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Abstract: Lung cancer is the malignant tumor with the highest mortality rate worldwide,
chemotherapy remains one of the main treatment modalities in the modern era of precision
medicine. However, the drug resistance limits the efficacy of the therapy, and influences the
prognosis of lung cancer patients. Therefore, it is of vital importance to explore the mechanism of
chemotherapy resistance to improve the treatment efficacy and clinical prognosis. In this article,
the recent research progress of chemotherapy resistance-related factors in lung cancer is reviewed.
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] & 2 AE K 424K (epidermal growth factor recep-
tor, EGFR) 11 22 14: bk 12 96 8 (anaplastic lymphoma
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T2, BRI X B 755 19 NSCLC 40 g 98 T %00 HoA O
PHERR, BF5EIE KL, NSCLC 4121143 B 1 CAFs
T A T T TR A R -1, A0 2 P
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IRIT BB A
22 REWRE

RSP B 2 P T PR B 1 S — RRR L, TE s
A7 BT A A B9 VR HIAS T 20 A IS i, B4
IREE RO T e 2 R R R BEIET G~Go 31 1% 20 Y
JE OISR 410 7H) 200 10 96 B I AE NSCILC 48 it X 0t 1
1) R 0T Bl 4015 5 - 1 (hypoxia-inducible
factor, HIF-1)J2 K EORES T BTS2 5 F H 7|
2 5 G0 455 I Je A IR 24 76 PN A B A e
PERYBE e st B2, WFSE R I IR EREE T HIF- 1o
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#7877 SCLC A EMT HEFRAE, Wl REJE SCLC & 7”
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MET) , 43 &M il NF-kB A S 0908 78 1 R 35 1
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TE R JEAE g A MET/ALK $5), t#% & B AL
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4 miRNAs

microRNAs (miRNAs) /& — 41/ RNA, F4% |, /i
19~25 N IR (29 22 DM IR ) R, 16 5% 5 /K
S RN F ik, miRNAs 2 5B 4o A K 4
b B3 PR T M AR B G B A Y AT R KB,
miRNAs 7 Jili 98 (1) %2 A R 24 vh & 4% o B 50
4.1 miRNAs S5hhE X7z

S g A LG, W R miRNAs (miR-17
miR-190b .miR-19a .miR-19b .miR-26b 1 miR-375) %
K SE HER miRNAs 7] 682 5 il i) & A= 10 %) i
Z VI FE R NSCLC 4 ffl & i miRNAs #F173R 515
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FAH L, miR-138-5p #% A BLFRIA T M, i #ik
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J g8 B2 9 v R AR TS0 T i e 40 AR v R
miR-31 7] N ABCB9, fi i T 4 4 i v Ak y7 25 90 11
ERL, TR S IE X NSCLC 20 it il e ik 1o
miR-21 {7 T 17 F 4 fk I, it i PTEN ik
ik NSCLC 42, il il miR-21 RiLREHE S
NSCLC 4t i x5 M5 461 i) SO0, o5 A B 98 3 A%k
TCGA | HA 58 #4715 B 1Y 486 1] NSCLC 21 48
FEAS 1 ) miR-21 A K V34T Kaplan—Meier A 7
A3AT % B AR R R miR-21 R R S RE N
OS #2251, SR, HoAth miRNAs Q&M a4 r i1y
miR-539 # iz 1& 75 I £A i 24 20 il & (A549/DDP Fl
H1299/DDP) 1 &g 2 F 4 , miR-539 i % ik nl i i fH
i 240 e S 40 35 00 R O T A A S SR it 25 NSCILC
200 i e T ) AR 7

AOL, ST AE R miRNAs 76 fili i AL 7 48Pt o &
FEARTRMER, Ho6 miRNAs n] U2 o fili 98 1k 7 Sk 4t
FI7F=A, e miRNAs H10] LS8 A0 T 25 9 1) fUsk
PEo BRI, miRNAs 76 i 98 77 B808eM: v iy 398 59 /E
DL R ML HIME AR IR AR ST

5 B K

2 — b X 52 450 20 M A s DR AT B A AT
e A AT 2 A B GRS AU R, B ST SR 20 P
RS 3 07 4 oA ] R P 358 2% A7 ) A A R
B T Y A S R A AR DR PR TSN, A
WA Sl — iR e P 4 A8 T8 35 40 M O T AH O
B AE MUEAAE A AR ST 25 4 il i i B OR DNA 52 4 55
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AT A A2 A 455 fili 9 7 P9 1) 22 Jeb g 1) T 245 P10
51 BRSHEMLTmZA

W58 B0, AN HE AS49 F1 HA60 4i ffd i i 22
M Caspase-3 i 12175 5 41 M I T 5 SR 10, L b AT 38
T AW, DR AP A S 2 B B S R T R A
XoF PRI DO ) I VBRI, DT S 3 B AR AP 24170
TAk, HWER TGt 2 5 T NSCLC 4 i X 40 55 48 42
P 7 P b I 2R PN I 2 R AR 25 T 2 A R
7E SCLC ', 5B A AH EL , A WG HE T Beclin-1
A1 LC3- 1T EAKAEIA /4R (EP) B it 2 41 s SCLC-
H446/EP H1 KA T+ . 10 T 34 Beclin-1 J5 , i 24 41 g
g B S s/ R TR T, A S e s
Go/M S B 238, it 24 4 Lt P A USR5 213
MR
52 WIHBEES SN

3-H 3 i I % (3-methlyadenine , 3-MA ) /E & 5
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PR TE B, 55 1T FH AT 384 5% NSCLC. 20 i Hh I 411175
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PO B W, R AR L BE 1 E AS549 4l 55 A2 B
i 245 1 Y R, Ol gk B i A7 i LR ol SRk
() SRR SR B S 2EAZ B (VR FH Y 5 I R E, CQ if
PR bR ROS 94 1%, i 3t 4 5 Wnt/B-catenin
W B AIC S A2 BT 245 A0 M ) G R v B, DA ITT 388 o 5542
Pt A BBUREPE T, CQ AT A= ) 2 SWE (hydroxychloro-
quine, HCQ )t 72 —Ffr W6 ) |3 Wiz 41 4 551) , AT 3 i e A1
VS R R 1 | B Ak Y W AR e i, D T 00 ) 7, —
T &L X i B P NSCLC & & 19 1 b/ 11 3 16 IR wF 52
(NCTO00728845) & B, £ R HAWK G 55 42 B 7 Z8 1 Ak
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% ORR REWS A 2] 33%, 5 BEFE REIK A L2 R
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