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EGFR EF—MKXERZY): FE&R. LR, RugE. Mgk,
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EGFR (Epidermal Growth Factor Receptor, EGFR) & 52 1A B W P g 2 i 2 2 —
PLTAIMIRE, 4 EGFR L ABEE 54 51 e 4 i P9 1245 5 8 B I s OB, K415 5
MusEs Py, AT CEIERERRIA, HmymErgE. 8. S RET:
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B, DHBLERXT EGFR K A5 5 i s 1 SR ARG U AT S8 7] 25 9096 T oM I AN AR 1297 1 2 22
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o

Hazard fatio (95% CI):
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<0.001

Time of progression free suvival (months)

Number at risk
Adatinib 40 0 180 151 120 m 50 il
PeS00+CieTs 116 n 4 2 " T 3
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