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Research status of microRNA in platinum resistance in ovarian cancer
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Abstract: Ovarian cancer ( OC) exhibits the highest mortality rate
with platinum - based chemotherapy
MicroRNAs
through

among gynecological tumors,
resistance representing a pervasive therapeutic challenge.
( miRNAs )

multifaceted mechanisms: modulating DNA damage repair pathways such

critically influence platinum drug response
as nucleotide excision repair, homologous recombination repair, non —
homologous end joining, and mismatch repair; regulating apoptotic
processes via the inhibitor of apoptosis proteins ( IAPs) family and B -
cell lymphoma —2 (Bcl —2) family proteins; and controlling intracellular
platinum levels through copper transporters, adenosine triphosphate —
binding cassette ( ABC) transporters, and metallothioneins. This review
synthesizes current evidence on miRNA — mediated platinum resistance in
OC, providing mechanistic insights to inform future research and potential
clinical applications for overcoming chemoresistance.
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Y LS5 (ovarian cancer, OC) 7E R H BOOE R TR
—ZARYT T FE I ALK AR B AR TR R4 OC SR AL, (HAR
Jeimt 25 B R AR K W 4k, AR 22 B 5% UE B, G/ OB A% TR
(microRNA, miRNA) 7EH & 4% /E . miRNA 22— K2y 22 4
AR A S 5% RNA, 38 52 55§18 2 K5 ff RNA (messenger RNA,
mRNA) 9 3" JEHH ¥ X (3 untranslated region, 3’ UTR) 2 & [ i
mRNASE 7 4] mRNA H13%°, 215 40 0 08 T AL y7 i 25 A 3t IR 3%
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B AR SCEE miRNA 72 OC #1125 2 5 I A% b
%1% ( deoxyribo nucleic acid, DNA) #1455 1& & . 875 40
JE I T AR A A A A S 2 Wk B A B A T 2R3

1 $HMZAHLEI 5 DNA #5752 S 18K H) miRNA

DNA #i{5i1& % (repair of DNA damage, DDR) J&7E
ZREEVE IR, 40 N B9 DNA 9132 20451 405 J5 4K
SRS, DDR BE 7 (35 55 I 2 S BOA R 24 1 )5 22
— T EHUR R Y AL )S 5 DNA i
W R AZ A (nitrogen, N) 7 i A BAE T, B U &
Yy, FECANME T, 8] DNA 5495 U3 P 578 32 46
IR L S SR T2 F0 DNA B FEF , DNA 545 F0 384
TERME S R AR, 51 A2
1.1 #ZEF®BYIE{EE (nucleotide excision repair,
NER)

TEADTR B G 1 e 3 B 2 & RS & Bl r
SRR BCAL AR B3 S AT I 3" s )T DNA 6%, i
BR 2 VTR R SEAZ TR T 51, DNA JE e RRH B R B
55 DNA S R o % WL 4% DNA it ff
RO 2R 2 IR V) BR 38 X8 2 e A 1 (excision
repair cross — complementation group 1,ERCC1) FlIZ5 {4,
Pt Rz F 40 % K ( xeroderma pgmentosum group F,
XPF) VAR figt g Wty A% 1 BR VI B3R 28 A 52 Bk ] 2 ((exci-
sion repair cross — complementation group 2, ERCC2) F
ERCC3, ERCC1 YEH miR30 — a3 —p M BHEH &, 24
L DR R S M PN R B R R R REAR [
21.2 pmol + L7'BEKL % (3.4~10.2) pmol - L' ]
SmiR =770 - SpRy TS FR IR e [ ERCC2 Y H
HHRS 2 R IK - FE AR (32% ), RNA A X 32 3K 7K AP B AR
(30.3% ) , e 2 ="

1.2 [FiE E 4B & £ ( homologous recombination
repair, HRR)

) B 2 18 AR Ok A A A0 i B B A A
(synthesis, S) W F1 55 —[A] Bt (gap 2, G2) 1, 52 [A] Y
DNA FIH 52 WU B 22, - MW 203 047 A S DT B
A JEAHE DNA Y — il 0 BUBE 458 03 358 7 11 4% A 12
Sl miR - 506 fE 4% $L 6 RADSI T 41
(RAD51 recombinase , RAD51) 45 1%) DNA 65 , Wit
KUEWTRL, S 36 04 07 , BAGE T7 20 1Y AR A7 205 T
[ F1(59.329 £6.217) % 4 2 (76. 169 £4.732) 1% . It

Hh,miR - 152 38 13 4 6] RADS1 356 AR 2511 . 3
—/~ 5 HRR % P A 5¢ 19 56 [ 2 RAD17 41 i
(RADI17 recombinase, RAD17) , Bt miR - 506 - 3p
Y EHEREAR , S0 B2 R s , 55 00 IR AR HE It
FHIRYT 48 h BEWEIERAL T G2/M Higniny e, A

A LR H (63 +8) % iz 52.(48 £10) % |, 175341
T A AT & B, AR LR 172 S 2RI
(breast cancer 1/2, BRCA1/2) & 7% E/J OoC 2H Mg Hr,
miR —493 —S5piil 3k B I Ji PR A AS B e, 8 X8 T 4
UK
1.3 3E[E R K i $% %= ( non — homologous end join-
ing, NHEJ )

NHEJ 7 G1 (5 E AL, miR - 622 =K1K

AR FE W B E 4 11 £ H (meiotic recombination

11, mrel 1) B354, 3 ShRUEEWT 2B 52, DNA 549 45 1)
LR R T S50 MR y A H2A AR K
(yH2AX) AH X5 BH P 40 7 %48 i ( dy 100% 42 & =
105% ) sy PR 2 .
2 A ZGHLH A 5 40 AR - 8 55 A9 miRNA

A TR A B R IESE T, TAPs KA B
W ZH M98 — 2 (B - cell lymphoma -2, Bel —2) itk
B2 K5 . BT B 7 (inhibitor of apoptosis
proteins , TAPs ) % Ji% 3@ 2 310 il bt K 28 1 [ ( cysteinyl
aspartate spemflc proteinase , caspdse) T ﬁﬁﬂ‘fﬁ] ZH}E@{F‘[
Too Bel = 25815 M0 U8 T 88 /R o 4 & IR 1 B
B TR A T2 Y A0 52 B A5 5 o e 2 A AR
PR KA G AR Ak, V8455 2 1 TR A T2 il 14 35 2, 3L
RG] Tl N
2.1 IAP Xjk
2.1.1 XESGUATHIRIZER (X
apoptosis protein, XIAP)

miR —874 — 3p ji i ¥ [7] XIAP fdi LA 1 R A K
F-REAR 10% (1 1.0 fEZ 0. 1), FE34IG caspase — 3 fiE
Sea2i1 19| ARV T A = W A NI a1 1 e
12.5 wmol « L™V B M IIA1IA YT 48 h J5 RAETAT- 1Y
00 WY R (il 1% B &= 16.05% ), Fe Gk
miR — 874 - 3pJ5 A T4 M — A3 2 50. 319% 7
2.1.2 JHTHHFER Survivin

Survivin TE1E W H A P A FE A, miR — 141 @3]
il KLF12 s Pk S TR I ek BN T2 i b k
M FRIK miR — 141 4 5 BAPEXT BRAHAR L, 4 12 240 g
BOHZEZ 3 A%, 40 S A 0 S 7s Ak T G S 1% 240 i
LA /b 56% ' [ B Survivin L & miR — 454 Fl
miR =203 [
2.2 Bel-2 Xk

PO T8 A R TR, A& Bel -2 B 2
k298 — x1 (B - cell lymphoma — extra large,
Bel-xl)  BEREA M A LK KA F 1 ( myeloid cell
leukemia 1, Mcl - 1) 5 5 4 0 T A iV A% B O 412

— linked inhibitor of
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FTEA, S B A0k S - X AHOCE H (Bel -2
associated X protein, Bax) \B ZHMI K2R - 2 FEHL 2
(Bcl = 2 antagonist/killer 1, Bad) 200 I miR —
509 - 3p A LhiEsd 3" UTR $0[5) Bel =2 Bel —2L -2 Fil
Mel =1 3 JUATTI T HED , BEAR 20 1 X8 NUEE ) 2 5
il B (' half maximal inhibitory concentration, ICy, ) ,
2 FhOC 4 g 5 53 90 FEAIK 16. 7% F1 14. 0% , 6 1 41 g
oAl i (e 33% FHE 41% )™ miR - 335 - 5p,
miR - 146a - Spiliid 5 3" UTR 454, $1L1] Bel FEAIE OC
ARSI 1Cso , 4RI 40 ML 28 ™ 0 miR — 137
miR — 153 —3p .miR — 106a 4§ a] Mcl — 1 5200 40
M2 7 Bak J## 7RI 5 BB IS 15 T2
T TR, S A T
3 SAMTZSHLE P S54= 6 20 AE P $0 & E4H X HImiRNA
PR3 it 5 DNA JE & 4075 5 4i i 94
T2 M2 A B S 20 P A R
FE SRR, TOU A 15 08 10 20 B B PR T, 2
PRI ZGPE Y . FEES S AN SRR Y
JiA 5 s 85 E IR = #5382 (adenosine triphosphate,
ATP) %544 30 M ( ATP - binding cassette, ABC ) %%
Bk BREEEAY.
3.1 BENSRFIZEAGER MK ERE
F AT E AR S Sz 3 1 — 2 B 744z ATP il
a JIK (copper — transporting P — Type ATPase/Menkes
ATPase ,ATP7A) , 5 — A4~ &4 55 38 14 1 ( copper trans-
porter 1,CTRI) , il ATPTA 7 S 2 /5 5 9 K 4
12 B R 7 D e , 075 A1 S B g 11 i L RS il
miR — 1395 ATP7A/B 1 3’ UTR 454, {8 OC 2 i %o JI5
BRI, 1C, P A 50% 77
3.2 @it ABC HiEMIG AR 259 ok
WL TE ATP 255 & 5518 AL(ATP - bind-
ing cassette subfamily A member 1, ABCA ) ZJ% Fil ATP
ZEAE 5K F(ATP - binding cassette subfamily F,
ABCF) Z & i) i bt 7, miR — 514 38 13 #8 [a] ABCA1
ABCA10 #1 ABCF2, #l il OC 41 jitd 3 51, 1Cs, & 1%
50% %', ATP 4% 4 £4%32 K& B( ATP - binding cassette
subfamily B, ABCB) ZZJi% % i1 FH i ABCB1 , Bl 2 24t 24
FE[A 1 (multidrug resistance 1, MDR1) , i85t ATP fiLHE
25k 441, 40 miR - 130a W] L IF 845 MDR1
Bk miR - 186 .miR - 133b figf% 5 ABCBI [
3'UTR Z54, 35S OC 40 % U4 i ek 0"
ATP 246555k C(ATP - binding cassette subfamily B,
ABCC) Fk PR oy 22 24T 24 2 1 %X ik ABCCI - 12,
miR — 490 - 3p 18 3 45 & ABCC2 fi 3" UTR F

ABCC2 11y 3 3k, 4 il miR — 490 - 3p fE 5 [ i
OVCAR3/Jlii%A ( cisplatin , CDDP) 1 SKOV3/CDDP iX 2
il OC 4 Jfg rp A B 30 1 42, 1CS, BEAR [ 23 51 |
(13.31+3.42) pmol - L™ [& % (9.38+1.43)
pmol - L' {1 (7.16 + 1.14) pmol - L7' [& Z
(4.71 £0.69) pmol - L™" T, I MR Z 1™ o
33 BESREAEASHENTAYMES

ABEHBK S - #: 321 ( glutathione S — transferase,
GST) & N A= e fb 1 B 22 i ARG, J8 T4
Jbt H K ( glutathione , GSH) 4461 75 44 Jfd i 25 it , GSH. 1
S AR A EE D BELAR SRS 259 5 DNA (45 Gl
244 2T, Gl A S5 R B miR - 1336 BB 8 HE [
GST -, B K K, 7 4 R TE] OC 4 i &
S BIAR 2 (28% 2% 10% 64% ) , 31 OC 21 i %t
BHALTT 25 B 0
4 tig

W ZFALE 2 5 DNA 10518 52 40 M 4 - LA
SANMI B S BE4AE # . DN DNA 4500518 52 1 1
% ,LL miR -30a - 3p 5 ERCC1 4], miR -30a - 3p
#a) ERCCY Jg, /0 A i -5 W0 98 B, 42 1 41 i 94
T, A AT 2 34 T RS L SR, AE AN
TS D, R AR AR PR R TP Ao 4 i 12
ATHE BITAA 5 DA 080 T 425 £ B 9 4 iR — 509 - 3p
AL ) AU TR AR 1C5, ™, miR — 141
] KLF12 500 08 SR T2 {HR [ 28 25 b
HA P IX 28 miRNA Y235 F5 B A7 78 22 57, A0 faphs v
PP AR A [R) A v 4 d A A0 A2 08 T A P 21
PR ; A B P 401 5 5 A R, miRNA X 5% 52 235
I ABC Feia (R85 2 LK, miR - 139 %} ATP7TA/B
MIFEFI AT miR — 514 2848 [ ABC #% 12 1A 5 16 i 01 g
s 78 A A B ot A e A TR X ] & T
JELZE L0 e Jg 20 H  3 ed  A AA IL AR K
miRNA X 51 5 & 1 8 45, DL K an ] o iR 53X 7 78
N
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