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Y $1% (ovarian cancer, 0C) 2 KA 7EBF S A1 g R . ISR RKZ RIRIBE, #HERE, bt
ZERBOEHEHREE, FE2RAPIRSEN CEMRE. E2AET A HERE T —eridtRE, AR
FEEFRNRIE, FrLLav)BEMFTOCKREFRBILH . .03k FHRNAR HDNAFE XU RM, 1E
R—ANEFARRIRFIDNAFE K X IBE A — & HFEAELEDNA R B 4Ery, HETREA RIFEDNAFE XX
IREX, AFEXBA R AR R R — AN R, RN T DNAFARNAME RE. A%
HER A F 2 HERE L K ERNAKI A 3L 8T (alternative splicing, AS), ASTH] SEHUAH A A BT /5 ERNAZE B
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Abstract

Ovarian cancer (0OC) is a malignant tumor disease that occurs in the ovaries. The incidence of ova-
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rian cancer is mostly hidden, rapid progress, coupled with the lack of efficient early diagnosis meas-
ures, many patients are in the late stage when they are diagnosed for the first time. Some progress
has been made in diagnosis and treatment, but the five-year survival rate is still low. Therefore,
there is an urgent need to study the occurrence and development mechanism of OC. In the central
rule, RNA is transcribed from DNA, but the DNA transcriptional region as a transcript source is not
necessarily provided by a continuous DNA fragment, and there may even be intersecting DNA tran-
scripts. Transcripts from different regions and different sequences form a transcript, which greatly
increases the complexity of DNA to produce RNA. However, RNA alternative splicing (alternative
splicing, AS) occurs in most genes in the human genome, and AS can achieve the same pre-messenger
that enables RNA to produce multiple mRNA splicing isomers and downstream protein subtypes.
Different coding regions of a gene can be spliced in different ways, resulting in a variety of tran-
scriptional states of the gene, and the final protein products may have different or mutually anta-
gonistic functional and structural characteristics. This greatly expands the complexity and diver-
sity of human genes and affects the phenotype and signal pathway of tumor cells, thus affecting the
occurrence and development of tumors. Alternative splicing events are also found in OC. The au-
thor summarizes the role of AS in OC.
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1. 5|8

A AF BT (alternative splicing, AS)/&¥E— mRNA R4 A [ 198542 77 20 A E ) mRNA B4
SRR LR, FIARETREIE N T mRNA ME A B2 FEME[ 1] — D EEFRT UK A 2 I AR BT A, Af
BRI R R AR, BEZ(2]). B2 RRY, PSS A i 0 R A e vl 32 A
H, BUNERET, AS REERIFR), 25 7 Eaiin JUF A RHE[3], JF H BR324 7= Xt
TILVFI A RS R E IR R LR (4]. YA HERIH AS RIG M= A (et A KA B E H
Jio LA FhO7 2 A V2 AR e A A Z 2R B AT, JREME P L e B RIA (5], FE R AR BYHE 7 FhEY
PR i W2 A BT BkER (6] FEMYBIEYT H DNA B RNA B8 A B 2= Y [7]. AR s —
NENEERE, SHMRA ARSI E AT 5 [8]. WIAEE A 2 FEAL DU AT 52 2% 1 AR ) 2 D e Rod R4t
AR [9]. AR BT E RE R AR B BB, AT HI A — € 7. AT AR BTEEI AL 2
— i BTN - 5 OB 1 B i B Y T A AU AT ) RNA-SR A BLAEFH[10]. 8kl 2 k4 R B,
S R EEPE B (AS) FE S AE M AWML A %, AS LU EUm KRB VIMOE, 1E 10,582 MR % E
tH 48,049 A~ AS FAF, W& 7 FATAREEEA 1],

Y 8% (ovarian cancer, OC)/& BAL R i = AR IR [12], R IMEY, TS A%,
SRR, ARSI RERPAIH. OC 1 5 FAELRLN 47%, MICTEE RS KA TT i
Zj[13]. 2021 FESREFAR I E AR S 14], P ESEF AR 52,971 6, 23 ETHES,
2 30,886 il M K OC MiZETE[15]. Yao 4R T FE M5 OC TlJE HICHI RNA BYHE R 25 A1
BRI, AS OV BIGITIRAL T KR ER AR EYANEEH T, JEHAE OC ZREaWwITH, T AS g
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TERIE X[ 16].
2. IEHERSMEREN S THE

YRELE B — EAE e, HATEG 48, (ENA G 8L IV EIE 1 F o Bk Re4E T
RS E K S M. HaTScE 2 2020 4EXF2) 6000 {5111 51 S5 525 1 4 U b 5 4 AT g
Ml RNA WP, KIWL 4 i difa i A, 78 TCGA 55 2 ANt e A x4/ 4H 23 b b 400 A ST 284 1) o5 bl gt
17000, KB EMT AL & bb s (R o s TR 221700 b S R g Uil & ARG T, RO RbEESE T
M IR R, 1697 R E L K2 R #18]. b 5% 8542115 & 1 (Epithelial Splicing Regulatory Protein,
ESRPs)/& b 7 4 s 7 RNA 454 & A, nlES L amer 2 sis:, Wiz 5 b g-l . /£ oC
Y, DNA {KH &1L ESRP1 8 ESRP2 i FikAHE, ESRP1 it RIA AT T EMT Fric e AH ¢
BRI AR BB, AT BN R R B ) b f R A4 19]. 09 5L 5 AR BT B B I 6 R, (HAH AT
FE D G AMUAFEE AR TR, [F—o0F WA FPE, 0O 5 R PERIRAN
WRARTHATREIIRYT . o B s FIAEF &,

3. IXHESIRBLE. XK

AR E R LT EANE IR TIAT IS RNA JZM. #ZH. RUEE %2,

AR FEUEHE 2 BH , BT R MR (1) AR R e v k¥ B ELE I [20] [21]. SF3B4 2 42 43 [
TS SF3B [ — M FE[22] RN FI A P S256: 26 W], SF3B4 (15 Rk L3k OC 40 i B4 L AN3E A%, '~ 1 SF3B4
M2 Af [ . Herr ARt /N7 F RNA 509 3p (micro RNA 509 3p, miR-509-3p) EL#% 55 SF3B4 ] 3'-UTR 454
F#{% SF3B4 mRNA [13 ik, ROH R A AT A BT #E: 55 8 & T AR B A 28 1 00 717 A2, 17 SF3B4
KR IE 2 T8 RADS2 FIMERIL . HAh, RADS2 FIFRIAFEGIEHGE T SF3B4 W R RIfEREM, Wt
Je Ut miR-509-3p £ 4% SF3B4, 4% RADS2 R AR BT {2 1dF 1 OC ik [23]. By 1 =i Kk
TE R ¥ AR Fe il o AR o E A B B4 R 1 98 v, 854K 1 SF3B1. U2AF1. SRSF2. ZRSR2
() B A A A AR HE O SR I IR BN S AE R R [24]. RNA I FHF AL — 5 7%, FifT X SL 5 AR 4l i
AT BRI ThEE, TSI T V2 F AR R B R B R R (25] [26] [27] [28]. BYEEERF BUD3I (1)
AT R O S 20 B A A A O S FE ) SRR 3R, BUHEDE - BUD31 {2 BCL2 S AL 7t BCL2L12 5
SANE TR A A A 4K BCL2L12, 4K BCL2L12 Huif T B9 42 3k O 85 3k, A IR B
BUD31 {2 #F 55 =42 T IR, M1 330 BCL2L12 FIEE AR E T T8 XA 5 1 mRNA 45, 5 51940
Wb J5 K AP T2[29] .

RNA 256 85 F (RBPs) s s 1 R A AR J&, o] DME e va 7 IR T VB 7EBE A5 . MEX-3 RNA 45
A X A (mex-3 RNA binding family member A, MEX3A)—Fh A& SR 45 45 F 3801 RNA 45 438 1) W 1
e A, TEOREUE R — A EEMEUERE T, (G T o ma AR K, S IR K A2 [30], MEX3A
F: KRR 5 20 timeless circadian regulator (TIMELESS) mRNA HJ%8 23 W& FHIGRE, JFEBHTEXNF
(1) RNA 2242 (413, TIMELESS mRNA J8/b, I 5P S0 4P it A K AR ZE 3 1] MMEiZpiZE A2k
B (small nuclear ribonucleoprotein polypeptides B and B1, SNRPB)/J& BI AR 4% 0 15y, %% Pre-mRNA
(AR B4z . SR, LR OF S TR B/ E AN ENLE NS 2 . Li S8 it X TCGA 1 CPTAC #i#s
FERIS3HT, HiE SNRPB & PS8 1) SR IR N R R 5 IEH i ONE A L, Bt v VR U1 59 41 214 SNRPB 1)
RIBREWIN. G HLUL SRR, TEAR/R DARE E . A a1 UF S ) F H SNRPB ffRia38n, H
SO AR UG 2 1EM S, fEIhAE L, SNRPB & [KriBRils] 1 up S A i s i AR 28, il Rk
TR EIA AR . BAEIREAALER S SNRPB RIAH 0. R4 RNA-seq, JLT-Frf 5 DNA S il A [F) 5 &
YM S5 1 2 53 IR FE I 7E SNRPB #3545 T . BRCA2 S Wgg i JE b, JLoea8 1 5 s L Mg 1 O B2
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Jih. IRANIATALERY, BRCA HASS 72 BN FE32]. M T 3 BkEK S5 DEGS DNA R&
fiff 1 POLAL $ERTZ LD F, SELER X FH RNA iR, 5 =45 FEkK S8 BRCA2 [YH E A AT
WhFE T PALB2 Z5A3k 0%, FE 0 O S5 20 i X N5 B0 (1 US4 . POLAL B BRCA2 &[] g b ] 348 43 41 1
SNRPB i 3 1) 5P S0 40 M B AR BERO3G N, ST S 2, SNRPB & — MNEZEREURIKSIN &=, M
POLA1 #ll BRCA2 55 =4h i1 BhER KA 2 U1 S0 ik g . A1k, SNRPB J2 BF 540 78 £ (176 77 58 s 3t
JERREM33].

1825 U0 HL A C I T AR BY 2 4, W BYREIR 1 USP39 J@ i 48 ) i iE B 2 AT Hook 2 [ 2 (high
mobility group AT-hook 2, HMGA2){i£ it OC i3k fE[34]. i 5 FFEAE K K F 2-MRNA 454 5 A 3 (insulin like
growth factor 2 mRNA binding protein 3, IGF2BP3)#ll lin-28 homolog B, Lin28B 5 OC & #ifif 2545 9<[35].
B E MR R A &% A BT 82K F (splicing factor proline and glutamine rich, SFPQ)iE T i3 OC F'E & £
SR ANRE Z IR Y BYHZ R T 2 (serine and arginine rich splicing factor 2, SRSF2)¥ 3 P4 Sk 18 5 81 /1) S V2 [36]
SORBS2 il OC )4 ikikE[37]. 1T UL AS §M%E OC K R, Mm% OC HILEYZEIT N, AS ik
AT EZAGEREE 410 1 iR OC, MIfiA OC JAIT IR %

4. TENESPRETE. 6T

Zhang SR 2 COX BIAHTEE R EIR: £ OC F1# 15,278 MK, 31,286 MEF 5 AS Ff
FHOG, o 1524 /> AS 5 OS BEEAHK[38]. M 24 1E 21697 IR Tl i) — KBk, nl A8 sl 1
# mRNA 3'UTR Z5E 00 50, XM 52 = AR SR 5, DA REEE 2 YIsE ), 2 T3
M 259391, AMMI4hFESR 2 (H-1a (extracellular matrix protein 1a, ECM1a)#& ECM1 [{]—Ff /iR AL, 43
WA ECM1a WALEIT GPR H/F 456 HE R oXp2 AIBEUE AKT/FAK/Rho/4H M 4245 5 10 175 5 et K 4B
ATP 254 R 2% G A% 72 1 (ATP binding cassette subfamily G member 1, ABCG1)# 3 ECM1a #4 2 aX2
R EAEHIE S, it AKT/FAK/Rho/Z0H 485 T HIBE AL, JFild i CD326 45 A4 4 i >k 1
SV g 20 Y K BRSPS 24 7 o AE Sz, B SR ECMIL 2 45 A LER 25 11 JF BE T LB R AL, 03 35 40 i i 22 Ay
FE AL SRR A B4k, ECM 1 a 75 5 S FZ A2 B 1% 82 1 L #(heterogeneous nuclear ribonucleoprotein
L like, hnRNPLL)ZE [k, MiiAFT K4 ECMla ) mRNA 7] 288782, ECMla. aXf2. ABCGI Al
hnRNPLL &35 5L ZARAHK, 1 ECM1b miRil SR AR Sl 5VERE B 456 k40
HVLERE A BERR LG, BEE 40 RE 35 S R & 2E . ECMI1b ¥4 hnRNPLL B #: R IRk, X35
ECMI1 HIBYHI8 0, AT =4 2 0 e d 44 [40], 520 OC HIVEYT UK

g LR, A AR AR BY R O SUm R SO AL TR AP PN B, WARERERE S S OC e, &
oML KA BERRANGITINE, B CAAT REN 2 Wi R AR 54, IR TR AL IS S, R
HIE RS AR EY . (AVE IR 2 f5 2R AR R AR 10 B R0 T o] AR B0 e 25901 K OF
FEBEAT Y, AR BHRER AT AR B AE UP SUm N R AR R R IGHLA], AR W] RE 2 ol O Sl SRS Wi AA T 1k R
#. 2023 43 H 22 H, EZmAE LA (PR 2 8D AT 1 Bol 4 EERE G v HiE [41], A6 2016
A D R AT RO, O S e A ) RO IR R B 18 AL, FESTINJE TER 15 fir. EHEAE WL
T ] AR B AE O SU vh VR R I ST — 20 T A 0 S R D AR R AL, O N — 28 O S A U
P2 J7 B 5E B A
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