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Author (reference)

No. of patients Response to prior gefitinib

PR (%)

D (%)

PD(%)

Response to erlotinib

PR (%)

SD(%) PD(%)

Choetal.[4]
Vasile et al. [6]
Leeetal.[7]
Simetal. 8]
Wongetal. 9]
Costaetal.[10]
Gridelli et al. [ 11]
Viswanathan etal. |12
Changetal.[13]
Waltheret al. [ 14]
Garfield [15]

Total

Disease control rate

6(286%)
4(500%)
15(652%)
0(563%)

11(846%)

4(19.0%)
4(500%)
2(8.7%)
2(12.5%)
0% (64.3%)
2(111%)
3(100%)
4 (80.0%)

00
nm

11(524%)

6(261)
5(312%)
5357
0(00%)

1(20.0%)

1(100%)
1(100%)

30(283%)

2(95%)
2(50%)
1(43%)
1(63%)
1(55%)
1(3332)
1(100%)
1(100%)
1(100%)

11(99%)

4(190%) 15(715%)
3(375%) 3(375%)
1(43%) 21(914)
3(187%) 12(75.0%)

5 (357%) 9(64.3%)
2(154%) 10(769%)
2(667%) -

5(100%)

Lung Cancer 68 (2010) 99—104



SRR AMURERIEEE RHITTR
—— EGFRERT R &

Author (reference) EGFR mutation (+) EGFR mutation (-)

No. of patients R(%) SD(%) No. of patients PR (%)

Choetal. [4]
Simetal. [8]
Wongetal. 9]
Costaetal.[10]
Chang etal. [13]

Total - 2[32(63%)  10/32(313%)  20/32(62.5%) 2/23(8.7%)

Disease control rate 315%

Lung Cancer 68 (2010) 99—104
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