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Abstract Objective: To verify the efficacy of TKI retreatment after the failure of initial TKI therapy, and to explore possible clinical
factors ( initial TKI therapy, interval of TKIs ) associated with the response to TKI retreatment. Methods: Data of Fourty advanced NSCLC
patients retreated with EGFR - TKI after the failure of prior TKI therapy during a period from Mar 2003 to Mar 2012 were collected. The
association of their clinical characteristics with median progression - free survival time ( PFS ) of TKI retreatment was retrospectively
analysed. Results: Of the 40 patients, the median overall survival ( OS ) from the beginning of the initial TKI therapy was 29 months ( 95 %
CI: 21.67 - 36.33 ), the median OS and PFS from the beginning of 2nd TKI therapy were 13 months ( 95 % CI: 8.65 - 17.35 ) and 2 months
(range, 1 to 20 months ), respectively. The disease control rate ( DCR ) of 2nd TKI treatment was 50 %. There was no significant difference
in median PFS of 2nd TKI therapy between the interval of TKIs treatment longer than 1 months, 2 months, 3 months group and the interval
not longer than 1 months, 2 months, 3 months group ( P > 0.05 ). The patients who didn't receive chemotherapy in interval between initial
TKIs treatment and TKIs retreatment seemed to have longer median PFS of TKI retreatment, the difference was not statistically significant
(4mvs1mP=0.650). Conclusion: The retreatment of EGFR - TKI should be considered effective in patients who previously achieved
disease control with TKI, even followed by a failure of initial TKI. The median PFS of TKI retreatment is not related to the time or che-
motherapy between TKIs' initial treatment and retreatment.
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Table 1

(% )

Response to initial and retreatment EGFR-TKI

g W4 TKI PR TKI
PR 28 (70) 1(2.5)
SD 11(27.5) 19 (47.5)
PD 1(2.5) 20 (50)
DCR (97.5) (50)

EGFR-TKI: 32 Bz /1 152 VR 1 SRR R 770 5 PR < 3509028 5
SD:F&5E s PD : s DCR : i il R
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T X (P=0.552) . ¥14H TKIIGYY PFS=6 1 H 24
TR TKI B H AL PFS R 24 H K FRIRIGYT PFS<6
MHAB IR, Z5 5T E L (P=0.633) . V]
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B ) AL PFS i 44 H BRI IR YT AE — By T 4
K EER TSR LA H vs. 2 H,P=0.576,
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Table 2 Relationship of therapy characteristics with PFS of EGFR-TKIs

retreatment

i %(%)  FRTKIMHARPES() P
WA TKLIAS P73k
PR 28(70) 1
0.552
SD 11(27.5) 3
PFS #1146 TKIHAST
<61 A 5(12.5) 1
0.633
=61 H 35(87.5) 2
IR TKIAYFHZG AL
—& 7(175) 4
0.576
TERRULL 33(82.5) 2
IR TKIIRYT IR ()
<3 21(52.5) 3
0.37
>3 19(47.5) 1
<2 13(32.5) 2
0.365
>2 27(67.5) 2
<1 2(5) 2
0.907
>1 38(95) 1
PR TKLRY 7 I ey 7
i 34(85) 1
0.65
T 6(15) 4
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PINALS 24~ H VU4 PR TKLIEYE 18 HR A2 PES A1 24
(21 H vs. 240 H,P=0.365,7%2).
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A H L BIRPETRIRIE 97.5% , F T0%1) SR E 1R TKTIA
7 BT RGE PR, 4L PR TKIIA 7 B A 5 05 42 il =
AT5 0T 35 50% , 5 [ P9 AMIF 5 48 AR , (0P IR B 7 A%
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