941 556 3
2023 4F- 6 H

TR BB R R
JOURNAL OF GUANGDONG MEDICAL UNIVERSITY

Vol. 41 No. 3
Jun. 2023 247

RNA 7 2 50 7E B 25 ) E R S 0L

IR O ARERDR MR BB, AT 524001)
LRI D530, WL, RS F S , AR WF5 5L, LR A 1E
SO/ S B, TTARE AR AR E AL, BUES R ERI ML s B2 BRI
BRAC, BIFSE )y 0] N A0 1 WA AT 25 L . FHRE R A AR BE 2
U JARE RN EEIEG I 150 ) ARE R 3 50 ) AR BRI 1 B L
ARG 1T )T RERICEM R BB R H 1 AR AR I 1 TS
R LU —E 3 SOl E1E# B )7  Cancer Research ) { Aging-us ) { Autophagy )
SFRMAM TR FRIL I 20 2, BRI TIA 200 Z57. 2014 53R AHIX TASLC
Asia Pacific Lung Cancer Conference (APLCC) “FH4AERIEZ” %5 2015 438 H 31K
CAEME T IH 5 2015 K 2018 AFARTT AR EERMRCE TR BR B “ILFE ST AT 2016 KX
2018 4EFRGASTO “EFHIRIC” K5 2018 AEPHER N “HHERFAARMN N T 7R
BRI 2R ZIRAA BRI SR 5 2020 43R RE2ARHREWMIRERE “+HEH4E”
PR 2020 43R AR BE R M B BEBE “TEH AR AR BN 2021 SRR AR BEER IR BB “RHFZ 27 %
HCHER T 25 2021 AFFR BHLHTAFEERA” FRS 5 2022 43R “TARE ARR RS RIEFEAATIA” o E-mail:

suwenmeil23@hotmail.com

WOE R A2 YRR AT A Bk 2 — . RNA ] A8 B R R e 24 v e P B SR L X
SR — ST ST AR A TR | B A PR TR Z GBI T 7 RIS SRS 5 1A

KRR : ARG MR 2 s AW T AL IR NE

FESZES: R730 XRRFRETD: A MEHS: 2096-3610 (2023) 03-0247-08

The role and mechanism of RNA alternative splicing in tumor drug resistance

SU Wen-mei (Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001, Guangdong)

Abstract: Drug resistance in tumors represents one of the primary challenges in current cancer treatment. RNA alternative
splicing plays a crucial role in the formation of tumor drug resistance. This paper provides a detailed overview of the research
findings in this field, aiming to provide a reference basis for the exploration of more innovative tumor treatment strategies.
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