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ABSTRACT: Cancer is a major global public health issue, and abnormalities in the fibroblast growth factor receptor (FGFR) sig-
naling pathway are closely associated with the onset and progression of various malignant tumors. At present, four FGFR inhibi-
tors have been approved worldwide : pemigatinib, erdafitinib, infigratinib, and futibatinib. These agents are mainly used in cholan-
giocarcinoma with FGFR2 fusions or rearrangements and urothelial carcinoma with FGFR3 mutations. This article systematically
reviews the mechanisms of action of FGFR inhibitors, their current clinical applications, recent advances in clinical research, resis-
tance mechanisms and corresponding strategies, with a particular focus on key considerations during clinical use. The aim is to pro-
vide a theoretical basis and practical reference for the standardized use of FGFR inhibitors, whole-course management strategies,
and the development of new agents in the future.
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Fig 1 Structure of FGFR1-4 and downstream signaling pathways
upon activation
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2 FGFRMEFIm PR R R BR

2.1 FRAERNOE SIS HET, 2EkdA 4
FGFR il 50 et b virt = 7 R AS P A, 10
FGFR2GG B EHE B, R R 5 oK e 7E
1T 338 56 v AR 17 37. 0% B9 % WL 2% fi % (overall
response rate, ORR) J 17. 54 H (1 o7 5 A 17 1
Coverall survival, OS), J& & > 7E 3 E R H THEH
FGFR2HE [F il 5wl 5 HE i) 6 10 IR A5 98 — 23R 97 1)
M 25 A R TR AR AN AT AN o 7
TE—Ti 2 rfCs 10 PRI B i UE W FGFR2

HE I B AS g8 S8 8 A %0, R v T e AR A
(progression-free survival, PFS) 4 9.0 4~ H , 1 {ii
OSik21. 74 H , FETF 2022 4E k4L Bl H AT,
O W 257 B RT LU 1 i = T 1 S X 3k i PR K
B8 d , — T3 T FOENIX-CCA2 5 FIGHT-202
fiff 90 285 L A) #2254 R R e T
PFS.0S & ORR 57 %cfabn BRI BUANH(H
PIE 2R RB NG5 B EE . X R REH
AIBE S 25 Wy i/ LA G oK s JE S ml b 1
ATP a4 AR, e 2 el il 5 FGEFR W
SER I P A B PR ST DR 2 R 5 5L (Cys 49 DIE L3
g, SEBUR AT . e R AT O 5E R W, xX Rl
RIS A B BB 8 ve IR R ECATP 45 & 1
MU B FAG VI 25 28722 (i V565F 51T N5
A5 ), WA AT BB AE 4 E T 25 N v 4 B iR
T

YRS P Je X #57 FGFR 2 il £ ol HAth 8 HE
R A e R B L s 230100 /Y ORR, H
SR STk e T S R AT I~ S R P AL
O JFHhRAS B EG  FDA #EHERCKR R 2 FH 1
FGFR 1 RS2 & sOEIR PERE 28 /30K 2 e i s
S ABIZGE IR TE N R AR . TEIR b g
S, X T2 IR T R W H A FGFR 5E N7 S5
() S5, AR TR PR 1K R AT 1 ) JE 3k e I
FHEK R E RATEM12.06 N H vs. 7. 7910 H K
[ 1 (hazard ratio, HR) 24 0. 64, P<<0.005] ., HTI,
JEik B e B 12 A W KR, T 40 U
FGFR3 N7 55 (1) Jay & W 401 sl e B P DR % b B 9
BE M EIRIT ™

A, m R /NSy FGFR4AM il 4R S
#JE (Irpagratinib/ ABSK-011) #{ 3¢ [E £ 5 2 & 3 B
Ji) (Food and Drug Administration, FDA) 4% 7 i
B GRS, T BT 42 52 2o G e A A 54 ¥ 54
MZ AL SO R 6T , HAFAE FGF 1953 3Rk
20 RE R 8 . X — AR FGFR4 B InGRIT A
LA ARG HER 7 T A0 e g8 1) 357 SR, O DR e R
ORI TE R A7 3R AR
2.2 HESCHFHRCIEE A SR TH Im K
Bz T FGFR AN A bR fiEia 7 i, (AR 3z
SBE A Y S PR AR 25 5 2 VA R B S FIE
Pt —L Rk, BN EAMEK B IRYT FGFR J
PR 5 WG S S AT A T RS L 22 o0 LS FBE SR
(n=4DFW] AR JE TE S NFE LA TR Fh 20 v 1y
Ji& B LR B b R T R A B A R AR AR R AR o B
ORR 5 39. 0%, %< 9% ¥& 1l & (disease control rate,



i E BB 22 Ak 2026 4F 9 H 45 46 445 17 1] Chin J Hosp Pharm, Sep 2026, Vol 46,No. 17 + 2067 -+

DCR) A 82.9%,PFS K 6.4 H , 1240 H OSEH
52. 26 5 o 1) S A IE A g W 4] v, LT Rk S R A O
SR I R0 B = B — B — TR TR
e B S B RS SR o o A AT PEAG R
(=30 ,ORRH 40% , T PFSFIOS 53414 2. 8
MHF6. 64 H o (HARTERMZ W5 IR IR
S B DR R N 5 B0 R i R 9 R R
DLk B R AE AR I R R B B O T T A A
i, 30 0 ST 50 3 A AN RS20 W 55 3% e sl A R
ML, DA 2 57 R0 Ti) st o A A s i 3 A A
T .

2.3 ARRMVIKKIEREE  F UL FGFR i 7
AN BRI UL IEL 2. e T O R R SR H K AR
R W M OGN RO . #E BLC2001
FIGHT-202 il FOENIX-CCA2 i 5 v , ¥ 47 8 1ot
6020 1Y B 3T e 5 A AR v IR IMLAE , HE b e SEAS
BIe &R m, ik 81 % ki
o HE R E R R 30% ~59%, H LRI N H
WREMEH o B R RN A SRR R Ry T 2 25
AAE, AR T 48 5 M0 B - B A A 205
FIZERR> A — T X 4 TR Je 28 4 1 09 iF 5
L, FRGGIER R AR 1325, IREAR
S AL 4 IR R 7 SR K A I R A, HE &Y
13. 7% F)RE L0 A0 X BT i LR, 2 800n] A AT
HIRP, BIGE AR RNEAE W, HER E
5 WK 4 T A A A ey {H ™ i AR R AR, 2
QLTI U G SN | S ER T = W A S
FGFR 1] 350 %) 790 122 18 2 75 08 AR Ak S, 78 7
WEST R A4 TS a5 BRI R T R B 52
BN BB i FH 25 R L3R 1

38  FGFR #i  life AR 33 i3 &

3.1 FGFR#PHIFIN H#EE  FGFR RS 5

ZAATE T IR 8% b Je i AR | 8 98 55 2 A iR
JE . BRERHLE RIIESN , FGER #4751 4 1z FH 1E
%A 4 e 2 A S AT B A IR R B S . 2
PR IR R AR BR K Je TR IR % b B2 X
P22 ZR e R R SR B BRI A 22 BAS A0
BB 58 A LRl B o R fR R ] . FIGHT -201 BF
I8 BN RCKEE JE IR T £ FGFR3 978 sl i 4 / T HE
PRI b R B, ORR M 17. 8%, W v & fif R 2 sk
[] (duration of response, DOR)k 6. 24 A", i%J7
AR T ek e AP R IE S5 R, il e S
AN TR 245 0 % 5 FGFR S 7Y 14 56 FN ) 22 5+ A
Ko AN, O A WBIRA BN FGFR 58 [ i
1 4E /N 4 i fili 9 (non-small cell lung cancer,

B o O e it
Bt B
?. E FREATE
P
= IR
® BB
s /
( % J o
b
NS
R MR 4TS B SR
FYly ¢ >
%Epk ‘ 1®
) TR

7>
ﬁIEJD
- VALt

B2 FGFRIMGHH A BT B
Fig2 Common adverse reactions associated with FGFR inhibitors
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Tab 1 Common adverse reactions and corresponding management strategies
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Tab 2 Recent clinical research progress on off-label indications of currently approved FGFR inhibitors
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Tab 3 Research progress on novel FGFR inhibitors
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