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[ Abstract | Background and purpose: New treatment methods should be explored for non-small cell lung
cancer (NSCLC) patients with acquired resistance to epidermal growth factor receptor-tyrosine kinase inhibitor
(EGFR-TKI). This study compared the curative effect of pemetrexed with gefitinib or pemetrexed alone in advanced
NSCLC with acquired resistance to EGFR-TKI. Methods: This study included 62 NSCLC patients with advanced
EGFR gene mutation and acquired resistance to EGFR-TKI. Among those, 32 patients were treated with pemetrexed
and gefitinib, and 30 patients treated with gefitinib alone. The differences in outcomes between the two strategies were
assessed. Results: Objective response rate (ORR) was 46.9% for those treated with pemetrexed and gefitinib and 20%
for those treated with pemetrexed alone(y’=4.933, P<0.05). There was no significant differences between the two groups
on disease control rate (DCR) (P>0.05). The median progression-free survival (PFS) was 8.0 months on pemetrexed
and gefitinib group and 6.3 months on pemetrexed alone (x’=8.063, P<0.05). There was no significant differences
between the two groups on overall survival (OS) (P>0.05). Higher occurrence of leukocytopenia and rash was observed
in the pemetrexed and gefitinib group than in the pemetrexed group (P<0.05). There was no significant differences be-
tween the two groups on grade 3-4 toxicities (P>0.05). Conclusion: This study was to demonstrate that continuation of

EGFR-TKI with pemetrexed in patients with acquired resistance improves outcomes compared with pemetrexed alone.
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An improved response rate and PFS were observed in this study. A larger prospective clinical trial is needed to further

evaluate this promising strategy.
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rosine kinase inhibitor
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Tab.1 Patient demographics and clinical characteristics of two

groups
Characteristics ggg{?rfitl;e();i%;) ;;gg;eaej;g) P value
Gender 0.732
Male 20 20
Female 12 10
Age/year 0.309
Median 58 54.5
Range 39-70 42-65
Smoking status 0.659
Ever 8 9
Never 24 21
Stage 0.472
111 10 12
v 22 18
Previous EGFR-TKI 0.323
Gefitinib 23 18
Erlotinib 9 12
ECOG PS 0.213
0-1 22 16
2 10 14
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Tab.2 The comparison of the recent curative effect of two

groups

Variable Pemetrexed+gefitinib (n=32) Pemetrexed alone (n=30)

CR 0 0
PR 15 6
SD 12 18
PD 5 6
ORR 15(46.9%) 6(20.0%)
DCR 27(84.4%) 13(80.0%)
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Fig.1 The comparison of PFS of two groups
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Fig.2 The comparison of OS of two groups
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Tab.3 The comparison of the adverse reaction of two groups

[n(%) ]

Pemetrexed+gefitinib (n=32)

Pemetrexed alone (n=30)

Adverse reaction

Grade -1 Grade [lI-IV Grade [ -11 Grade lI-1V
Leukopenia 16(50.0) 7(21.9) 10(33.3) 4(13.3)
Thrombocytopenia 8(25.0) 2(6.3) 6(20.0) 2(6.7)
Rash or acne 6(18.8) 0(0) 1(3.3) 0(0)
Diarrhea 7(21.9) 0(0) 2(6.7) 0(0)
Nausea or vomiting 22(68.8) 5(15.6) 20(66.7) 3(10.0)
Aminotransferases increase 6(18.8) 0(0) 3(10.0) 0(0)
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