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[ Abstract ] Background and objective Erlotinib is a targeted treatment for advanced non-small cell lung cancer.
Smoking status may be one of influencing factors of the efficacy of erlotinib. The aim of this study is to explore the impact of
smoking status on the efficacy of erlotinib in patients with advanced non-small cell lung cancer. Methods Patients with non-
small cell lung cancer who had been previously treated with at least one course of platinum based chemotherapy received 150
mg oral doses of erlotinib once daily until disease progression. Response rate, progression-free survival, overall survival were
analyzed in the different smoking status groups. Kaplan-Meier method was used to analyze the survival rate. Results Forty-
eight patients were enrolled into the study from December 2005 to September 2006. We followed up these patients until 28th
December, 2008. Median follow up time was 30 months. The compliance rate was 100%. The response rate was 32.1% in the
smoking group and 35% in the never smoking group (P=0.836); The median progression-free survival was 3 months and 9
months, respectively (P=0.033). The median overall survival was 5 months and 17 months, respectively (P=0.162). Conclu-
sion Erlotinib is an effective drug for advanced non-small cell lung cancer patients with different smoking status. Progression-
free survival is better in the never smoking patients than the smoking patients.
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Tab 1 Clinical characteristics of two groups patients 7] non-smoking
1 smoking
Characteristics Smoker Non-smoker* P - non-smoking-censored
0.8+ + smoking -censored
Histology 0.499
Adenocarcinoma 20 16 = 06
2
Non-adenocarcinoma 8 4 E
w
Age (gears) 0.123 g 0.4
Median 61.9 N
Gender <0.000 1 0.2
Male 27 6
Femal 1 14 0.0
TNM stage 0.658 (') 1'0 2'0 36 4'0
1IIb 4 2 Time/mo
v 24 18 N . S L g
Pel 1 IR I TE ot A A i 2 LE 4R
*
Performance Status 0446 Fig 1 Kaplan-Meier curve of progression free survival time
0 1 0
1 19 16
Survival functions
2 3 3
3 N 1 1.04
. _[non-smoking
Chemotherapy regimen 0.807 [ smoing
1 15 10 08 -+ non-smoking-censored
7 - smoking -censored
2 13 10
*ECOG: Eastern Clinical Oncology Group; *less than 100 cigarettes. E 0.64
=
2
E 04
Q
2 MNP RO SR i g
Tab 2 Chi-Square Test of the efficacy of two groups 029
Efficacy
Smoking status Total 0.0
Response Non-response I I I I I
0 10 20 30 40
Smoker 9 19 28 Time/mo
Non-smoker 7 13 20
13 A > o
Toul 6 » i 2 BRI £7 AR He
Fig 2 Kaplan-Meier curve of overall survival time
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MAPK , JAK-STATHIPI3K-AktZ (5 B4 SR 0 (5 5L
HEENZ A, AR (o 40 M3 58 . A A B B R A
HanpayE =", FEGFREEZ R (EGFR-TK) f&
EGFRiMl i 5557 S A B 4500, R sk IR Va7 1)
HEET, JEIEEJE (Tarceva, erlotinib, OSI-774 ) 24k
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