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The Role of Programmed Cell Death-Related Non-Coding RNA

in the Occurrence and Development of Ovarian Cancer
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Abstract OC (ovarian cancer) is one of the most lethal gynecological malignancies, with the highest mor-
tality rate among female cancers. PCD (programmed cell death) is an orderly, reversible, and highly regulated cel-
lular process, including pyroptosis, autophagy, ferroptosis, and apoptosis, which plays crucial regulatory roles in
the progression of ovarian cancer. ncRNAs (non-coding RNAs) are key players in maintaining cellular and tissue
homeostasis, and a growing body of research indicates their involvement in various diseases, including cancer ini-
tiation and progression. Increasing attention has been focused on the roles of PCD-related ncRNA—such as miRNA
(microRNA), circRNA (circular RNA), and IncRNA (long non-coding RNA) in ovarian cancer. This review sys-
tematically summarizes the relationship between PCD-associated ncRNAs and OC progression. Understanding the
functions of ncRNA in pyroptosis, autophagy, ferroptosis, apoptosis, and ovarian cancer development may provide
novel insights for exploring potential therapeutic biomarkers in the future.
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O F R A M R AR S AR . BT, OCHIA A
=RhATRERER R OPER I B WOPE . AT
BN 5 G IR TT 2 AR R |
HRMITHAE . BRI T HRL AT, SR, K2
BB E AR B RE T, L, FHRBERAEY
b B AEIT HE S OC B I Tils A HEW
(77 =Y

FERS € B AE BB BT, A H &R E
F—MAF. mERENRIETIERE, X
FEBFRONFE 7 40 BB BE T (programmed cell death,
PCD). HHl, % Wi PCDA G FEIE T 4
WEAET: . AHRPE T AAR T . BRAE T V0 A Bk v
e B A AR RIF B . 2R
85 [/ -1(cysteine proteinase-1, Caspase-1)/3 4
M AE T — B e VA A TR X, FLARRAE 2 P
J MBI Je R TR B N AR R L, AT
fiik A 9 IE IR RN, S AL A M AR e A O B
e PP B A R B A S PR AR B B, 4 AN R ik RE i
IAERP A AA TS o E R RE R 4 B R, SR i
WE AT T 24 S e ¥, AL R E R E A
(mechanistic target of rapamycin, mTOR). H IAH %
5 [ 1(autophagy-related protein 1, Beclin1)%§ <8 7
TR U0, 20 Y T 5% BYH bk B2 R -2(B-cell lym-
phoma 2, Bel-2)8 H 5% pS3HJR & H (p53 tumor
protein, p53)Al Caspasesifiis, 25 R i 1)t g
[

JE4 % RNA(non-coding RNA, ncRNA), #&—
KA YL A i H B A EE SR RNAS T,
MR A LA T BE T 43 A4/ RNA(microRNA, miR-
NA). FIRRNA(circular RNA, circRNA)FIK 5 JE 2
i RNA(long non-coding RNA, IncRNA)", miRNA
I 45 G ¥ mRNA ) 3'-JE#H 3 X (3"-untranslated re-
gion, 3'-UTR), 41l i2 m (2 2 P2 fifd R 72 HE R A
E 9 E A A0 miRNAFE S miRNA, 4%
s . T, AR . IneRNAT @I SE SN
Y5 RNA(competing endogenous RNA, ceRNA)HL .
P E IR, A CEETIRE, 25 00 S 1
B, cireRNAE — LA F15 PR 45 74 1) 3F 9 i
RNA, Al miRNAWESS . B HAE. BRIk
B 425 8 DR s, 2952903 H sife 5L A1 s 1 411988 LB
A, BRI, ncRNAT] LLATE B, BRIET.
T T, Mgz sk e U, AR TR

FPYEFE T KneRNA S OC IR G &%, AT REA B T
IV RAZ IR ¥ FE 16T SR o

1 Bk

I 2 40 i T i 52 450 A0 i 2 R0 R B
RS S AR 2 1 20 R e sk
A RS RIBOR AT R, AL R 2 e DY A
BBt - L UGB B HH unc-5 1R (unc-51-like kinase,
ULK)E &W0E 5 3)), B 5 5] EIAL Ak s U LEE-3-
W = A (type 111 phosphatidylinositol 3-kinase
complex, PI3KC3)¥i, SEm s &H AR EH
9(autophagy-related protein 9, ATG9) 1 ZE 7 ik Az ¥
FH RA% ; SEfH B BB T ATG12-ATGS-ATG16L1 5 &
YT U K MR AU AF DG B I T2 5% 3 (microtubule-
associated protein 1 light chain 3, LC3I)[] LC3IIf1)#%
gk B WRAR B R 5 2B B 1 WA 5 v il A i
BT R E RV B 5 f 2 PR AR I B bR v B AR G ) A
A, 8 fife 1) JER P 0 2 o 1) 40 ok I v i A7 48 a1
NSO H AT, BRSO O RS O, i
PRNERFU B WA U0 S 0V E AL, LG 4RIFIF
RARTT 9N S R ) 250 (B 1) 6
1.1 BEHEXmIRNASIIE R
111 #4197 £/ ¢9miRNA  miRNAR)EZ ¢
A T o AR AV ) B mRINA ) 3 R U 1 AR 4k
(R FE PRI AL, miRINAGE i 18 15 5 W 52 0 241 A 364 B
28RN 251 . B9 R I, miR-84857E U 59 4t iy
chh [ Wk < 3 Rl LAMTOR 3 mTOR) 21k | 3
IMATG 13RI LC3 B Ko B HIRTF R,
miR-84853f F kil id 5 LAMTOR3 mRNAM & 454
I LAMTOR3 )33k , 72 3F 51 539 40 ff [ ek 41
YIS A0 A 5 2, miR-144 07 T e fifh 17q11.2,
5 miR-4513L [F] I il — BRI 1% , A 7 31 50 A
miR-144-3p. miR-144-5p, =B 5 540 AR5,
b8 R FE o BFAE R W], miR-144-3pfE P §
20 L ¥ RS K T4 Tearisidel LR 3 . b4k,
Jif 5 A AR K K 725248 (insulin-like growth factor 2
receptor, IGF2R) EL##% miR-144-3p#E|r] | Icarisidell 7]
fil Beclinl M ATG-5ZI5 /KP4 11, p622RIE/KTF#AIR,
{3k P B AR B R . S SR, Tearisidell n] DL
miR-144-3p/IGF2R 423 [ 15 R 1) 5 59 4 o P4 184
BE. BRI ZE Y, miR-29c/E miR-29 5% ik [ B %
B, AL T Rtk 1932.2, HmiR-29b- 13—
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Fig.1 The role of non-coding RNA in the regulation of autophagy in OC

1% o miR-29¢-3pidk Z I 24 il MGTAF iR 24 4 i ()35 7,
FE AR 24 40 i vh LC3T/LC3IH Eb 534 i1, Beclind
Ik B, PO2RERIE KT BRAK, I4AT 24 5 o
S BRI ING G, Ak, SCKHEH EH Pl(forkhead
box protein P1, FOXP1)/&miR-29¢-3plfJ#Ltx, ATG14
e FOXP1 2 sU0E , miR-29¢-3pid kil ik K i
FOXP1/ATG 1441 OF S5 5 Wi, FF HL4 = OF S0 X0
A PRI ABURS M | 26 W miR-29¢-3p & v AR B S8 4
i} 245 38T B8 A 22, ZHOU%E PR 50 & 1L, miR-133a
FENGUEF i 24 59 59 240 Jf v 238 7K1 42 3 P 1S, miR-
133a%5 A YESJZ 8 2 [A] 1(yamaguchi sarcoma viral
oncogene homolog 1, YESI)]3'-UTR EL#%#E[7] YES1
IR PRI, AT A0 B 5 g 240 P 1 Wk DA PR IR
BT 251 . miR-133a/YES 1l AT G381 1 4% 5 W ik
T 1 B0 56 e o G P e

1.1.2 42#t9p £5E49miRNA  miR-1305 %, 5
miR-130afI miR-130bM A~ FEEW Y | — 7 5

MBI R AL BEARFH . HF 7RI, miR-130a7E G &
e B, o SR nT (i gk O S A B G AE  1R
% . miR-130ai@ i § 7] 7SCI ) 3'-UTRA 1
TSC1#i%, TSC1-TSC2E A4 & mTORE 5 #
B FOR T AT R, miR-130ailid B B4 )
TSCHEH mTORE B H W, SR 2 2k 5P S5 1 K
AP miR-125147 T A Geta ik 12q14.14b, 43 miR-
1251-5p. miR-1251-3pP A i 0. W5 K3,
miR-1251EOCAH I £ Hhim 2k, T B 1 456 4 A
“F (tubulin binding cofactor, TBCC)# fff 3£ & miR-
1251-5pfths, Hoad R &M 7 LC3BIMERIL, H
Pt T o/B-TE B AR p62 [ 3R, #0140 A
AR EWE , miR-1251-5p 1] J 7)1 5 TBCC X4 A
JEISAR [ WA . B, miR-1251-5pfE Jydia
FH R TBCCH B LC3BHKIA, IBRL L ik ok
I e 5P S 40 B K S . miR- 30a‘ﬁEEPFEI‘Ji£F@
Al 2511 2 7] 5 R V), miR-30aii 1L 55 ks 40
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L P 0 AP SR R PR 4 B AT T T 2 P . AT
FeRIAE AT J5 O S 98 558 1135 H miR-30alf)
FIRIKP B3 AR, A A2 KPR -B(transforming
growth factor-beta, TGF-B)FIE} R 51 AR & F [FVEY)
4(mothers against decapentaplegic homolog 4, Smad4)
(MRIEAKF T3, 1R IE miR-30a ] #iii] TGF-BA!
Smad4 ik, AL, miR-30aid 2k 30 #4155
I EWE. &2, miR-30ai#id TGF-B/Smad4 i i 41i
E W, 5 G S5 R I EH i 24560

1.2 BB EIncRNASEREE

1.2.1 #9190 £ 49 IncRNA  IncRNAZEOCH 5
WRIE, HHEL T ASE5 OCHIR . KIE.
R R 250 . LRI, IncGASS-AS17E OCZH 4
FIZH L 2 R R IETKFBRAR , i K95 IncGASS-AS 1
T OCHH M i W, #0]  OCH M it A K o L AT,
IncGAS8-AS15 Beclinl 254 {2 #F Beclinl (1R IE,
JUER Beclinl %% | IncGASS8-AS17E OCHEJ& H (1)1l
FIER . K, IncGASS-AS1il T 5 Beclinl 5 4
T E WA H OCHERE 7, IncMEG3HL T4tk 14q32
b, Re—AS 5 mRE RO AL RN R R iR 0 ) R
Fo WKL, IncMEG3TE I Bz 14 B S oh {1 R 1A
KA, IneMEG3 %A i affff LC31I. ATG3.
LAMP1RIEKFTFE, 11 SQSTM1/p62 Kk /KF R
B, 0 A B G . BRCER VR TE A, FEE it s 41 A 1
T-. b4k, IncMEG3 {24 ATG3 mRNATE 2L &
DAL J5 A P A . SR F , IneMEG33@ i 1777
ATG3 7 A T B WAL 59 S8 b 78 22 e #10i|
T, WKL, IncRP11-135L.22.1 7 B S vh %
IR FEAG . R ] PRI IR S 4l B 1R v% 7, 35 %
U S A E W . IEAEX A IncRP11-135L22.17]
fE— R E b B, 50 Op S g R T,
IncRP11-135L22. 13k Fak vy $i ] B W8, AT 384 565 It
BT O S 40 B A FH Y. X 6 IneRNA ] g2 OC
I AR IE ST TS TE VR TT 0 AL

122 AR#9P £ 49IncRNA  IncCTSLP8A T-95
Bettifk q21-q221X . W TR I, IncCTSLPFEH:# 1t:
Jif g 2H 2R I RIA K B2 T . IneCTSLPSIE it
78 miR-199a-5p 173 T4, f R F T Ui L A
CTSLIf#N], M _EIH CTSLIIERIE . X —HLHI
AIE T G S5 At e, R T A0 A
A RAELFOEEH Y. B2, IncCTSLPS &%
P P SR (I VR TT #E . BFRE W, IncHOTAIR

FEOF S T 08 B, 5P 5L A0 i B WA DG B A
Atg 7RI LC3T/1) 2 35 7K~ it 56 MAUEA R B 1) 388 i if
FFE . BEAN, IncHOTATIR A5 T LU o 300 ) W61 175
TR W SR B v UL A O SR VR T R IR R B
WEFCR I, IncHULCYE b R 14 B 53 v 0k /K7 T+
o IncHULCIH RIA 5 F A MG T, FE1K T ATG7.
LC3IIAM LAMP1 I 3RIE K-, RIS 75S 7 P62/IER
ko AN, W R ILATGTHE 5 IncHULCH BLAEH, I
R L YL ] 3 5 IncHULC I B0 /EH . X%
B, IncHULC AJ g2 8 i $il] ATG 72k A2 F B S5 Jie
J R AP, TR, IneXISTAIFOXP1 ) IA/K
SP-AE OC AR 25 41 i 38 1, 177 miR-506-3p 12
K KT B, IneXISTHE [AlmiR-506-3p 3 N i H %k,
1M miR-506-3p A 5 FOXP145 4. R, IneXISTi#
15 miR-506-3p/FOXP 1 4l 50 [ W A - 4 TR 24
Inc XIS TR AT #li OC 1) B Mg A1 R 41 24, [F] I g
HEA MR T B, IncSNHG7RJ A5 O 59 20 o vpr 4%
WEEHURMERT AW . IncSNHG75miR-3127-5p45 &,
i Beclin | FLC3IIER A 3T 5200 W, — FEXUIR
THBR T IncSNHG 71 7 15 X 44 P Jifr g A8 K R0 W6 11
TEHEVE R BY, BRI, IncRNAMBM Y AWS 5
1.3 BEEHEEcircRNASDREE
circRNAFLH Z M ALY ThEe, 45540
Mot ss . 1228, UM 125 . GANZEBSIF R K
B, cireMUC 167 B 59 240 ffg b 35 7K P8 i, cir-
cMUC1 63 i 145 miR-199a-5p i 15 Beclin1 fl &L
% & 1 95 125 1 (acute myeloid leukemia 1 protein,
RUNX1), {5 b Bz 14 59 S0 1) B W, AT 2 {6 B
USRI HE | cireMUC161] g /& OCi2
FVATT I (E# 05 . bl , ZHANG S PO 55 R 1
circRAB1IFIP17E b J 4 O 539 2H 21 Rk /K1 7
1, FLIh Ak BOR O S 20 B ) B W, s g 5L
e B I E FN12 2% | circRAB11FIP 13 it #5471k miR-
129145 HAU bR ATG 1481 ATG7HI R IE , N H
W, 4 5m UP S AN Mo s s AR 2R ). AR
B, circRNF144B{iE i OCHH it () LE W2 e bk, I
PHEWE . circRNF144Bif il #4748 miR-342-3p1
JIl F-box/LRR-repeat [ 117KF, {2 Beclinl 1172
FALAE TR AR, AT AR B W = IR 3 OCHY
HERE P, A, circRNF144BA] B8/ OCIEIT A 2%
B R o circEEF2/EL4E P & FAIR 45 04 A BY 422 il 347 )



2672

K R, circEEF24E UF S8 40 i o i £ ik,
circEEF2% 74 miR-6881-3p LA L i J5 # (I #E45 ATGS
AIATG7. MAb, circEEF20] DL B $2 5 ANXA245 &
LU p-mTORFRik . AU, circEEF23# it 5 miR-
6881-3p Al ANXA2HH H./E I i3k 51 59 4H B (1 H
W, BEFEAR 2 B, WFSC R B, circVPS13CHIES &
2 3-FA. 1IN % (tyrosine 3-monooxygenase, YWHAZ)
TE UP S A M s Rk I, T miR-106b-5p i, cir-
cVPS13Cil i # 45 miR-106b-5p i A stttk
4, miR-106b-5p HLFHE [\ YWHAZ, circVPS13Cil it
miR-106b-5p/Y WHAZ {5 F W&, 34558 OC [ 4
BB B, 23 B ATR , S0 cireRNATE I 1 5 [ 1,
25 OCIH#m k&, YIBRIX L circRNAs ] REH7 il
OCHH f I3 A2 28 .

2 BT

AT — P B T AR At T, 8ROk
AL 32 2008 KB Mg . o5, s
EALYDEE 4(glutathione peroxidase 4, GPX4) &8R0T
() DG B 428 TR -, 2 4 o ol B SR A ) 2 44
TRIHLE] . B RN S, B IR Y
PR LAA A L EUR , GPX4 TR 23 bt H Ik (glutathi-
one, GSH)F AL AN AL I (oxidized glutathione,
GSSQG), JH BRI % (reactive oxygen species, ROS). 2%
R BT A A gt T o ok, BRAE T
#il| &5 1 1(ferroptosis inhibitor protein 1, FSP1)-%&{t
HUH A Q10(oxidized coenzyme Q10, CoQ10)iH i &
iy —FHT AR L], FSP1FI I NADHYE Ny HLF
Hfa, 4 CoQ10i8 J5 y BA o sal A ik 14 (1) S AL i g
Q10(hydrogenated coenzyme Q10, CoQ10H2). Co-
Q1OH2F] B4 31 i3 i i 280 1 i 2 (lipid peroxyfree
radicals, PL-OO"), 4 HH Ak 8 J6 3 1 N5 it &t 45 4k
W) (lipid hydroperoxides, PL-OH), M fij FH W7 i i ik
FALIEE A SN, BRIk, GTPIF /K fiftfi 1(GTP ring
hydrolase 1, GCH1)-PY&E A=W (tetrahydrobiop-
terin, BH4) /& 28 = M Priafb R G HNHI 2 FET-. GCHI
FEBHAG HHI B E B, L GTPH AL JyBH4. BH4H]
ELH P PL-0O0-, BEW AR 5 S A i B 5 2
wha, —AFLIE M E B (dihydrowhey acid dehydro-
genase, DHODH) & W4 NE & BUS A8 H 1 B , 8 Ar
TEKAEN IR, A = EFLIER (dihydrowhey acid,
DHO)% 4k N FLiE W (orotic acid, OA) I [FEI, ¥ CoQ

W7 N B A PUE A TSP CoQH2, CoQH-T] H 2k
B L&A (1) PL-OO-, FELIKT i B i Sk AR 3%, 12
L AR 5 s R ([K]2)
2.1 SKFT-HEmiRNASDPEE
2.1.1 #7497 £9% 9 miRNA  miRNAIATTOCYH i
MIERFET I FE . FRATT A& T 8RAE T M X miRNATE
OCKME. KIE. WM 2+ ¥1EH. miR-424
J& T miR-424/miR-503 & K% , 7 T X G thfk Xq26.3
X1 . MAZESHEW , miR-424-5pili il B 40 [ 5p
9 40 M ) ACSLA M [m) P 152K T . miR-424-
SpfE OCH i nl i@t 5 ACSL4M) 3-UTR4; &3k 40
il ACSL4FK L, MM kDR IET, HH miR-424-5p/
S8 B S A Rk BE T s b BT DLE i ACSL4
o kR B, miR-424-5p i i #E 5 Ly 4 i
) ACSLAK R FTERAE T, X W] A A2 UP HLIE 1B 7R 7R
J7 7% miR-15 % H miR-1-1F1 miR-1-2 4™ i 5
MR EATHIER miIRNAZ Dicerfi i T.J5, 2
Y3 AR R ) A miR-1-3p. WF 58 & B, miR-1-
3pRERAI N O S0 40 M 10035 7, $2 =48 i ) MDA 7K
-, T miR-1-3p i) 77 W 180 53X 2615 450, FZD 7RIS
FIRHR = I S A0 M RS 0, FERR A0 H ) MDA
Ko FZD77& miR-1-3p[) ELHEEHE £, miR-1-3pifiid
5 FZD70) 3 - PR X AL 45 4, I FZD 7R IX,
miR-1-3p 4[] FZD 734 55 G 5L Ja 20 i 0 25 48 1 (1) 85
JER LS,
212 ARuIP £ e9miRNA  miR-38247 T'DLKI-
DIO3EM B A%, 1 X E & 245 IR i AH DG I
miRNA. W5t K& B, miR-382-5p7 B S L &k, 5
SLCTANZRIE B FIZ-RENRITHIH] 1 5 S04
A, i miR-382-5pfFIA /K T4/, 1 SLCTA115%
7K B, 304 miR-382-5p P F1) 22 45 [R5 S i1 O
HURANAIET.. (K, miR-382-5p/SLCTAl1HZ 5
FIZ2 AR R 10 B9 S g8 20 i 384 #0717, miR-382-
Sprl @ T ERIET S 2 50CH IR E
2.2 $KFET-HHXIncRNA 5 5P &
IncRNAFIERFET-TE OCH & g Hh it 5 22 K E %L
(I/EF . IncADAMTS9-AS12E—Fifi T AN 165
etttk (16q23.1) ERIKEE RG9S RNA, HADAMTSY
R I B REFETK . WFFE R I, IncADAMTSY-
ASTTE OCH M = R 1A, Hm K i miR-587113%
15, N SLCTAIZRIA, (R kIt , #IH| OC4H
MBS AGERS . 1M miR-58 74075 0] _E i SLC7A11
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Fig.2 The role of non-coding RNA in the regulation of ferroptosis in OC

(f)221% . miR-587+% ADAMTS9-ASIFISLCTA11f{]
4. B2, IncADAMTS9-AS1H] At i it i 5 miR-
587/SLCTA11%H, 3% OCHEIET ILFE, T3 OCH)
MR, A OCHRALH IR T S AW, Ak, A
W5t K, IncRNA CACNA1G-AS1. IGF2 mRNA
454 % M 1(IGF2 mRNA binding protein 1, IGF2BP1)
7 50 HLyg i K 9A, IncRNA CACNA1G-AS 1A it
IGF2BP 141 Sm A AL, ik 8 A F 8% 1 (ferritin
heavy chain 1, Fth1)Zik, #1595 98 40 i 11 2k 2%
FIEBRAIERBE T, B AR i3k O S0 40 f s s AT A2,
IncRNA CACNA1G-AS 1R fi 0T 34 i1 5R E58 40 g
Fe? i 4 47 5 5 IR 0 T (1 RUR I , 0 1H1) B 53988
AW R, K IncRNA TPT1-AS 1R #ifi] 5p
HUm MGG T ARZE. LAk, IncRNA TPT1-
AST#E L cAMP J B Te 445 6 25 1 1(cAMP response
element-binding protein 1, CREB1)ii 17 GPX4%%
3%, JF5RNAZ & A KHRNASE & 45 #3845
T S M 5% 4> 1 3(KH RNA-binding domain signal
transduction-related molecules 3, KHDRBS3)4H H.1E

A F 8 CREBI1, 1l erastinifs S 102 AET:, £ OC
BERE B, RT3 B OC 3 i VA T R S I T 3L
TG , FENG% PUE OCH I 1 815 2R AE T Ak
RUFAHIE ) IncRNA, 43 58 IncRNA AC138904.1.
IncRNA AP005205.2. IncRNA AC007114.1. In-
cRNA LINC00665. IncRNA UBXN10-AS1. In-
cRNA AC083880.1. IncRNA LINCO01558H1 IncRNA
AL023583.1, 0] ] -%F BF S 15 5 90 5 AVG T 1
Ko

2.3 SR T-FHXKcircRNASBPE =

2.3.1 9P £ JZ 49 circRNA circRNAFIEAET
TE R R AL TT i 25 P P B oe EEIER .
WA KRB, ] cireSnx 12 7] fff miR-194-5p i SL-
CTAFKIE, TMmiR-194-5pEkdcidid: 7 SLCTALL
()N, cireSnx 12738 i i 5 miR-194-5p/SLC7A11
B BRBE T, o A X O S 0 AT T 2
PR, cire ARNT2 0] 15 24 5 ik OCEA TR 24 (1A 2806
T HE

232 AREIP LB AgcircRNA SRR £ (1iFE R 2
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B, circRNAAZ OCK A= Fllidk g v (1) B B[R 7. BF AL
RIL, circRNA00076157E b 5 14 O S vp 3Rk . 3%
B, HREE S BN S A G S TR AR 22
BH, H4HARAE T30, RIAERIET:, XL i Rg #1
1 AT 4 miR-874-3p 3 b , TUBB3 /2 miR-874-
3pfEL R, R, circRNA0007615 1] fig i i ¥
#HmiR-874-3pAIA T TUBB3RAE #EOCHE B,

3 YMRREET

9N B A= T2 B & M Caspase-1F1 Caspase-4/5/11
T, BEa, ERlE TR, HPhEER
D(gasdermin, GSDMD)RJ LA - It 28 % & 1 B ) %1

2P L fe B AN 5 5

R B = [K F-2(melanomalacks factor 2, AIM2).
pro-Caspase-1F1 ASCZL &, A [A] (455 1 1) 52 44
(pattern recognition receptors, PRRs)J i AH W 2 Y i)
RIEA, FEAR AR R 5 R A4 AH 5% 7 7 2
(pathogen-associated molecular patterns, PAMPs)&{
45 H 2 43 T 155 (damage associated molecular pat-
terns, DAMPs)™, PRRsif %] PAMPE; DAMPX J5 ,
H 2 1 9 IE /IMA TS Caspase-1, 71 Caspase-11] LA
4 /& -1BHT 4K (interleukin-1B precursor, pro-1L-
1B)F1 A 25 -1 8T (pro-TL-18) 444k N 4 I TL- 1B

IL-18, [F]f 5 GSDMD Y #1 /> A it , GSDMDIH]
N-3ii ] LALE o i o = £ AL, SHEIL-1B. TL-18 AAJIE

DL A DR B, iR i, X E P R S R, AUHO P Gt R TR AR, 2%
JIE 28 L DL SV 22 98RE IR 1 R RS I AE TR AR TS A R A T A DN S 1 R AL
T, R Vi PR A R B A AR T R R il b LA AR (E3).
TRIENMEEEMHAS, 2R EMHZ RS & 3.1 AT HEXmIRNASIIEE
A 25 ¥ 3FF 524 1 1/3/4(nucleotide-binding miRN A i 52 10 40 i £ 172 A G I8 4% 7F B S5 96
oligomerization domain-like receptor protein 1/3/4). E@*%@iﬂiﬁ@o — U miRNA A J# i 18 4% 05
Ca™ l ™NF_— DAMPs IL-1p
_BAMPs

Inflammation Pyroptosis

L " L e®

Pro- IL 1B

£—NLRP3 inflammasome

20 - - T
ASC Caspase-1 NEK7 d
Expression of

inflammasome genes
Nirp3, Nirc4,
Pycard, Il1b

TNFR 9 .
LU
l \ Pore assembly T T

IL- 1[3) CGSDMD N
Caspase 1 ¢irc0000906

GSDMD

ok

NZNTNTNT N TN TNV AN TN VNN TN TN

NF-«xB

El3 JELRAERNAZEOCE T EIEHMIER
Fig.3 The role of non-coding RNA in the regulation of pyroptosis in OC
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8 i K] R I SRS AR AR T, T 1) B S 95 S AL o 3.2.2 4RI £ JZ 49 IncRNA IncHOTTIPH; T

miR-670-3pf7 T- N4 1q32.1, HH miR-670%E Al
YntD, SUM N AR E . AT R RE R . W AUR I,
— FR O 2. 2 B O G C A it H 08 T e i M s — 4%
HF R 2% B2 S8 AL 2 (nicotinamide adenine dinucleotide
phosphate oxidase 2, NOX2). NLRP3. ASC. Cas-
pase-1H1 GSDMD-N[#) 3£ 7K. miR-670-3pH] 5
NOX2 3'-UTR4: & I FFENOX2 £ 1% 7K °F, miR-670-
3p AR AT B AR = ORI 5 (1 NOX2 Rk /K ¥ .
R, — HOWUICAT 2 5 miR-670-3p/K T, 1| NOX2
PR 5 57, AT 404 NLRP3 480 /MA B0, IF
e 2% 503 O L 4 M ) AR TR 28 9 BT miR-216a-
3phr T Hettfk2p16.1, HmiR-216akk K 4, 76
H R A HEIER . B SR I, miR-216a-3pT] i
AT S 1 OCH A5 T2, miR-216a-3p NI RHE
% e BE A 75 5 1 OCAH MU AE T2, miR-216a-3p -
AU BAR S B T RE . DR, IR AT 5] P e
MAAET., miR-216a-3p/K-F N f#. miR-216a-3p
R A% 100 41 0015 S 1 0 B A M R T, X A
A S RAE B8, Bl 6 A AR T A T L RN
WEFE, WA EET ) miRNAS 8 o0 U0 S 12 AR
IR Y

3.2 {ApEET-HEXIncRNA S D& =

32.1 )90 £ 49 IncRNA  IncGASSZELEZ
ARATROIRES TRk M KM . ETEZFAEY)
Sk R OREOCEE R R, U ARG G . A
T AR Sk B i B BB X, JR S e R
P VIM S . IncGASSTE G S H R IA K 235 F4
6, 5 S50 384 5 R v T2 R 38 o, B e 240 L 9
T2/b o IRk, IncGASSTE P S8 1 1 F 5 28 1
IMATE AR T 45 5% . IncGASS I3 22k DL A] 4K
H A 7 R HE TL-18F0 TL-18 IR AL, 15 S 40 =
T, IncGASSHE B IL-1BH1 IL-18% 1% 7K P FRAIE,
FETSZ MG, O S AT G 1 G AN EEVE TR L RE )
FH5E . R, IncGASSIl L i 5 JE IMA T il K
{12 T O SR 95 4 i A TSR A IR gk R, T AR S R L
FE 2 Wi RNE ST PRV T HE AU, ZHANGSE 5@
I AEYE B, T H OCEE T AR IR K AIM2,
CASP3. ZBPIF1CASPS, W] GE{E OCHHIR fI A=Kk
AR, @it it —2 501, /£ OCH %7€ H IncRP11-
186B7.4/hsa-miR-449a/CASP8/AIM2/ZBP 1 14% 4,
AR SMHIOCHE R A & A G .

Ptk 7p15.2, SENT HOXAFER SR 5'0% , (EIRIGE K
B i A RE R AR . BHRK
L, IncHOTTIPYE OCH FIA b, FLyTER T 47151 41 i
WEFEANLRP LR PE/MEN ST 4, HOTTIP
JEIT T I miR-148a-3p 4 N & S B &Y 2(protein
kinase subtype B 2, AKT2)#&IA/KF, 2R 5 I ASK1/c-
Jun N-3i 3 (c-Jun N-terminal kinase, INK){5 5 #%
S. B, IncHOTTIPIE i 11 4% miR-148a-3p, Il
FITAE 5 RS ASK1/INKAS S g, 3t S8 ocyn
JfLHE BE R NLRP 158 RE /AIMAAN T A PREE TS, AIfi 2
BEOCHIBEE R Y, thAh, ZHANGE: I 57 % o
H OCH TG FE T2 M 2% () IncRNA, 7 5E 6N HE T A%
IncRNAs(AC006001.2. LINC02585. AL136162.1.
AC005041.3. AL023583.1F1 LINC02881)15 OCH it
JEAHG , HETAH 5C 1) IncRN AR AE ML TARAE (151 2%
BT 1E N OC I 73 2 1 751, D OC HR 38 IR AU 7
JE RGP VR TT R TR AT 1) LR -
3.3 AT HEkcircRNAS DN E
A A2 TS A0 circ RN A A2 UF 80w & 24E Fl ok R
A EE B TR F . FETAH R circ RN A R i i
W miRNAZS 5 00 U8 41 0 16 5 . #F Fe R 0,
circ0000906 £ B 519 40 il I K 1%, 1 miR-588
FiEAKVTHE, #E— B0 7 R I miR-58 838 i 41 i)
GSDMDI1)3'-UTR&E &7 11, SEIXT GSDMDRIA [
PR, (kP AN AR T, A0 O S
Jl, R, cireRNARYE NOCHWEAERE AL, Jylm PR
BIT AL AT e

4 ZHRAT

I T 2 T T 9 A 2 401 B AT R DR A
MRS B B AL, Heop A A B4 NI
RASMEYE RS . NUE TR I T84, 18 PR
NERLARETE, HDNASG . EA R AR T
S = S5 EOBOE Y, (R T- 8, W BCL-24H 6 X
1 (Bcl-2 associated X protein, Bax). Bel-2[FJE T
71 (Bcl-2 homologous antagonist, Bak) /& 4= 5 Rk, &
RSN ZEL, B R CERR ), 5
HTEOREIER 146, FERTERESMR
FERR, HEIM G Caspase-9, J& 8liCaspase 2l Bk [ M., #x¢
PR AET O YR TR AR B O B T
Bel-2 85 H Z% AR I8 T2 5 P8 T2 5l 7 2 8] A
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HAERT . BUR TR F 5 Bel-2 A0 BAH bk ELR -x K
AP (B-cell lymphoma-extra large, Bel-xL) ] FH W4
JH €8 2R CRRE TR, BEL L2 0 120070 A8 9 T2
NRHCT: 52 AR @, i Fasf /& (Fas ligand, FasL)Bk
P Jeg R ALK ¥~ -a(tumor necrosis factor-alpha, TNF-o)
EICARLE B AT 524K Fas IR IR BEIE F 52 Ak
WA A 1A (tumor necrosis factor receptor superfamily
member 1A, TNFRSF1A)filtk, 2AET: 524k 5 HAR R
PERCR LS A, EA e =R A, FEEEEELED
Y pro-Caspase-8&5 S TE AL T RESHEY, B
PO Ui Caspase-3/6/7, F 2 S 204 o T %61,
MR T S S B0 B ) R AR B OG, DAL, B
FOPH AL PR Ie T B B2 (E4).

4.1 JATHHXmiRNASIIE R

4.1.1 FpH90 £72 69miRNA  miRNAJE T H5)#
PRI SE R mRN A A5 L RIE T, miR-1934R
P F AL LA B AP 41 22 57 1] 70 Y miR-193af miR-
193b, P 7 L e A [R] PR B[R], A v 3 R A5 4

YERY . BF9E & B0 miR-193a 1 miR-193 b7 57§55
i 5-3R -2"- iR T 45 A\ 15 F Caspase-3/7i%
b, 2B miR-193 1] LL52 i 20 At J& 3 A T2 3 R i
%o IEAk, miR-193aif i ¥ [\ ARHGAP19. CCNDI .
ERBB4. KRASZFENF S DNAG AN T, 7
H miR-193aid i 45 & HH mRNA ) 3'-UTRK FE 1K
MCL1E A&, %P miR-193afE I 5z 4 O 598 40
W B IR A HE R Y. miR-193a-5pifi i 5 [H] Y8
HEZE 1 A7(homeobox protein Hox-A7, HOXA7)If) 3'-
UTRE: & KPR FRIEKF. B4, HOXATH L
WIS 7 miR-193a-5pXt G 5140 it 38 58 A0 T 1) 52
M, A, miR-193a-5pE 5P 449 Hodid '~ HOXA7
01 O S5 90 21 B A 5 RS AN ML T2 U2 miR-125
F T 7 N miR-125aF1 miR-125bH AN AL . 5
KIN, miR-125aF1 miR-125b7F UP E9 40 iy o 3k
WA, e 5 SRR H ) O S 4 ) 3G . TR AR
Z&. miR-125af1 miR-125b)id ik 5 AR IF AL
G 4E45 4 22 1(eukaryotic translation initiation

miR-193a, miR-193a-5p circ0078607

. . circITCH
mfR-lZSa, ml.R_IZSb circ0008285
miR-200b, miR-200c

MiR-21 miR-137
miR-301a
miR-205 )
\' DNA damage

Oxidative stress
Growth factor deficiency

/

BID

Exogenous approach

Bax/Bak
monomer
\ Bax/Bak
homo-oligomen

5

¢irc0013958

circPVT1

Apoptosome

T

APAF-1/Caspase-9

IncMEG3
IncGASS

IncMALATI
IncTP73-AS1

IncABHD11-AS1
Fas { LncDUXAPS

Y

Endogenous approach Yyr

FADD, TRADD

v

( pISC )

v
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Caspase-8
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v

El4 JELRFERNAZEOCHTAERAER
Fig.4 The role of non-coding RNA in the regulation of apoptosis in OC
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factor 4E-binding protein 1, EIF4EBPI) 3'-UTR¥E i
NG ERBRE AR ¢, 7] F 2 EIF4EBP1 mRNA
IR A RIEKTF R T . ik, EIF4AEBP1SE 0 iy
Y111+ miR-125a 1 miR-125b ) B 4572, miR-200
FAL & 5N L, miR-200b. miR-200a. miR-429.
miR-200c. miR-141, HH miR-200bF1 miR-200c#% i &
R a8 FeR AT B I OGRS 4 U
WF 78 R B, miR-200bA1 miR-200ciH i #E 7] DN A H
S F2 B (DNA methyltransferase, DNMT), B T
I DNMT3A/DNMT3B L, Jf i Ry 7 M 2
1(specificity protein 1, SP1)[H#Z4E ] DNMT1K44 /1
AR BB o A, miR-200bA1 miR-200ci# i A 1
SR T, R R AU, TR L TT RE T B S VR T
FEAE T, miR-13707 T NG fk1p22, J& Tl
SLRF T, Y 73y miR-137-3p. miR-137-
5p. WEFTR I miR-13 74 15 XA T4l 22 5
(X-linked inhibitor of apoptosis protein, XI4P) 3'-UTR
RilEr B 96 B AR R R VP, JR PR T 90 S
4 L o XTAPER KP4k, miR-137HE Kk
B0 T GRS S PRI T, miR-137 0] R i
XTAPZ 5 K48 0 51 55 928 20 i 56k N5 6175 5 140 200 it
TR BB

412 AT E B AmIRNA  miR-2 1M T
Z A L miRNA, W 78K, miR-215 JF S
PR S5 )M 5 . miR-2 178 A TR 24 O 559 41
Jf r ik R 3K AR 4 A A 3 A ) O S g R T
B 1) BELWT miR-21 R {2 3 B S R T, R AT
BRURRA:, X DN SR O SR T ORI AL 1R SRS U
miR-301E & A FZE A : miR-301a. miR-301b.
WL, miR-301afE 5N 5390 2H ZURN 41 i o 04 2
F B, (2 N S 40 R 5 . miR-301ai8 i )
111 A ) B B 0 TR 4/ 400 ) B R 1 DL i
IS R N el TR (i S 1= P
Ah, miR-301a N A% 10°5 Gy th i [ 25 R VERE IR I —
5K 7774 F L [X] (phosphatase and tensin homolog deleted
on chromosome ten, PTEN), {i¢ it PI3K A1 AK T WL
e, AT A 33E B SR 980 40 B ) /7235 AT 18, PRI, miR-
301aif it 15 PTEN/PI3K/AK TS 53 BR AL 2 57 S8
YA FETY . BT R I, miR-20578 BF S 5 3 b
A, AR R AR KA R . miR-205 ] 3@ i #E ) o
W Bz A2 K K7~ A(vascular endothelial growth factor A,
VEGFA)Z: 5 50 SUm A e . L% (=228 T

22 TR , IX e microRNAZ 52 AL, 0%
SHAIE A AR T, B A0 microRNART A 2
BHL 11 5 S8 PRI 13 g, Sy B SR VR T S (L T S
4.2 JAT-HEXIncRNASIPE =

4.2.1  A94%) 97 £ 5% 49 IncRNA IncMEG3{7 T A
By tafh 14932 b, TR0 SRR E A, TR K
B, IncMEG3 /% bl L 414U 40 i & b 838 N, 1
miR-205-5p i 3k & IneMEG3 Fl ik miR-205-
SpHIIANMLTE /1 TR AURZE, (P Sm4n T,
miR-205-5p 4 IncMEG3[#) Rl 2E [, 52 IncMEG3 171 14
. R, IneMEG3id RiA 18 i3 47 miR-205-5p i 5
LA ARG AN 2 2T R g g T 0, B
B, IncMEG31 PTEN7E JP L 400 N . IncMEG3
VAP G B35 4 M R R ISR DRI PTEN, DA 1) 41 i 3
BEL (et 0 R S DT 4 o R R R ARE BB, A,
WA TR I, IncMEG3 37 5% Ja 7K 752 B3 3
IncMEG3 52 1 B 5 % i A 3 (methyltransferase-like
3, METTL3)/YTH45 #4385 H 2(YTH domain-
containing family protein 2, YTHDF2)H JEAb 52, I
T I 25 4 miR-885-Spih il VASH 1 385 /K- KA1l G
BRI AR B, K, IncMEG345 3 il o o 3
FEMITEIT R . IncGASSHL T 1q254L, 4 A K42
T JE R IE KN . IncGASS7E YN S b 11 3k K
SPRUE, Hnk ks T AN TR S T g
Hm AN AT RS RE T, i) T IR SR R
IncGASSiE L #14| PI3K/AKT/mTORAE 5B #, 4547
N hnRNPKER [ 3RIE , S ZHmifil Up s #% , Mk,
hnRNPK & —/MELERFIHEIE R, 52 2] IncGASS I 71 1
e,

422 R3IPE A IncRNA  IncRNASTE B £
HE R ORI E A, T R TS A
JRE e i . MALAT IE N £ 2M: IncRNA, JX3)
N L TR, BT 95 RN, IncMALAT 178 U S5 41 Jfg v
(PZRIR KPR 3 T, AT JAK2-STAT3 8 i 11 )
1A miR-503-Sp 1A, (23 U1 559 40 Hu 3 56 40
FIAN AT, IncMALAT 1T ER 2 S 5o S 40 0
5 Jek D R AR T3, X RIS AR IR
I EME . WEFRENT, TP73-AS11E AR X IncRNA,
AT O SRR , IncTP73-AS11E Bl $4 i Rk,
SHL R ok 5 ) 200 R B AN T S R R A 2t B S 4T
a5, JLUUERAME P SR AN IS Rk, TP73-
ASIHRESE OCEH A RBUATTHE AL thah, A
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Gk -

FLF W, IncABHD11-AS17E & 7 14 U S 21 4R )
Fik i E Ff, IncABHD11-AS1ilE R _F i Ras[A]J§
FER ZX % R 72 C(Ras homolog gene family member C,
RhoC) J H: R0 T MMP2A1 BCL-xL I i , fiidk
P S A R 5, AR T JTER RhoC AT 1
fillncABHD11-AST{EH1EH . [Flik, RhoCH] g2
IncABHD11-AS1/) EZHLAR T, DUXAPSZ —Fi
FEPRRIR M IneRNA, £ T Y tifk20q11 |, 5TV
ZIREN R JE S, BRI, IncDUXAPS[K) A /K
SP-LE 5P S0 4 M B2 G I, T miR-590-5p Rk
IKFBEAS, IncDUXAP8T4A/5 miR-590-5pFik Fifi,
Yes#HH 5% 4 [ 1(Yes-associated protein 1, YAP1)&KiX
IKPBEA% . IncDUXAPS 1] DL A 5 G 550 24H i 11 144 5
AT, HALHI AT e A miR-590-5pifi 4% YAP1 5
DRI 5,

4.3 JBT-HXcircRNASIREE

43.1 pH99 £ 9589 circRNA  circA00786077E
BN S5 gk e b R O R IE R . WSROI,
circ0078607 7 N §dm 41 23 2. 2 il , Hod SRk
2 U0 ik) O LT 4 B P B BE AR 28, R0 ik O S A
HLAIPE T . miR-518a-5p 1N 1A B 559 40 i o 1) Jig s
IR & Bl 2 A AR 4% 85 A (fatty acid synthase modu-
lator, Fas) mRNAF1 & 1315 7K, HEAH, ¢irc0078607
(13 38 AT DA 2% 1 4% miR-518a-5p il [ Fas[f)
Fik. Wk, circ0078607 7] fEE A miR-518a-5p i
4R PE E FaslW3RIAKF, M 401 51 EL96 20 i 1)
B FE AR 28 I B0 A IR T2 ), I ] B A N B g 4
BEHTIRVA YT J7 1k . circI TCHZE BP 8y vh B35 L%
15, JB T circRNA. BFFE R I, circ TCHI@ i 7E
R B e 41 B A Y 45 miR- 10410 1) 41 B 36 5 I
PEHEAIMIE T2, circ0008285Y5 T~ Y tf i 1, Y &
1 (chromatin domain Y-like protein, CDYL)%wfi%3&
R, HAKJE N 66T MMEZFH R . BRI, circ0008285
75 5P Sl 2H 2 A &R 2Rk B . miR-211-5p&
circ0008285 ) ELF 0 15, miR-211-5pf 4 K i o
39 4 M TR A B R T 2 RIVE B ) 1 (sirtuin 1,
SIRT-1) mRNAMIE FHFIE, T circ0008285 1] jiE it
FOH] SIRT-1 (R, W 0] B0 5696 4 A 19 398 B
1278, FRAILIE T F, circ000828538 ik 15
miR-211-5p il STRT- 151K >k 4iE 2% Y 55 if g 1
XL cireRNA ] 1E N 51 §L12 W FUVE 7 I 2 1R 9T
BN

432 ATHEIP L4 circRNA  circRNATE Y
Y 55 1) 3k R RN 4N OB T O T R P B EE A .
circ00139587F G 59 =y I8 HAE i i R R #5 4F
o circ0013958 7] B il 520 b K7 —[a] 78 it % 4k ok
S N S AN TR R 28 . AL, IR R IR,
circ0013958 ik 5 Bax ¥ 8 [ FRIA/KFF &, Bel-2
(1) A RIBACE BRI, 33— 2PHIE 52 circ001395 84171l
U S AN MR E T e, X T HAE N Z TG
ST RS R 1192, circPVT1HIPVTIRER AM T [ 7]
BRI AR, K JE400~500 nt, K258 P vEr, 78 59 S5 oo
W B WER ORI, BUEmiR-1491EHE T circPVT1 5k
G A 2 11 G e 40 B 384 5, (H sk /> T S AR T, 1T
miR-1493d FIEHNH] T cirePVT 1 #k kb 2 (1) gy 5
TR MRIGSE , ISR T A T, Rk, cirePVT L
b b R B S g A A 4% miR- 1492 k41 i 4 FE(H
TR MR T, 3X E B circPVT1 ] BEVE A B0 S5 1
TEIT

5 ZEig

UEAER, T2 1 40 A AL T 7 U SR T 7T P b
A7 H f I, ST 2R R 4 Y 2 R0 43 T LR AN UER
ZIHE 7R T OCHIRIANR, W R B VR 7 S Al
TG br B E T Hml . AESmAS RNATE 51 5L
I EAET . BT TR B WSS 4N
TR RIEREMEH . ncRNAsH SR
V5 U0 SR AT N 25 AH 00, AR HESR RS RNA
A I AN A RO RE R RSB T 7 5, B O S
M 245, @ miR-29¢-3p. miR-133a. miR-1301. miR-
30afE OCH A @ 41t B S8 W, 110 Ine XISTI@ ik
ek B WP = AT 25 U RBUR A . cireSnx 120 3@ i 4170
HIERIE T, $2 i R 0 B S0 00407 T 25, miR-21
ATk O S AR T, PR AT U, X ek
P SRR IT BRI TS o ARSI T AR D
RNAGH i i 42 F2 5 P 28 T (A S ML e OCk 2 (1)
S, AR AN IR A R T B R A
A BT 3R OCHI R W HLE, & 7EFHR AT BRI
B HTE R TT SRS AR . AR FEn] E o —
NI . OiZWibs EVFF K, BT neRNAsHIR
P TE R AT BR R N S B2 W . @R YT IR
W - 3 3o 20 A R AR A R T miRNA (S miR-21) 8§,
4 E 1 miRNA(H miR-133a), 7] A H A W%
M 25 (1 o @I RIS TEBk R 2 37 O S 4 57 1%
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