAEREFS PCOS AT HE
4 PCOS B#H GCs MAEIELPLIRDIRERERS , &5 5
FOZ BRI BR IS £, SRR B W B VR
XSG 2 S 30E 4 LR A 1 B b, ik
SR LI IR/ D, B 20 4 g R I, o — e 40
T AL SR BT, ROS /K- B3 T 2 s i
ROS 25154 & & PUFA 940 M5t - & A g i 41
b, A= BRI P24 (40 MDA 1 4-HNE) | 53 #6724 4
P05 LA A B I S0 e A0 38 %, DT i) 4 A
YIReRst . BR B A A 1) RS BB T B VA o6 .
GPX4 SN i ot 1ot 84k AR S0 T Y G Bt il , 3l
AT 5 IOk 4R A ) ok AR A A i PR O 32 ARk 0
fio 3 BE M A VTS 38 BT BE T #E 40 L N B Ak
JoT, R GPX4 (G PERRAR , {175 4 M JC 1 A 5%
HIPIE TR A XA FBUR S A —B
2 IRk

F£ PCOS Hh, fy FERLIR [ Wit i) 2o B30, 530
BRFET-TEDP B GCs B 5y k4B X Fh 4 e T8
L AWUHE OV ELTIRE, S SCHE O F 15 R O B 20 i 5
TR, NITINE PCOS W EE A B . A WFFEH A

5% B9 YL 1Y A BT 5 ek W SIS T I S 552 B 9 )
W TR AR AR B Y3 2 (follicle-stimulating
hormone, FSH) ®] L) 38 17 i 15 PI3K/AKT/mTORC1
HEEAME] GCs F W APA T, 9/ A WEIAR, L4 A 5
GV, X 2R B Wk A S ) 2= BB A% PR3P GCs
sz EAL R . PCOS HR 3 W 17 76 A% FSH
IRV, BRI FSH (1 S 1 B AR, 2o ik B w9 41
il 7 P L GCs ALK - T, s g BT T2 Y
KA TR T IR AR (1) o

4 BEERE

AR % PCOS S f HLi Bk AL T 15 Lok A
FIER % R BEAT I BE, #5378 T Bk SE T n] BE & PCOS
A BB Z — . PCOS [ GCs ZkifAk [ Wi
T BERE , Al REsE i H AL HESh ERAE TR AR,
& T B SR D RE R B AR S B RAEAR o AR AR )
RERE NG 0 2 A AL T2 1T, X Mo A ] LA —
ANEAE U A A BN, DR AR SR ™ ER IR
R RAFT PCOS H GCs ZebifAk [ W 5858 T 1
KMo GAE T X PCOS oy LA B2 1) PR , 2 %
FHHNESTHE RSt 7 RIBARIE . AR N
— PR ERAE T AR A W fE PCOS GCs i1 A,
PRAERIBILH , B HAE I R 8 8 FH 7, 1 e 2

1 PCOS gk hifk B 15K T Z (8] SR EXALH

Fig.1 The interconnected mechanism between mitophagy and ferroptosis in PCOS
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Abstract Polycystic ovarian syndrome ( PCOS) is a very common endocrine and reproductive disease. Its etiology
and pathogenesis are complex and not yet fully clear. At present, the clinical treatment is mainly symptomatic.
Studies have revealed that ferroptosis, as a new form of cell death, may play a key regulatory role in the occurrence
and development of PCOS. In addition, there is an increase in autophagy/mitochondrial autophagy in PCOS pa-
tients, which may be closely related to the occurrence of ferroptosis. This review summarizes the pathogenesis of
mitochondrial autophagy and ferroptosis in PCOS, and analyzes the interrelationship between mitochondrial autoph-
agy and ferroptosis in granulosa cells, in order to provide new insights and potential therapeutic targets for the clini-
cal treatment of PCOS.
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