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[ Abstract ] Background and objective Erlotinib is a epidermal growth factor receptor-tyrosine kinase inhibitor
(EGFR-TKI). The standard dose is 150 mg/d. But some patients have to reduce the dose or stop treatment due to its side ef-
fects. The aim of this study is to evaluate the efficacy and safety of erlotinib 100 mg on patients with advanced adenocarcinoma
lung cancer previously failed to chemotherapy. Methods Forty adenocacinoma patients with histologically confirmed diagno-
sis were enrolled to be given erlotinib 100 mg/d until disease progression or occurrence of intolerable toxicity. Relationships
between therapeutic effects of erlotinib, progression-free survival, side effects and the clinical characters were analyzed. Re-
sults Among 40 patients, 11 got partial response, 14 had a stable disease and 15 had a progressive disease. The total response
rate was 27.5%, and the disease control rate was 62.5%. The median progression-free survival was 5.5 months. Fifteen patients
were positive for EGFR mutation according to the result of peripheral blood test. The response rate and disease control rate in
15 EGFR-mutation-positive patients were 33.3% and 73.3%, respectively, and the PFS was 8.4 months for 15 patients. The pa-
tients with ECOG 0-1 had a significant better PES than those with ECOG 2 (6.1 vs 3.1 months) (P=0.043). The most frequent
toxicities of erlotinib were rash and diarrhea which were easily controlled. Conclusion Erlotinib 100 mg is effective and safe
in treatment of patients with advanced adenocarcinoma, especially for non-smoking patients, patients with good performance

status and EGFR-mutation-positive patients.
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Tab 1 The efficacy of patients with treatment of erlotinib 100 mg in advanced adenocarcinoma

Varial/Category Entire sample (n=40) RR (%) DCR (%) PFS (month) P
Age (year) 0.660
>60 18 27.78 (5/18) 55.56 (10/18) 6.2
<60 22 27.27 (6/22) 68.18 (15/22) 5.2
Gender 0.204
Male 1 27.27 (3/11) 54.55 (6/11) 24
Female 29 27.59 (8/29) 65.52(19/29) 73
EGFR mutation 0.058
Positive 15 33.33(5/15) 73.33(11/15) 8.4
Negative 25 20.00 (5/25) 52.00 (13/25) 5.2
19 positive 3 100.00 (3/3) 100.00 (3/3) 8.4
21 positive 13 23.08 (3/13) 69.23 (9/13) 10.3
PS score 0.043
0-1 31 32.25(10/31) 70.97 (22/31) 6.2
2 7 14.29 (1/7) 42.86 (3/7) 3.1
Rash 0.050
Grade 1 21 23.80 (5/21) 5714 (12/21) 5.8
Grade 2 13 46.15 (6/13) 100.00 (13/13) 6.5
RR: response rate; DCR: diease control rate; PFS: progression-free survival.
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