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Comparison of Gefitinib and Erlotinib for Patients with Advanced
Non-Small-Cell Lung Cancer

Jin Hwa Lee, M D,, Kyoung Eun Lee, MD,, Yon Ju Ryu, M.D,, Eun Mi Chun, M D,, Jung Hyun Chang, M.D,

Department of Internal Medicine, Fwha Womans University School of Medicine, Seoul, Korea

Background: The epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs), became an attractive
therapeutic option for advanced non-small-cell lung cancer (NSCLC). Several studies suggested that there might
be some different efficacy or response predictors between gefitinib and erlotinib. We compared the efficacy and
toxicity of gefitinib and erlotinib in Korean patients with advanced NSCLC and evaluated specific predictors of
response for both gefitinib and erlotinib.

Methods: We collected the clinical information on patients with advanced NSCLC, who were treated with gefitinib
or erlotinib at the Ewha Womans University Hospital, between July 2003 and February 2009. Median survival times
were calculated using the Kaplan-Meier method.

Results: Eighty-six patients (52 gefitinib vs. 34 erlotinib) were enrolled. Patient median age was 64 years; 53 (62%)
subjects were male, Out of the 86 patients treated, 83 received response evaluation, Of the 83 patients, 35 achieved
a response and 12 experienced stable disease while 36 experienced progressive disease, resulting in a response
rate of 42% and a disease control rate of 57%. After a median follow-up of 502 days, the median progression-free
and overall survival time was 129 and 259 days, respectively, Comparing patients by treatment (gefitinib vs
erlotinib), there were no significant differences in the overall response rate (44% vs. 39%, p=0.678), median survival
time (301 days vs. 202 days, p=0.151), or time to progression (136 days vs. 92 days, p=0.672). Both EGFR-TKIs
showed similar toxicity. In a multivariate analysis using Cox regression model, adenocarcinoma was an independent
predictor of survival (p=0.006; hazard ratio [HR], 0.487; 95% confidence interval [CI], 0.292-0.811). Analyses of
subgroups did not show any difference in response predictors between gefitinib and erlotinib.

Conclusion: Comparing gefitinib to erlotinib, there were no differences in the response rate, overall survival,
progression-free survival, or toxicity. No specific predictor of response to each EGFR-TKI was identified.
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Table 1, Baseline characteristics of the patients

(3300)IM EIHOlE Hed ¢ bl Ateol7} giict

O3 ) 60 3 7 el oA Rl § e
H Qo] HlEslA] kgrow 3 o) 7kE AT Ao 2
Foks FHste] WP Brbsstalt Wt
7FsAR #2837 & 1750] s, 3iro] R,
1270] ekgA] H3l 36Ho] XIsA] Fslo g Wl gL
420, AW ZFAEL 57%T}. Gefitiniba} erlotinib
/\]—o]oﬂ t”’o = ]'017} H)\}\)\E]'(Tdble 2).

OPg #xle] 4 FAAATRS 50292, WiHol] 2

Variables All (n=86) Gefitinib (n=52) Erlotinib (n=34) p-value
Age (years) 64 (40~87) 63 (40~87) 64 (40~86) NS
Male (%) 3 (62%) 4 (65%) 9 (56%) NS
Smoking (%) NS
Never-smoker 8 (44%) 1 (41%) 7 (55%)
Current or former smoker 4 (51%) 0 (59%) 4 (45%)
Histology (%) NS
Adenocarcinoma 44 (51%) 25 (48%) 19 (56%)
Squamous-cell carcinoma 28 (33%) 15 (29%) 13 (38%)
Others 4 (16%) 2 (23%) 2 (6%)
Stage (%) NS
lllo 33 (38%) 0 (38%) 13 (38%)
\Y 53 (62%) 2 (62%) 21 (62%)
Chemotherapy (%) 0.030
1st line 14 (16%) 10 (19%) 4 (12%)
2nd line 17 (20%) 8 (16%) 9 (26%)
3rd line 51 (59%) 34 (65%) 17 (50%)
4th line 4 (5%) 0 (0%) 4 (12%)
Data are median (range) or number (frequency).
NS: not significant,
*Eighty-two patients are available for smoking history.
Table 2, Response to gefitinib and erlotinib according to RECIST*
Variables Al (n=83) Gefitinib (n=50) Erlotinib (n=33) p-value
Response NS
Complete response 1 (1%) 1 (2%) 0 (0%)
Partial response 34 (41%) 21 (42%) 13 (42%)
Stable disease 12 (15%) 6 (12%) 6 (19%)
Progressive disease 36 (43%) 22 (44%) 14 (39%)
Overall response rate 35 (42%) 22 (44%) 13 (39%) NS
Disease control rate 47 (57%) 28 (56%) 19 (58%) NS

Data are number (frequency).

RECIST: response evaluation criteria in solid tumor; NS: not significant,
*Data came from 83 subjects who received objective response evaluation, Out of 86 patients, number of follow-up loss was two,
and one discontinued the medication because of marked elevation of liver enzyme,
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Figure 1, Survival outcomes based on gefitinib and erlotinib received, Tick marks indicate censored data: (A) overall
survival and (B) progression-free survival,

Table 3, Adverse reactions reported with gefitinib and erlotinib

Adverse reactions All (n=86) Gefitinib (n=52) Erlotinib (n=34) p-value

Anorexia 13 (15%) 9 (18%) 4 (12%) NS

Rash 43 (560%) 23 (44%) 20 (59%) NS
Grade 1 9 (11%) 6 (12%) 3 (9%) NS
Grade 2 23 (27%) 14 (28%) 9 (27%)

Grade 3 11 (13%) 3 (6%) 8 (24%)

Diarrhea 15 (18%) 10 (20%) 5 (15%) NS
Grade 1 7 (8%) 4 (8%) 3 (9%) NS
Grade 2 7 (8%) 5 (10%) 1 (3%)

Grade 3 1 (1%) 1 (2%) 1 (3%)

Cardiovascular effect 2 (2%) 2 (4%) 0 (0%) NS

Interstitial pneumonia 1 (1%) 0 (0%) 1 (3%) NS
Death 1 (1%) 0 (0%) 1 (3%) NS

Thrombocytopenia 1 (1%) 1 (2%) 0 (0%) NS

Elevated liver enzymes 17 (20%) 12 (24%) 5 (15%) NS

Ocular toxic effect 0 (0%) 0 (0%) 0 (0%) NS

Data are number (frequency).
NS: not significant,
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Figure 2, Survival outcomes based on adenocarcinoma
and non-adenocarcinoma,
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