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[ Abstract ] Background and objective The epidermal growth factor receptor tyrosine kinase inhibitor (EGFR-
TKI) shows favorable antitumor activity against chemorefractory non-small cell lung cancer (NSCLC). However, patients with
advanced NSCLC have limited treatment options available if they are refractory to EGFR-TKI. To study the influence of the
retreatment EGFR-TKI after failure of first-line TKI, we carried out this retrospective study. Methods Total 71 patients were
analyzed who experienced treatment failure from their initial use of EGFR-TKI. After a period of time, they were retreated
with TKI as tumor progression was observed. Results Of the 71 patients who received retreatment TKI, it was observed in
7% in partial response (PR), 36.6% in stable disease (SD), $6.3% in progressive disease (PD). Disease control rate (DCR) was
43.7%. Twenty-six (36.6%) patients were well controlled by retreatment with TKI monotherapy for not less than 3 months.
Five (7.0%) patients had partial response. Exon 21 mutation, PFS not less than 6 months during initial treatment TKI, and the
interval not less than 3 months between initial treatment, and retreatment with TKI was associated with a good progression
free survival based on univariate COX analysis (P=0.034; P=0.013; P=0.046). Conclusion It has been shown the possibility
that retreatment with TKI might be useful when (1) Exon 21 has active mutation, (2) initial treatment shows a favorable PFS (>
6 months), and (3) there has been a period of time (>3 months) following the termination of the initial TKI treatment.
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36.6%, faiE ( stable disease, SD ) "540.8%, Wit/
( progressive disease, PD ) 4j22.5%, TR (dis-
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F139.3%, TSt 2ER (P=0.286) . YR TKIE FEF
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= 1 FARPNRIBEFHE
Tab 1 Characteristics of patients included in this study

Characteristic n %
Gender
Female 45 63.4
Male 26 36.6
Age (year)
Median 61
Range 32-80
Histology
Squamous cell carcinoma 2 2.8
Adenocarcinoma 68 95.8
Large cell carcinoma 1 1.4

Smoking history

Smoker 24 33.8

Never 47 66.2
EGFR mutation

Exon 19 27 38.0

Exon 21 13 18.3

Exon 19 and Exon 21 5 7.0

Not available 9 12.7
KRAS mutation

) 4 5.6

() 28 39.4

Not available 39 54.9
Total enrolled 71

R 3 ¥R R ATKIET 3 SEGFRREMI KX R

Tab 3 Relationship between initial treatment of TKI and EGFR mutation

(115]) H165.8% (250) , Wi HLEA Geitai 225
( P=0.006) .

2.4 PRI FHTKIBPES A4 i PFS K24~ ], Hrh
PES>34 H [ 52601 (36.6% ) . etk Rk
R WA . EGFRZEAS ] KRASTASHRIL . LI K WIia
I TRIAYST 28 % Ze i), PO TRIAY ], [ F 3
0 AT SR R R XTPES 52, FRATAI, EZHER
Grpreh, FRSIUIYICRE X il R CoX A 43 B
KB, EGFR2USMETRAE | WA TRIZE W61 |
PR TR 0123 B (85 BAT K AYPES (1)
P43 5140.034 . 0.013710.046.,

3 itig

EGFR-TKIA 7 R IWA #YJa St r b 7% 2 H A Ay £
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% 2 VAR R ATKIFT AL
Tab 2 Response to initial and retreatment EGFR-TKI

Response Initial [n (%)] Retreatment [n (%)]
PR 26 (36.6) 5(7.0)

SD 29 (40.8) 26 (36.6)

PD 16 (22.5) 40 (56.3)

DCR (77.4) (43.7)

EGFR-TKI: epidermal growth factor receptor tyrosine kinase
inhibitor; PR: partial resonse; SD: stable disease; PD: progressive
disease; DCR: disease control rate.

Response EGFR mutation (+) [n (%)] EGFR mutation (-) [n (%)]
PR 19 (54.3) 6(22.2)

SD 11 (31.4) 12 (44.4)

PD 5(14.3) 9(33.3)

DCR (85.7) (66.6)

% 4 BRMATKIF TS SEGFRREMXF
Tab 4 Relationship between retreatment of TKI and EGFR mutation

Response EGFR mutation (+) [n (%)] EGFR mutation (-) [n (%)]
PR 2(5.7) 3(11.)

SD 16 (45.7) 12 (44.4)

PD 17 (48.6) 12 (44.4)

DCR (51.4) (55.5)
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1 EGFR21SMNEFRET (A) « MARTKIEMRE =641 (B) REXTKIERE>31A (O MEXEATKIHFNG
Fig 1 Influence of Exon 21 mutation (A), progression free survival not less than 6 months (B), the period of time (not less than 3 months) following

the termination of the initial TKI treatment (C) to retreatment TKI
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