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[ Abstract ] Non-small cell lung cancer (NSCLC) is a malignant tumour with quite high cancer specific mortality,
and it still lacks stable and reliable markers for NSCLC's prognosis. Platelet derived grow factor (PDGF) and PDGFR has been
considered to be involved in the process of cell proliferation, migration, metastasis and epithelial mesenchymal transition of
cancer cell through various intracellular signal pathways. Pathology analysis showed that PDGF pathway mainly stimulates the
proliferation of NSCLC tumour stroma through paracrine pattern, and some reaseach found that PDGF pathway directly pro-
motes some NSCLC cell's proliferation. The expression of PDGF and PDGFR within NSCLC tissue correlates with status of
lymphatic metastasis and patients’ prognosis. In clinical treatment of NSCLC, the great effect of PDGF pathway in angiogenesis
and promoting distribution of chemotherapy by inhibition of PDGF should not be neglected. As an important pro-angiogen-
esis pathway, functions of PDGF in radiotherapy is dicovered by more and more fundamental research. This review focuses on
the progress of PDGF pathway in NSCLC and aims to provide some new ideas for clinical and fundamental researchers.

[ Key words ] Platelet derived grow factor; Platelet derived grow factor receptor; Lung neoplasms; Imatinib; Suni-
tinib
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Fig 1 Binding pattern of PDGF, PDGFR and the main signal
pathway in the downstream. PDGF: platelet derived grow
factor.
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# 1 SunitinibSZ R B SR EZHIE FTNSCLCR RIR I T2

Tab 1 The clinical trials of sunitinib administrated alone or in combined with TKls in NSCLC

First author Year  Phase Criteria n Regimen RR mPFS mOS
(95%Cl or P) (95%Cl or P) (95%Cl or P)
o b, 1V, sunitinib 50 mg/d 1.1
Mark A. Socinski®?2 2008 I 12 (10.0-16.1) 23.4(17.0-28.3)
recurrence 63 4/2 (4.6-21.6)
b, 1V, sunitinib 37.5 mg/d
Silvia Novello®”! 2009 Il 2.1(0.1-11.3)  11.9(8.6-14.1) 37.1 (31.1-69.7)
recurrence 47 cD
Radj Gervais3® sunitinib 50 mg/d
2011 I b, IV 4/66° 15.8 (10.5-21.9) 34.8(27.2-50.8)
66 4/2
- Brain sunitinib 37.5 mg/d
Silvia Novello®% 2011 Il 1.6 (0-8.8) 9.4 (7.5-13.1) 25.1(13.4-35.5)
metastasis 64 cD
. b, IV, sunitinib 50 mg/d
Gu Ping!9 2011 Il 9.0(0.1-20.9)  11.8(8.2-15.3) 23.4(14.7-32.1)
recurrence 22 4/2
, Advanced
Shannon E.O erlotinib+sunitinib
2011 Il non-squamous 1/11° = 37.2 (6.8-95.6)
Mahari#! 1" cD
cancer
GeorgeR. b, IV, erlotinib+sunitinib
. 2012 I 3/30¢ - -
Blumenschein Jr#2 recurrence 30 cD
Giorgio V. b, 1V, erlotinib=sunitinib 10.6 vs 6.9 14.4vs 8.0 36.0 vs 34.0
2012 lid 960
Scagliottil?¥! recurrence cD (0.047) (0.002) (0.139)
b, 1V, erlotinib=xsunitinib 11.2vs 8.0 32.8vs30.4
H.J.M. Groen®! 2013 Id 4.6vs3.0()
recurrence cD (0.321) (0.617)

4/2: Four consecutive weeks for once daily treatment, followed by two weeks of no treatment.

CD: continuous daily dosing with no interval.

a:one in sixty-six achieved CR, three in sixty-six achieved PR.

b: one in eleven achieved PR, which last for sixteen point three months three in thirty achieved PR.

c:threein thirty achieved PR.
-: data was not available.

NSCLC: non-small cell lung cancer; mPFS: median progression-free survival; mOS: median overall survival.

RR means response rate which is express in percentage, and the unit of survival time (median progression-free survival and median overall

survival) is week.
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HLILH IR RS, £ Hsunitinib 824 (4/2 50 mg qd) ¥R
JF63BIHIZIRTT R I NS CLCIR 3, B0 i %y
11.1%, Ho7 JCk J A A7 ] R 12.0 /8], Hosr S AR A7 B[R] R
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Tab 2 The clinical trials of sunitinib or imatinib administrated in combined with chemotherapy in NSCLC

First author Year  Phase Criteria n Regimen RR (95%ClI mPFS mOS
orP) (95% Cl or P) (95% Cl or P)
. lib, IV, no prior GP (gemstabin+cisplatin)
Martin Recki 2010 20.8 (-) - -
treatment 1/2+Sn CD/2/1
Mark A. TCB (paclitaxel+caborplatin+ 8vs 26 15.2vs 18.0
L 2010 Il b, IV 56 . 26.4 vs -
Socinski*4 bevacizumab) 1/2£5Sn 2/1 O O]
ChaoH. Relapse or Docetaxel 30 mg/m?3/1+Im
2011 Il 23 1/232 76 (-) 24.4(-)
Huang! Progress 600 mg/d
. Docetaxel 60 mg/m? 1/2+Im
Anne S. Tsao?®! 2011 1l metastasis 22 1/22° 79() 35.6 ()
400 mg/d
Julie E. llib, IV, no prior Paclitaxel 90 mg/m? 3/1+Im
2012 I 34 32(17,51) 14.4(-) 29.2(-)
Bauman(! treatment 600 mg/d PD
Recurrent or
L.Q. M. ChowB" 2012 | 21 Pemetrexed 1/2+Sn CD/2/1 24 (-) = =
advanced
D. Ross 5013 | Recurrent or AP (pemetrexed-+cisplatin)
Camidgel3? advanced 1/24+Sn CD/2/1

1/2: One week for chemotherapy treatment, followed by two weeks of no treatment.

2/1: Two consecutive weeks for once daily treatment, followed by two weeks of no treatment.

3/1: Three weeks for weekly paclitaxel therapy, followed by one week of no treatment.

CD: continuous daily dosing with no interval.
a:one in twenty-three achieved PR.

b: one in twenty-one achieved PR.

-: data were not available.

PD: Pulse dose bracketing each paclitaxel infusion.

RR means response rate which is express in percentage, and the unit of survival time (median progression-free survival and median overall

survival) is week.
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T 2 1 Sk S AR A L R, 45 T 2T
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AR A i 0 4 A R SO DR sk 2 B 0 1 g 1A P T i
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m®) AT (75 mg/m*) AbI7 Y I 283k 8 T e Kz 71
LA A R AR B i e AT e s R i, 3 T NSCLC
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