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[ Abstract] Background and purpose: It has a significant effect for erlotinib on treatment of patients with
epidermal growth factor receptor mutation in advanced non-small cell lung cancer (NSCLC). But almost all patients
will eventually progress for the resistance of drug. This study was to evaluate the efficacy and safety of retreatment
of erlotinib in patients with advanced NSCLC. Methods: It was a retrospective analysis of the 46 advanced NSCLC
patients who previously treated with erlotinib and had clinical benefit. The patients were given erlotinib 150 mg orally
once daily after failure to other medications until disease progression or the occurrence of intolerable toxicity. The
clinical features, therapeutic effect and survival were analyzed. Results: The objective response rate of retreatment
with erlotinib was 28.3%. The disease control rate was 60.9%. The rate of symptom relief was 45.7%. The median
progression-free survival was 3.6 months. The median overall survival was 7.3 months. One-year survival rate was 8.7%.
The median progression-free survival was significant longer in the patients who stopped taking erlotinib more than
6 months than those less than 6 months (P=0.002). The median overall survival was significant longer in the patients
whose ECOG =<2 than those ECOG >2 (P=0.038). The most common drug-related adverse events were rash and
diarrhea. Conclusion: The retreatment of erlotinib could possibly prolong the survival time of patients who previously
treated with erlotinib and had clinical benefit.
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Tab. 1 Analysis of the characteristics and response of 46 NSCLC patients

. . ORR DCR
Patients characteristics Number PR SD PD 5 5
x P value x P value
Gender 1.843 0.175 3.808 0.051
Male 25 5 13
Female 21 8 8 5
Age/year 0.004 0.836 0.252 0.615
<70 38 11 11 16
=70 8 2 4 2
PS (ECOG) 0.190 0.663 0.410 0.522
0-2 39 12 13 14
>2 7 1 2 4
Histology 0.067 0.796 1.351 0.245
Adenocarcinoma 36 11 13 12
Non-adenocarcinoma 10 2 2 6
Smoker 0.106 0.745 0.998 0.318
No 32 10 11 11
Yes 14 3 4 7
Stage 0.004 0.836 0.009 0.768
Iy 8 2 3
v 38 11 12 15
Interval from discontinuation of erlotinib/month 4.290 0.038 5.998 0.014
<6 18 2 5 11
=6 28 11 10 7
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Fig.1 The Kaplan-Meier curve of progression free survival
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Fig.2 The Kaplan-Meier curve of overall survival
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Tab. 2 The toxicity of erlotinib as the retherapy for advanced

NSCLC
(n)
. Grade

Toxicity I I i [
Rash 9 12 2 0
Diarrhea 10 3 0 0
Anorexia 6 3 1 0
Dry skin 6 2 0 0
ALT 3 1 0 0
AST 1 1 1 0
Fatigue 2 1 1 0
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