Journal of Chinese Oncology,2018,Vol.24,No.1

EGFR-TKIs — %78 97 EGFR B & &
AE /v ¢ Bel B JeE BY 2R G i E

T #H HXE X L ETEE KER AFL
(HF B REMIEER , ILE 5% 266000)

# OE[HM) LTS TKE 23477 EGFR B4R 1 NSCLC M iyr sk, il IR 1
it 5% [Jrik] WA ML K PubMed | ClinicalTrials.gov \CNKI H SCEHE 12 |, 4% B 3T 104
95 HEBR AR E TR 6 5 T )7 5 TKI —283A 97 EGFR BB LAY NSCLC B H Mo, R
I B A BOHE i 22 % 2015 4 12 H . i 1] RevMan5.4.1 S4T30 01 . [ 4555 ] Hhah A 7 15
WY, Meta M1 &I . (1) ZZAY7 852 TKI 19 EGFR WA= #8155 852 )7 (10 5 % ORR
T EME2E S A IF OR K 0.68(95%C1:0.30~1.51); (2) 7E4F4E % NSCLC &% fbyr — 4
BT B R NSCLC B PFS 346 %8 TKI A 2L, &3 HR 4 1.27(95%Cl1:1.4~1.55); (3) 5
A7 AR e TKT I oK i BF 4= 80 EGFR 19 NSCLC B # 0S 3iiz5, & JF HR J 1.09 (95%CI.
0.95~1.25), [45i ] 1by7 67 ¥ 4E ) EGFR 19 NSCLC £ % ] fE K 23 PFS, AEfE 3k 4
HEF TKI;{H PFS 3R 25 F R 0S 3k

F R R A K 22 ORI R 5 Al /NG I R s meta 43 AT

hESES R734.2 XEFIREA 0 XEHS.1671-170X(2018)01-0016-06
doi:10.11735/j.issn.1671-170X.2018.01.B004

EGFR Tyrosine Kinase Inhibitors in Treatment of Nonsmall Cell

Lung Cancer Patients with Wild-Type EGFR: A Meta-Analysis
WANG Qi,GUO Tian-hui,SONG Hao,et al.
(The Affiliated Hospital of Qingdao University , Qingdao 266000, China)

Abstract ; [ Objective ] To review the efficacy of tyrosine kinase inhibitors (TKI) in treatment of
non-small cell lung cancer (NSCLC) patients with wild-type EGFR. [Methods] The database of
Pubmed, ClinicalTrials.gov and CNKI were searched for studies on TKI and chemotherapy as
second-line or further-line treatment in NSCLC patients. A total of 7 RCTs were included in the
meta-analysis. Objective response rate(ORR), progression-free survival(PFS) and overall survival
(OS) were analyzed from included studies. [Results] The pooled ORR of TKI/chemotherapy in
wild-type EGFR NSCLC patients was 0.68 (95%CI:0.30~1.51). Among wild-type NSCLC patients,
PFS benefited from chemotherapy(HR=1.27,95%CI:1.4~1.55). However,the PFS benefit failed
to translate into improvement in OS (HR=1.09,95%CI:0.95~1.25). [Conclusions] In patients
with wild-type EGFR , chemotherapy improves PFS significantly compared with TKI.
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TKI Chemotherapy Odds ratio Odds ratio
Study or subgroup  Events  Total Events Total Weight M-H, Random,95%CI M-H, Random,95%CI
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Marina Chiara 2013 3 100 15 97 14.9% 0.17[0.05~0.60] -
Ning Li 2013 12 61 5 62 16.4% 2.79[0.92~8.48] T
Q Zhou 2014 11 81 10 76 18.2% 1.04{0.41~2.60] - T
Tudor 2012 6 75 5 74 153% 1.20[0.38~4.12] I
Total(95%CI) 529 517 100.0% 0.68[0.30~1.51] >
Total events 45 64
Heterogeneity : Tau’=0.69 ; Chi’=16.80 , df=5(P=0.005) ; P=70% bl o ; - 0

Test for overall effect:Z=0.95(P=0.34)

Figure 1 Overall response rate Meta-analysis of TKI versus chemotherapy as second- and further-line
treatment in wild-type EGFR NSCLC patients
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Table 2 The Meta analysis for PFS of TKI versus chemotherapy in wild-type
NSCLC as second- or further-line settings
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Total(95%CI) 100.0% 1.09[0.95~1.25]
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Test for overall effect:Z=1.18(P=0.24)
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Figure 2 The pooled analysis for overall survival of TKI versus chemotherapy in wild-type EGFR NSCLC patients
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