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Abstract

Gastric cancer is a common malignant tumor of digestive system with high morbidity and mortali-
ty. At present, the treatment for gastric cancer mainly includes surgical resection, chemotherapy,
radiotherapy and targeted therapy. Among them, individualized treatment based on the molecular
characteristics of tumors has become a new trend in the treatment of gastric cancer. In this re-
view, the recent research progress on the relationship between FGFR3 and the occurrence and
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treatment of gastric cancer is reviewed, with a view to providing new molecular biological targets
for the treatment of gastric cancer and promoting the study of targeted inhibitors.
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1. 3l

B AR WHSEE R 2 —, HRYE GLOBOCAN IGH SiiT 8, 2020 445k B 5 R w1 29
103.3 J3#i(1/18), FET-Hifil%y 78.3 Jifil(1/12), 4 mlfr T Wtk iRd i 285 6 . BET-ZEE 2 fr[l]. &=
SRS W AT B R TS [2], (R R E K B B VISR D240 TR B, FRE M
HH B AT 5 A AEAE AN 9.4%, — RN —[3]. M H, BERE—FEERREEN, AFE
FEMRIE A TE A —FE, FInFL SR BWE. KiioE. (REEREVE; KSRICNAFMITE, 4
U EB R EEPAMEAY . MSI RS, SRR FR e Y, Jeta i fee B, 2R ERRALGE R 1B IR MR,
s #[4].

ARFTFE RN, JRERE R AR R P S R R AN A R SR R e (1. B R L MR 2= R . )
JH Al R R RS 2 b fa R R R SRR s e NS B R AR R (4] B RR VI, R R
ARFAEA B2, A2, RN s T Wk 7 RAE, ik, SEitA 28 ik 75 i AT 0
RIS T PR B R SR T e AR H B AEhR AR B W B AP AR e, (ENIER AL R BUR
A RREHATT TP 232 S N (3R bR . H T DA IiE 72 BRENARED, SRS HR
72-4. WREA. BOKEDPUR 12-5 FIEE AR 1, HREMGUEM CAL9-9 55 2 B It R 5
5w P AE bR EI[5] o IX L A= s A I AR B i SR 2 W R T o Cp Tz B2 . (HR
THAFFWEMRBEA L, XESFhrc AR TR B Fitk, FFRFF . ERA
PEI . SRR SRR RS LA I SRR TR B 0 AR AR R AR A L.

2. BRNRTT A

H AT BRI TR LR AT7 S U7 SRBR)T s ERIAIT N EMSGEEIRTT . W TR A g
(B, IR H RARER R IR R B TN T A IR AR N B, IR)T RS
KB L MR, HATAIE, FARUIERATTBOA N REME— T RENIRIG T Bl JRT, B A A
TERERED BRI, KT 240 B i B RIS C &3] 1 o0k T ARG BB B (R E B w500k A
2 10%), AT ARIGIT B AEAE RN 20% /45 [6].  H AT T>T2 80 N+HREHEDIBR I B, 4
WIT AT LR AR, FRE R R HATEEA— LT J5%: FOLFOX J5 (I ER . 59 /R I e Al B
YOAIEH); XELOX J7 Z&(-REFMEA By FIH) [7]. T T TR G E VIR A A AL B 1 3, 2241
WIr T R e BB R E AL, ERURTIREZE, RBIRMEE, SRR, 85, AIhEETH .
i ErRERIA] . FEAKA . TREREME. RIBRTEMIR . O ERESE6]. (HEEE miE RO, B
TSI —ACIE, BB RH ThRCY) . A0 s R AN T R AL, AATIX B R T

Tk
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BT T HUAR 0 7 HERE AT DA B ) 2GSk A A A R BRI B [8] . TR S BB I AR TG PR
S5 REGARD H143 3] 1 3CHF[9]. A A e SCRRRIT I A &by i B & 7 OS RE LK, 153
TiZI M E L& . thAh, 2014 4R (135 [ I PR 8 2% 23 (ASCO) B W Mg it it 23 4 T A BRME TN
RAINBOW 4% (145 44 [10]. RAINBOW if4% (45 487N, B 55 BAHU N 28— ZRARHMERR & 4 I7 (B 2R A1 IR
PRV WE) I A7 o ek B8 3 e 0 1 O R L BB, AE D R T 25 T RS s R T OS.
RAINBOW % 1 REGARD 5y BH 11 45 SR 2 W 4k th 2 BR Bt 2 J5 , 78 577 B PR 36 — MBI S R
BRI A B g R 1 2590

tbAh, KR, FGFR3 X —E sifE B MEYT S h I EE M O MR T Z WA [11]. [FH
I, 5 98 10 O 13 i 2 [ A bR A e TR, DR, DRSS 1 T R B 2 AR s
VIR AR TR B o AR T B i R AR R SR BT HLE], AR LA B e 0 B B2 W A0 10 B2 v 72
LEIbR B, ok B B ) R R DR IT SR AT AT .

3. FGFs ik

FGFs (i 2T 4 4 i A= 1 R - 52 ) A — b DA A P K AREU i e 4 v 2 5 L SR 2 IR, (R REAS 41 48T 4t
Jfl balb/c3t3 AN R MG FE . B&—F S FGF B B2l AR A RNEAR . BIHATAILE, 248K
LT 23 P Ar degn i A K IR T SRR (fgfL~23) . IRIEIER 04T, AR fgf19 KRR 1) fofls i B 3% I
YI[13]. DR A=A R SOR G, R 22 FhSeF 4 i AR IR 7 50« 7EIX 22 Fh 4 4 4 i A R 5K e
w4 R 1 0 s T R X DA B2 TS Re B AR FGFRs T 43 B =FP 200, Forr, FGFs11~14 #5x
Z AW FGFs, VA4 R RE T e MRS FGFR 1M R 4E/EF[14]; TiFR R 18 A FGFs KIE(E
FH 35 5 B IG AT EA f AE K R 32 4, AT T DA 23 9 55 0 R 7 B B or Rl F-, - 55 0 A TR ELAR A
HFERZH5WBKEPHSULSMBREILR: 1 E SR RS 5. IHERE. #EE. 4
AR R TP SR A AR IR T [15] . A4k, FGFs & — N JE R B %0 X3, %X 48 120~130
ANEEERG . 12 DNSCPATH B EEFI A [F 2 R AR BT AL R . BT AT N-. C-A i
HERIIOARE, HET T eENARREY R [16]. Hrh, S50l Rergigmpd KN g, B
7 FGF9. FGF16 #ll FGF20 4, 2 %13 WA F#FAAAE — A N-R Ui 70 WAME S IK[17]0 IR 2873k (it
5 HA R ERAANE A AT R RV 2 OB, TX 8 2 W BEE S 41 il K H 1Y) FGFRs.
Hor, HSPG et A1 kil B 4t i P57~ AN RE S i3k i 21 4 40 B A= K R 15 21 R 40 i AR K DR 7 32 AR 1Y)
454[18], FF HAEHSAE A g B AR K R T Re e A M S5 A, B 1B A PR AR [19], IXAE FGF-FGFR {5 5@ %
HORIE T B RHEBEME .

4. FGFR HKi&

FAT 440 i £E K R T-32 4 (Fibroblast Growth Factor Receptor, FGFR) /& — it 1 s 2 Wi 1k 1 S s ) %,
(1 AT R4 A K R 7 AR R 324K, FGFR 2 — MR SZ R KR, S E R UA Mo, 405k
FGFR1~4, XEEFEMN AR5 FGFs fH4 &, HEHAERMIRE KA. BERBISE S KIE T FEEEH.
Hr, FGFR3 72 FGFRs ZR ML A 2 —, e 15 B0 E 40 M . R 40 %) 14 B 4 FH v O 42 B 44 FH 1) [
TF[20]. FGFR3 5 i 4F 4 4t ffa A= K Rl - &5 A i 22 22 7 — S4B - SR )5 8 i RAS/IRAF/IMEK/MAPK i % |
PIBK/AKT 55 S @B AT g i3 . MR, HO&Es. E. et KRk E[21]. K
2 441 i AR K DR T S AR (FGFR) VR S BLFE B i 75 P 119 22 b Sk T e PR A 4 i IETE R A

5.FGFR3 58#
FGFR3 J2 % 1 > FGFR Z M Rl A AT R AE AR AN AFAE AR, 52 85 B e« B5 LI A 351
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S o — TUE AT 9 [22] % F BY B2 78 S AR S5 1 S 1 S Bl PCR 23 Bt A28 KR b A B FGFR3 3%
1Ko AT 40T FGFR3-111c A5 MR 40 B A= 0 % i 52 0], 38 ek Jo ks 2 G s 2 e s 7= A ik 3R 8 B A Y
(WT-3b A1 WT3c)8k &5 1 17 FGFR3 4844 (KD3c F1 KD3b) 45 iz 4 o i A . B2 4% FGFR3 mRNA 7E45 E
g p 2RIE TN, H SR EE R0 FGFR3-1b BY478 44, 20 Ic/lb bhAasfn, 3= Bk AR eI A g
W . EATA MR 25 I A A R e, WT3c B EFRIAIGIN T AN e . AA3G AR TR T ik, 1
WT3b JLT-3A &M, Bhah, 7NN FGFR3-1lIc RIAEAKA) SWAS0 4ifiur, ‘&Xt H 4 il FGF18 /+ &
F A KAERE 5 B A BURME . B 5% FGFR3-1Ic Bi/M T4 RNA /511 FGFR3-llIc fiF# %t FGFR3-llc
AT 5 1T 5 S AR KA A T 5, X TE FGFR3-11b 4 BHKTE o Mg 2. th4h, KD3c
IZRIBFHWT T SCID /N SR AR AR AR L v (R AR V5 T A # , FEBH S| T s A . 3R T FGFR3-1lIc
It A5 FGF18 7145 Bl T A E I R IESUR DIRe, HrTREBUNIGRIT T T —/NME A B IH e s . 7R
W—I6T “BEbtm il FGFR3 BRI R EARIA GG R AW H[23], HEHL 84 il b5 e £H 21
FGFR3 A #4 A RAFSMNE T 7 10, 15, [RINR A sz A Ak %46l FGFR3 £ 381k . A Kaplan-Meier
BATHEAR AT . 18 2 R 3 COX AR AL J532:% 1] R s el b e 70 IR 3 AT 2 b o i ALK, FGFR3
FE IR SEARAE AN [R) R8N R B 434 LU 22 S A e 12 7 S0 FGFR3 JE K 5848 55K J g v & R AT 2K
Al e 5 FGFR3 JEALAIIE R il i DS Bt AH OG5 5 18 B 5K [24], [N FGFR3 J [K] 58 A% AT A Stk 5
JE R 28 S N, Ak R 1) R AR AN R e [25]: H. FGFR3 JE K 5848 NG R & . it FGFR3 #: KR E S
i P ek 3 A I R AR R, PRI F R R, 520 DFS [26]. SRR 2 (I %dlE %, FGFR3 &£ &t
- BEJR AN B DR VR T 0 L FEARSMII S A R A, Je I BE T B A BN o T S AR R 2
RYEE SR AR A 4R tE[27]. B, 2RI FGFR3 E B A — e MEH. E£—IEk
I RAE 7S ORI, AE B 8 B TR R B FGFR3 [r45 #5848 (28] 1A 7 [ BA A 1 &5 A0 8 SR gt 1) 2HL 21
H 3B A RNA, It seif 2 8 RT-PCR AHX T GAPDH #:Jll FGFR3 mRNA ik . 7€ 22 MR bR A<
A 20 KL FGFR3 mRNA KIS RIE T, SAREMEE AR RA ML, FBUME S4B D .
WEBA T FGFR3-1l1c it /5 FGF18 7E45 B e h /E R HE 80E Thae, I RESCAIRIT T — N A A
[RIHTHE £ [29]. BEAh, Piro [30]% NESL T 4 /> NCI-N87 Hi-ZEk Bfifinf 25(N87-TR) B 4L 52 . TF551 9
MriE s HER2 N, %S Lzma ik, 39 FGFR3 & N87TR 4ife &+ i £ KHEK 2z —. 7
Ak, N87-TR 4l £ Eb il 2 Bk S Uk it A i i Xt FGFR3 571 dovitinib 231 H 5 fO &R, A
MFEAR T pAKT. ZEB1 A MYAMTER . 7E N87-TR /M EUBALt, [ dovitinib & 2 (P = 0.0006) F& 1k
e S g, /N ER AR AR B . S5 UCEC AR T RTVE R AR b, AE 2 Bk R pTIR ok R i) R VA s 22 3
FGFR3, WifR{t AKT Fl ZEB1 [(JFRiLXHE H. A FGFR3I/IAKT /e B J b il 22 2k i int 26 () ki i 12,
IR M 2% B 1 FGFR3 J2& R ™ 1X Fhifit 24 fA) 78 78 SRS .

KRBT T R4 RS DDP N il MAPK/ERK 38 %} B 4 658 . 128 EMT (R4
FIEF” FIBFFCH, (ERRLAE RIS DDP ALFL AGS 41/, FGFR3 mRNA JIF 1 KEGG &0 F
WFRIL, MAPK/ERK g 7 e iE K E 5. DhRgSciniiE £ = A DDP @il N FGFR3 /%1
MAPK/ERK {5 5@ 4 5E . IR EMT, MsRAipiE T, ERELRERY, FGFR3 iRk T
GC fER M AMASMNIEE L ILFE A EMT 2. Sz, A NEH T 5L AE &= k& DDP it FGFR3/MAPK/ERK
1T GC ZUMI A ZAT N, NIRYT GC FRALH I S [31]. X LLsIGIUER] T FGFR3 & M8 i3 5E
AATAHEVINR R, FGFR3 W] AR ik It ia T B LA

6. #fig
I AT E, ARERILR S N, FeR RO KB, TUREE, DI
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X BIEKZR BT R A IUNE R HSRN TR T R 78 S AR, HABAR,
AL AEAE IR T 12 N H o BAAH BTREm s R & = #oR, B2 FGFR3 /i3 1 s #E [ va 7 7k
i ATHE DR ARR IR IR L, T X Wi A e B SR A LA SRR R (B I R
R R AE s BRILZANBRIEMRI R A R — 2R 205 Sl AR = 2R L i,
BT IERAZ ISR R BRI 272 WK, TRRAMEIRIT . BREF RIS MBI SR & a7
T3k B KRR i B B SRR, (ERRAIIAR I 5 BRIk . DI, 85 B FGFR3
G AL S MR FUS FAHSCIE, X T8 T BRI ANGTT BA R .
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