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Abstract Background and Objective Erlotinib is a small molecular inhibitor of tyrosine kinase. One study has confirmed that it can prolong
the median progression-free survival time (PFS), and can improve the one-year survival rate of patients with advanced non-smail-celi lung
cancer. The aim of this trial is to evaluate the response and adverse reaction of agent erlotinib in advanced and previously treated non-small-
cell lung cancer. Methods The study was one part of the EAP (Expanded Access Programme) study. Forty-five patients with advanced non-
small-cell lung cancer, which had been treated with 1~2 regimens containing platinum previously, were treated with erlotinib from Dec
2005. Erlotinib was prescribed at a dose of 150 mg daily. Results Forty-three patients were evaluated response and all patients were evaluated
toxicity. Among these patients, CR 0 case, PR 19 cases (44.2%), RR {(CR+PR) 44.2%, and SD 13 cases as their best response, disease
control rate (DCR = CR+PR+SD) 74.4%, PD 11 cases (25.6%) . The median progression-free survival time was 4.8 months; the median
survival time was 15.0 months; the one-year survival rate was 68.8% (31/45) . The median PFS of patients with adenocarcinoma and with
non-adenocarcinoma was 7.6 months vs 2.6 months (P = 0.018) . The drug-related adverse reactions were skin rash (41 cases, 91.1%),

billirubine increased (15 cases, 33.3%), ALT increased (9 cases, 20%) and diarrhea (4 cases, 8.9%) . For patients with and without
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skin rash, the median PFS was 7.5 months vs 1.1 months (P = 0.001),

and the median survival time was 15.6 months vs 5.2 months ( P =

0.002) . Conclusion Erlotinib is effective in advanced and previously treated non-small-cell lung cancer , and it is much more effective in

adenocarcinoma and patients with skin rash. It is well tolerated , only with some minimal adverse reactions.
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Therapeutic effect
Characteristics n CR PR SD PD RR(%) P
Gender 0.920
Male 23 [ 10 9 4 43.5
Female 20 0 5 6 45
Smoking status 0.474
Smoking 23 0 9 9 5 39.1
Non-smoking 20 0 10 5 5 50
Staging 0.308
Stage I1IB 6 0 1 3 2 16.7
Stage IV 37 0 18 11 8 486
Pathological subtype 0.108%
Adenocarcinoma 35 0 18 9 7 514
Squamous cell
carcinoma 4 o 0 3 1 0
Adenosquamous
carcinoma 4 0 1 1 2 12.5
Prior regimens 0.965
1 27 0 12 10 5 444
2 16 0 7 4 5 43.7
:(:iv(:;l:,srapy status 0.338
Yes 11 0 3 5 3 273
No 32 0 16 9 7 50
Age 0.452
<70 37 0 15 13 9 40.5
=70 6 0 1 1 66.7
ECOG 1.000
1 40 0 18 12 10 45
22 3 0 1 2 0 333

*There is no significant correlation between adenocarcinoma and
non-adenocarcinoma of response rate(X?=2.578, P=0.108). CR:
complete response; PR: partial response; SD: stable disease;
PD: progressive disease; RR: response rate.
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Variables Regression coefficient  Standard error OR P

Pathological 1.155 0.448 3.174 0.01
subtype
Skin rash -1.953 0.623 0.142  0.002
R3 Cox HBIEFAEHFS BRSH

Variables Regression coefficient Standard error OR P

Gender -0.859 0.381 0423  0.024
Skin rash -2.115 0.640 0.121  0.001

F4 45 BB ERAEEERETREENE

Adverse event n I 1 m v Rate (%)
Skin rash 41 32 8 0 1 91.1
Diarrhea 4 4 0 0 0 8.9

ALT increased 9 8 1 0 0 20

AST increased 7 5 2 0 0 15.6

ALP increased 5 4 1 0 0 11.1

GGT increased 12 9 2 1 0 26.7

TBIL increased 13 9 4 0 0 28.9
IBIL increased 15 12 3 0 0 333
BUN increased 4 4 0 0 0 8.9
Cr increased 2 2 0 0 0 44
Leukopenia 1 1 0 0 0 22
Anemia 4 3 1 0 0 8.9
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