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[ Abstract] Non-small cell lung cancer ( NSCLC) has become one of the leading causes of death by
cancer in the world. Research on the treatment of lung cancer has become a hot spot. The incidence of fi-
broblast growth factor receptor ( FGFR) gene mutation and anaplastic lymphoma kinase gene fusion in
NSCLC is low, and the curative effect of corresponding targeted drug treatment is not satisfactory. FGFR1
is a common abnormal gene in non-small cell lung cancer. Recent study gradually found its abnormal am-
plification in various tumors, and also found that various related molecular-targeting drugs have an inhibito-
ry effect on the corresponding tumor. This paper reviews the expression of FGFR1 in non-small cell lung
cancer, its relationship with the clinical characteristics of NSCLC, and current research progress in
targeted drug therapy.
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PRETEEDTFT 34 (International Association for the Study
of Lung Cancer, IASLC) BE B, MKPE NSCLC %8 8
R TNM 7R GE, B 00 Ta 1 IR 5 47
FEAFRH 90% , fH I 30 £85I FE 28 419, A
XIS AR A, i S 1] 250560 ) Bk
EAR i IR o PSR 1N (fibroblast growth factor recep-
tor, FGFR) &[N 578 KOk Bz sl W) i A8 45 5 8 1 4-10)
AR I B RS B4 8 ( echinoderm microtubule associated
protein like 4-anaplastic lymphoma kinase, EMIL4-ALK)
FEN LA B9 NSCLC ¥R R AW, B 1 ik W il
FE PR S AR AN 2 LT Ml s JR A, AT T
it et e ) R 1) 25 AT D

FGFR1 J& FGF KK 4 Pl &R A Z A2 —
FGFRI HE P 35 52 D R 3 i 2k o 3, H AT
A NSCLC 73 TR 07 M T R #E i, B IR 58
FGFRI i T 8 5 e (o R 11X 145 (8pl1) !+,
AN 2 25% ~30% fir T e X410 A5 Ay ek & 2 43
THESRGEMN 0y, W& 2D 22 F FCF K 4 Ff
FGFR 1 FGF R Z o3 i T AN, Z 5950
fe, K AEURE R MEARR A fG%EL
Fhok #2178, FCFRI J& F 5 B % 52 W2 I it 2 1K
(receptor tyrosine kinase, RTK) , AR X 5 R IEE
DX R LA T 2 T A 3 P ) L P DX, e AR X
23R ERE RN (Ig T, Ig 1T, 1g D),
Ie | HAAMIEN, SEEBEN I DM MRS
FGF FCUAHS 57 MR 405 4 (9 300 . FGFRI 55 4R 1L e 74
55 R KA IO | I3 o T R R AL O T
Wed 5 g LE AR AR e RN, — LT, St
FGFR Il b b2 775 b R A 33k, e ShE T
TE B B4 A P 22350100 ) [N FGFR b A HCAATE ] i
A RIE, FGFR Il MFECARALE b Bz 20 i b 2R3k
DAL HE ST A5 515 S R v A 55 4 B AL DA PR e 2 2K
GAIIELL TN

1 BAHEREERETFZE 1 RNTE

P Z AT rT R FGFR1 AR IANE 0L, 0 H
T JCET XS FGFRI S B iR i e SCR A 7 vk
PN A2 2 AR (fluorescence in situ hybridization ,
FISH) AR A Gk DA 4™ 1 it b v 05 ¥ B iR e 2
FISH Jri g &% | %2 KA E S, HWF e
P 52 2 B P P SR A5 R, SR FISH J7 i kAT
R T R4S FGFRI [ 4™ 4% AR MR ok T B M 45 SR A g
Pt LA RO TR 1 25 SR 0 A, Rt S [

HuD I Y R Z M B ok e R e i
RAEBEE N ( quantitative polymerase chain reaction,
qPCR) HARA LE FISH #:XF T FGFRIT K ] 71 w5 %
ISR ELAT RAF R HIOCHED ) HIEREE fi e, JFg
Ak, A f RO S A (O a7 4R
TZE AR AL B LRG| YRR s, BAF e —
7E B IR B S AR PR HT RE

2 RA4MRERETFREZEERILG

FGF A1 5B 538 I 76 A HESh W IR G & 26 0 B s
WA P BB 1A KA b B b BAT SR AR
MY FEMIREY, FGFRIAENHE SRR, #is
TR Rk g 2 3, DL 48 40 i A K B4y
fE127 ) FGF2 Al FGFR1 7 fili Ifn 4% i B b g %
B BEUESE FGF £ 5 B 18 WO 5 | 14 18 1 B
FEVERGR h 2 55GEEM, It H5/INE RAER N
i S

FGFR1 76 B9 . 45 B Wi i R 46 S0 (0% M
fifrg vh A BRI SRR S FGF . FGFR1 & FG-
FR2 437 T 35 b 2 200 R0 0 s 4 o e 5 R e A
o, SIEESCRE LRI, FGFR1, FGFR2 7E
it 98 200 B P B A rh SR BH B TR, FGF 78 i 9 40
JE A A A I TR Y — TR EE 26 AR
3131 9 M bR A BF 98 & B, FGFR1 R 4734 R R
10%2" | FGF 5 FGFR 54 i Hom e Ak, 3 1 0%
£4% PI3K, ERK/MAPK J% JNK 4576 P (15 51 % LU
PR — R B AN P HL R R 2 Rl
B RS R A R R D R, BRI,
FGF2, FGF9, FGFR1 Ilc &% FGFR2 Ml c 7£ NSCLC [
KRB RA —EERN ) Mok 2w
EHE I, FGF 5 FGFR 418 [ 43 W F155 431
RGES 55| NSCLC KAER BN, HEHEE
BVEH, CAHPIE AL, FGF2, FGF9 5 FGFRI I [F]
Ak H MW FGF2 [ vk B T A Sy il g S
k7 RGP

3 BAHMARERETFZE 1 53/
it 722 Il PR 5 2

3.1 e/ B B T B

TER 2 12. 5% NSCLC H /1 2] FGFR1 5%
Pragtel | (HHAE NSCLC AN [l B2 70 v 26 BAS LA
W, BEAOFIT 280, Wb FGFR A 5K ik K 57
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WO SRR LT AEEE R FGFRT S 8 1 K 2k
BN 10. 7% ~20. 7% 1418303830 Fp il 9 v & A2 R
BAK, A 3% —TAT 329 B T ~ 1301k
ELE5BAPE ) NSCLC W58 3R W, il h FGFR1 S8
PIEER N F K 20. 7%, HA5 HA R 25 ROk H HAT 58
WD WA, REZBWFE RN, FGFRI 4
PH 5 NSCLC W AU AH O¢ H 2 & A4 T Jifi % 9 &
F AT A I A R A A Y R ) B 5T
IR T 13% 1 44. 4% () S 4 3 T e ke
{EARA R (23 BIFN 9 ), A7hTs KEEARHFZT I LA
WESE
3.2 MHIERESE

ZRWEFE KB, FGFR1 ¥ = Kk REFE L WL
FRERFSODT KRR KB FGFR1 P4 5
TR SR s AR S22 TR A 18 TR ST
Meta ZMHT25 £ W], FCFR1 ¥ 1 & £k A 5 B u
(OR=2.05, 95% CI; 1.50~2.80, P<0.001) K W4H
% (OR=3.31, 95% Cl. 2.02~5.44, P<0.001) H
AR HEASGIEE L, Rt &
4954 I | AUFE 1994 = 2014 4F T NSCLC &
FGFR1 1 v ¢ 3K 55 I PR B e A S e 1 F 52,
1 AT JEA TS Y FGFRT JE [ 91 5 36 0k 5 B Mk i %
T WA S A S P S5
3.3 MEaIH

FGFRI1 P4 i Rk RS 5 Mg AR K/ e
SERER RO A 5% H TSI A gt 180
Cihoric %Y O RE R, BEE MR B, T 42U
K TNM 43897, FGFR1 A4 18 w8 26 38 Rl 7 I
B, HIEESM 3 A2 X —XkRBEASI¥E
S, FERT MR, BRI R, M ik
B, FGFRI 3k 1 15 B 0 2 UL T il iR 0,
HIRBEEE S BN IE X FER 5% . Preusser
SEUSRR T B, 1A R R 181K 4T i i R
{UAE L R i kP R BT FGFR1 A 38 7 ik B
G, A Biged v o AAG I 3 — JE P S
3.4 BREGHELRERSD

5 LR IG R IE R, BEAEAF 5T & 8L FGFRI
SR Y LIRS B AW (overall survival, 0S)
KT F I (disease-free survival, DFS) &£ 1A
000450 QI FGFR1 41 5 A AR /R NSCLC
R, X — S eI 5 e B s i s % v
FICA B 25, Kim Z S 898 &30, FGFR1 LK1
IR AR TS RIS N ZE , FGFRI 43 i & ik
M &, H oS Al DFS B @ 45 J8 (DFS: 26.9 t
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94.6, P<0.001; 0S; 51.2 }£ 115.0, P=0.002) ., [d]
B, Cihoric % RSt % PR, FGFRI ¥ 18w %3k
) NSCLC fE& 5 4F 1 10 4F(1% OS H1 DFS ¥4 % 45 H 5
Sy B A &, AN, Kim 2N HFSE 0 A B,
fiti 95 £B % R, FGFR1 34 vy 22 1k PHME 4 1) R 3
ZHLTT BOEZH OS F1 DFS %R 45 52 i Ak 7 i I
I RAEK:, {H7E FGFR1 ¥ 38 m ik FHYE 4L i %
W BT BOIE 4L OS A DFS 1A by W 4
Uik, ZRTH)—SRFSEBIESE Tk — R e

FGFR1 5 NSCLC It PR 5 Z 18] 1 OC R 32 3 i
R 73 | FEAS it DA S 43 J2 R 3R 1) s el i 6 AS [R) AT 5
HREIARFLE R, B—BME IS, FCFRI £ I
Tl ) NSCLC 3%, H B EMR B & LY 1
EEFEIRAY L AR T FGFRI B3 75 26 3k 15 i g s
FoAHOG; KE FGFR1 P34 =ik 1Y NSCLC B & E1E
TG 2, (AT A BT a2 45

4 BAHARMERETZE 1 58mETT

H R ET i B 8 th EGFR 3 [ 987258 DA Br ALK 3
A R IR 2 C AR IR 2 A . (R BRI 1A
AR AT AL TS & -1 ( programmed death- 1,
PD-1) S50 2Z A0, A%t il 5 g8 ) ¥ 1) 2454 H R
AN Z . 5T FGFR1 LK1 5 F ik 8 NSCLC
R I R R A R L, HETC A 2R
Xt FGFR1 RYHE 25 EAE e b, BEAERFSE B K,
FGFR1 11500 %3 5 {5 Je AN S (v M % 2 240 A 344 7
AR E RN Z 5 M5 & B, FGF2-
FGFR1 H 735 %1% 5 % AT fig 5 EGFR-TKI (407
JERRJE Sk B e ) i 25 G, 1% 08 B O S
EGFR T#{5 S A& @ g (40 PI3K) 4502 i3 fitr 78 4
Rfs, AE BB L3R B JS, P PRk 4R 15 X EGFR-
TKI FYBURAE ) Pk, FGFR1 $ i 25 9 7] g A
AT T I & FGFR1 44 i #6351 NSCLC 84, H.
A REH T EGFR-TKI Jif & fiif 24 s 4k & i 25 14 185 100
4.1 PD173074

PD173074 /& FGFR1 F¢ 71 ATP 55 L3I i 71,
Britbz Ah, I RENS X FGF2 Ay #2538 55 S F R 1 &
FGFR377 A — & il 7 FH, DT SE 22 i 933 240 i 1 A=
RN = 1 (R N N N N R e e S
PD173074 Xf FGFR1 4" 4 &5 3¢ 1k 14 fili % g 200 Jif A 1< 2L
AW ZANEER ), Dun 2 g BFFEH, FGFR1 7
W R FIA R AN kR H1581 78 PD173074 RIVER T,
BT A KA R B, W Weiss 0 7R |k
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NSCLC 4 i bk 4% 48 2] /15 BRUA 3 9F: [R] R 1 F PD173074
PATIRIT IR, BT R A A R A R N
Ho BIRMIATE T, ¥ % B PD173074 9 1E R SR
e B IEA G, B ENZ W JCE X NSCLC
RIT IIE RIA S
4.2 BGJ-398

BGJ-398 £k FGFR #lI il 7], & I #10 i) VEGFR2
PAK H A 8B, €045 ABL, FYN, KIT, LCK I LYN
45, Goke ZE101 F 2015 4 i JH AT FGFR1 "3 75 %
K H1581 ZMUpk AT, & B BGJ-398 58 1 i
2 e R A RS (1 e 1 S A 2 1A 1k 42 15 5 P93 440
MBS T, MEAE GO/G1 WIEN B, A, ik
FFT A 0 e 400 i) 3 R A ) vk 40 Pt R T IR T 4
(programmed cell death 4, PDCD4) ik b8 H il
ERE 2 (‘angiopoietin 2, ANG2) FIR TR, HIkX
2 BGJ-398 1 il fif g8 A K 19 55 — FP AL, Nogova
S 0017 4R R R — TN A 36 ] FGFR1 43 5
FIRBHRBF I, N BGI-398 3 AF T 50% 1
PR P 11 B B RS R IE FR 8 (stable
disease, SD), HHIC A X T BGJ-398 i HH TiRJT
FGFRI # 1% 5 3% ik M 8% 8 19 1T 1 0 K i 50
(NCT01004224 ) , fH i RAATAHCHFFREE R
4.3 AZD4547

AZD4547 %F FGFR1~3 AT ik 81k, 7ERAM I
SIS h R BT FGFRI ~ 3 24978 #0 4 FH HLi%AE
FHEA T RAREES  sesh, 7ext A E NSCLC AB¥
IIRFTE b % B, AZDASAT it fif 53 40 G Y 40 1 1 i 5
FGFR1 A3 184 725 2 1K 78 18 LA S AR I 1) 2 19 6 Ik AR 8
A5 B FGFR1 44 iy 3k K 7 M A kAR
AR, AZDASAT it T IR A0 A A A R
AN, Rooney SO Z B, ARYHEYE FGFRI 5%
PRI iR A0 M B A SRR . SR N T AZD4547
YERFZFh NSCLC 4ii i tk, Jorh H226 5 LK2 P4
MR R AR AE FGFRT 973 = RB S 2, (A
X P AR FCFRI %% 5519 mRNA /K340, )
[FIFEXT AZDA54T Bk, HFIC T AZD4547 X% FGFR1
P 1 m AR NSCLC #E R r Wh e ab + 1/ T #G IR
TR B, HA 5T AZD454T B2hiG 7 £ Fl B
A FGFR1 3 FGFR2 ¥ # & 3K ik M 98 19 #F 58
(NCTO01795768) , LA Je K FHEA AZD4547 5 Z P fil
FEIRIT NSCLC AYMFFE (NCT 01824901)
4.4 THMERR

WA 20 %5 e ( Ponatinib) R DN e TR
I 1 09 1 T ST 0 ) R e v b, R AR

JH#E 83k BCR-ABL fili 5 36 4, [A] I H X FGFR1 3ot
J3E 22 K 1 A0 B A AR A AR A 2 24 W e
FGFR1 J R J FL T i 55 5 308 % 1) J8c 3% ke 400 o fieb 33 4
MK FE RN ST R R B, WA e 2
RS FGFRIM mRNA /KPR IEM G, BIXF FGFRI &
JEFRIK I NSCLC 40 Ml B A 0l /E T, {EXF FGFRI
{235 1 NSCLC 40 f 75 F 4 /Ns U L-F- A 1E R
I, FGFR1 [ mRNA DL KB H %3k K- H 5 R 4
D 550 g ot 5 00 o 4 8 e R R HRT A
KT W08 B TR T I 6% g LA K Sk 2005 I e g A
R NSCLC 1y 1T M9 i IR #F 58 ( NCT01761747,
NCTO1813734) IEFE#EATH, WHFRASRM AN
4.5 EZFER

Z %2 (Dovitinib) 2 2 #0151 22 198 86 410 1
#, Xf FGFR1/3 J VEGFR1/2 ¥ M /EH . {H Lim
SIS AE 2016 AR R R A —THF 5T R BT, % 2 Yt
FGFR1 41 5 2% 15 1) Jili 5 68 £8 25 30 7 ROR IR+ 43
HAH, fEALLY 49 Bl H T, TREFRE T 2%,
3 BIBE RS TSR, 10 FIEE IR SD, 9 Bl
HIMB TR, WA, -T2 B
VEGF 577 1 J& 1 25 1 1 i I 983 % 11 399 11 R 3 5
(NCTO01676714) 1, W IfAR &L WA 2 Nl
MIRITRCR DY . HATE A X T 288 M H TAE7E
ATV 7 S5 o DR 190 S A S T 1) IO G PR A 5
(NCT01831726) , AHIII 45 A FF A i
4.6 BixRH

JEiAJEAi (Nintedanib) J&— i = 5 M 45 i B 0
i, AR BRI 3 Ah A 2 A i R A K
RT3 & (vascular endothelial growth factor receptor,
VEGFR) | IHi/MRIEPEAEKHFAZ K (platelet-derived
growth factor receptor PDGFR) | FGFR, BEAEMFFY K& 3L
L PIAEIRYT R B v 5 £ A Ak T AT A N R
MR, CAERTF AR 1 25 it i, H
HRGH ISR 7 NSCLC 9 3& W A, Hibi % i 9% &
M, Jeik A nT Al FGFR1 8% f2 £k L B Wr FGFR1-
ERK {55 M #%, Eimii s FCFR1 FH % 40 At iy 2 K
ARSI R BLJE 35 T A X g 20 e 400 skl 1 5
eI AR, LIS 2 L™= A i A AR
P, E AT RS B e 790 A 00 1 98 40 B A 384 98 . LUME-
Lungl 9 I EAIG RIS & B, JE 5 e i Bk & 2 V8 fl 2%
X FHAZE 25 My WAk B3 59 NSCLC f %, #E%) PFS 5%
Rk T2 nZy (3.4 1 2.7)77; M4,
LUME-Lung 2 /) TG RIS & B0, JEik eIk G Ky
FMEAAAUMBIR (4.4 103.6), HAHT, A
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M E % &

eI e AT I A 4 B T B SUIA S5 25 iR T NSCLC
T 2 AR 19 RIS (NCT03377023) iE
TERFTEH

5 INEE

ZE TR, FGFRI VEA LT 8pl1 11 i 24 R I il
PEREAZ AR, AR AR IE 3 A Bt A b BT 8 AR
H, B2 530 2GRN LA KRR, §75
ek N H H LR R R, (B H AR s —
B bR B A I 7 v . WF9E 2 & B FGFR1 918 &
Fik 5 NSCLC Z (R AFFE MG, AR H A A M40
o205 A P X R TS MR, (AT &M
H5 NSCLC Il PRy B2 Z [l ) S B, BRA BRI,
FCFRI 4 Rk R A2 WF Bk BEAA 4 s
RS BN R Sy 95 (9 NSCLC B 3%, HARAEFR K%
Fij5 ., HRTCH ZFE N FGFR1 $ 19 2 323k (4 4 1)
2P IE AL TR IR ST A, DA K TR 6 45 R ok
F, W2y nye s b I, (B I AR 56 T
AR 20 N, BITE H T A I e ST 0 )
WY It PR 56 BE 0% O A7 7E FGFR1 47 3 5 3R 5K 1Y
NSCLC S IRY7 HR AL B i B B 5 7710
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