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Clinical Response to Gefitinib Retreatment of Lung Adenocarcinoma Patients Who

Benefited from An Initial Gefitinib Therapy: A Retrospective Analysis
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[ Abstract ] Background and objective Gefitinib is an epidermal growth factor receptor-tyrosine kinase inhibitor
(EGFR-TKI) that has been widely used for the treatment of non-small cell lung cancer (NSCLC). It is most effective in wom-
en, as well as in patients who have never smoked, have pulmonary adenocarcinomas, or are of Asian origin. Several treatment
options are available for NSCLC patients who responded to initial gefitinib therapy but demonstrated tumor progression, of
which gefitinib readministration is the chosen therapeutic option. The present study aims to evaluate the efficacy and toxicity
of gefitinib readministration. Methods The clinical data of 18 patients with NSCLC who had shown partial response (PR) or
achieved a stable disease (SD) status after gefitinib administration and were retreated with gefitinib due to failure of the initial
therapy were reviewed and retrospectively analyzed. Results Of the 18 patients studied, 1 (6%) showed partial remission
(PR), 11 (61%) achieved SD, and 6 (33%) experienced disease progression. The disease control rate was 67%, and the median
progression-free survival was 5.16 months (range, 1 to 24.8 months). The median overall survival from the start of the gefitinib
therapy was 39.4 months (range, 15.38 to 52.44 months). Moreover, the median overall survival from the beginning of the 2nd
therapy was 12.41 months (range, 3.98 to 38.24 months). Mild toxicity was observed with the 2™ gefitinib therapy. Conclu-
sion The results of the present study indicate that patients with NSCLC may still be expected to achieve prolonged survival
through gefitinib readministration if they initially responded to gefitinib and underwent various subsequent treatments.

[ Key words ] Lung neoplasms; Iressa; Readministration of iressa
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Tab 1 Basic characteristics of all patients

n %
Total 18
Gender
Male 7 38.9
Female 1 61.1
Age (yr)
Median 50.5
Range 37-64
Smoking history
Never 14 77.8
Ex-smoker 1 5.6
Current 2 11.2
Unknown 1 5.6
Histological type
Adenocarcinoma 18 100
EGFR mutation
Exon-19 1 5.6
L858R 0 0
Unknown 17 94.4

EGFR: epidermal growth factor receptor.
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Tab 2 The clinical course of all the patients

PFS-2"TKls ~ OS-2"TKls

Response

KPS

Histological type  EGFRmutation  PFS-15TKls Interval of TKIs The chemotherapy

Smoking history

Gender

Age (yr)

(month)

(month)

of the interval

(month)
10.00
21.26

22.21

23.03
22.00

26.71

61
3.25
8.00
1.00
8.02
1.00

Till now
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SD
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Female
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17
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Pem
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Adeno Exon-19

Never

Female

Adeno: adenocarcinoma; PR: partial response; SD: stable disease; PD: progressive disease.
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Tab Summary of prior therapy

n %
No. of chemotherapy regimens before gefitinib
0 2 11.1%
1 n 61.1%
2 5 27.8%
Best response to gefitinib
PR 12 66.7%
SD 6 33.3%
Interval from discontinuation of gefitinib to 2" EGFR-TKIs
Median (95%Cl) (month) 5.86 (5.42-12.36)
PFS-1TKI
Median (95%Cl) (month) 12.22(10.93-18.81)
PFS-2"TKI
Median (95%(Cl) (month) 5.16 (4.44-11.27)
PP 2511 11
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