o [ il 2 d520134F 11 58516445113 Chin J Lung Cancer, November 2013, Vol.16, No.11 609
DOI: 10.3779/j.issn.1009-3419.2013.11.10 P \*
- LRIk

Y ET 4 A K B F =R 7 AE /N 2 Bl e 722
HIPF R g

R M

[ FZ ] Mo ™ S U A SRR, A SRl ies (a7 =UBUS T B R MEE R, 1F 2RI RIr i iz
R F I RHAA R A R 225 millise op R B A K % 4& (epidermal growth factor receptor, EGFR ) JE[K %€
AL TR ALKREFE R R HE AR, 8T R R JE B ek Je A5 B R BB R RV P A RCR IR . — B LUk 4K
¥ (fibroblast growth factor, FGF ) 3 [ 55 Bl I\ S5 Mg (38458 | IS A6 USRI DIAROG , 4ROk R 2 ik
5% % BUAE /NN 8 o A7 A AT A2 4K [ 732441 ( fibroblast growth factor receptor 1, FGFRI ) FE[N# 14 | 1ARAN A4y
S & R BEL T G R 5 T B AN Y 34 7 . S A e B | SRR IR TIN 2 o AR SOSFGERAE N /NAH il 88
2R IE LA B A IR R s R A — 2Rk

[ kiR ] e/ Nanfufibg; mergAEREFZIR; REAERKFEFZE; SLmEA4EBiasT

Advanced Research of Fibroblast Growth Factor Receptor
in Non-small Cell Lung Cancer
Dan PU, Mei HOU
Cancer Center, West China Hospital, Sichuan University, Chengdu 610041, China

Corresponding author: Mei HOU, E-mail: houm118@msn.com

[ Abstract ] Lung cancer is severely threatening human health. In recent years, the treatment for lung adenocarci-
noma has made a great progress, targeted therapy has been widely applied in clinic, and benefits amount of patients. However,
in squamous cell lung cancer, the incidence of epidermal growth factor receptor (EGFR) gene mutant and ALK fusion gene are
low,and targeted therapy like Tarceva and crizotinib, can hardly work. Since the fibroblast growth factors (fibroblast growth fac-
tor, FGF) pathway is considered to be related to tumor cell proliferation, metastasis and angiogenesis, more and more research-
es proved the amplification of fibroblast growth factor receptor (FGFR) in squamous cell lung cancer. Experiments in vivo and
in vitro found that blocking FGF pathway could reduce the proliferation of tumor cells and inhibit metastasis. The FGF pathway

might be a new target for treatment of squamous cell lung cancer. This article reviews the effect of FGFR in tumorigenesis,as

well as the prospect as a therapeutic target in non-small cell lung cancer.
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Fig 1 The structure and downstream signaling pathways of fibroblast growth factor receptor. PIP2: phosphatidylinosital-4,5-biphosphate;
PLCy: phospholipase Cy; IP3: inositol triphosphate; FSR2a: FGFR substrate 2a; GRB2: growth factor receptor bound 2; GAB1: Grb2-associated

binder; SOS: son of sevenless; MAPK: mitogen-activated protein kinases; STAT: signal transducers and activators of transcription; PI3K:

phosphatidylinositol 3-hydroxy kinase; Akt: serine-threonine protein kinase.
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Tab 1 The subfamilies of FGFs and their specific receptors

Receptor isoform Ligand

Ligand subfamily

FGFR lllb FGF1 subfamily FGF1, FGF2
FGF7 subfamily FGF3, FGF7, FGF10, FGF22
FGF4 subfamily FGF4, FGF5, FGF6
FGF9 subfamily FGF9, FGF16, FGF20
FGFR llic FGF8 subfamily FGF8, FGF17, FGF18
FGF11 subfamily FGF11, FGF12, FGF13, FGF14
FGF19 subfamily FGF19, FGF21, FGF23
JeKRASKER 97 | 45 9 B /RFGFRIGEN S JEY M e % SEEAGI

BFGFRIEA LY Wl IR Y M s, L TCB A7
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