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[ Abstract] Background and objective It has been proven that epidermal growth factor receptor-tyrosine kinase
inhibitor (EGFR-TKI) significantly benefits advanced non-small cell lung cancer (NSCLC) patients harboring EGFR muta-
tions in progression-free survival time with better tolerance. This study is undertaken to analyze efficacy and tolerance of
advanced NSCLC patients harboring EGFR mutations taking EGFR-TKI as a first-line therapy. Methods Tumor samples
from 54 patients with advanced NSCLC were examined for EGFR activating mutations (deletion mutation in exon 19 and the
L858R point mutation in exon 21) by direct sequencing. The patients were first-line treated with oral administration of EGFR-
TKI until disease progression. The efficacy and adverse events were observed, and survival was followed up. Results Among
the patients, 61% (33 of 54) had EGFR exon 19 deletion, and 39% (21 of 54) had EGFR L858R point mutation. All patients
received first-line TKI therapy. The total response rate was 96%, median progression free survival (PFS) was 8.3 months and
median survival was 19.5 months. The patients with EGER exon 19 deletion had significantly longer median PFS (9 versus 7
months, P=0.002) and longer median overall survival (OS)(25 versus 16 months, P=0.001) than patients with EGFR L858R
point mutation. There is no significance in efficacy between gefitinib and erlotinib, and gefitinib is safer than erlotinib. The
most common adverse events were rash and diarrhea. Two (4%) grade 4 skin toxity effects, two (4%) grade 3 aminotransferase
level elevations, and one (1) grade 3 stomatitis were observed. Conclusion The first-line EGFR-TKI treatment in advanced

NSCLC patients harboring EGFR mutations is efficient and safe, which is more efficient in patients with EGFR exon 19 dele-
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tion than those with EGFR L858R mutation.

[ Keywords ] Lung neoplasms; Epidermal growth factor receptor; Tyrosine kinase inhibitor
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Tab 2 Characteristics comparing between gefitinib and erlotinib

BE AN FIRE e (PEAST 5 0.008F10.021 )
X AR e R s B SR T A T A b, R B
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(P=0.944) BTG5S TEARRN I, Ak
Bl BRRTIEwEe, SR ekEss (30%) |
METE 41 (15% ) 1L % e K B3 (82% ) , HEIE9
B (32%) , FHARR B3 LI RN R FA R 1] (35
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Characteristics (n=54)

Male/Female

Smoking/non-smoking

Adenocarcenoma /Non-adenocarcenoma
19 del/L858R

=1 EEEHE
Tab 1 Characteristics of all patients
Characteristics n=54
Age
Median (yr) 59.5 (30-84)
<65 (%) 32 (59%)
>65 (%) 22 (41%)
Gender
Male (%) 14 (26%)
Female (%) 40 (74%)
Tumor type
Adenocarcenoma (%) 53 (98%)
Non-characteristics (%) 1(2%)
Smoking status
Smoking (%) 10 (19%)
Non-smoking (%) 44 (81%)
EGFR mutation
Del19 (%) 33 (61%)
L858R (%) 21 (39%)
ECOG PS
0-1 (%) 37 (69%)
=2 (%) 17 (31%)
Tumor stage
b (%) 4(7%)
IV (%) 50 (93%)
ECOG: Eeastern Cooperative Oncology Group;
PS: performance status.

Gefitinib (n=26) Erlotinib (n=28) P
3/23 117 0.021
1/25 9/19 0.008
26/0 271 0.510
14/12 19/9 0.219
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Fig 1 Kaplan-Meier curves of PFS and OSI. A: PFS in all patients; B: OS in all patients; C: PFS comparing between 19 exon mutation and 21 exon
mutation; D: OS comparing between 19 exon mutation and 21 exon mutation; E: PFS comparing between gefitinib and erlotinib; F: OS comparing
between gefitinib and erlotinib. PFS: progression free survival; OS: overall survival.
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£3 TENTRRM (>3%)
Tab 3 Main side effects (>3%)

Side effects Grade (n=54)
Any grade Grade 3-4
Rash (%) 31 (57%) 2 (4%)
Diarrhoea (%) 13 (24%) 0
Appetite loss (%) 12 (22%) 0
High ALT (%) 5(9%) 2 (4%)
Nausea, vomit (%) 1(2%) 0
Paronychia (%) 2 (4%) 0
Stomatitis (%) 5 (9%) 1(2%)
Fatigue (%) 1(2%) 0
3 itig
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