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Clinical characteristics of osimertinib responder in Non-Small cell lung cancer patients with EGFR-T790M

mutation.
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EGFR PH#%E (tyrosine kinase inhibitor: TKI) % EGFR J&{5FZ5 BEEVEN 23 A BEIZ BV THE)
RIRHE L LTHENL L TV AR, —EDIREMHZR T, XX T TOEBEF I LTz k7.
EGFR-TKI DM A%RE & LC, EGFR H&IZ L AHMHEZ{L (EGFR-exon20 T790M ZEH), /31 /XA
T F RS LTzttt (Met BARFHE0E, HGF F8EL, AXL %3, IGFIR %3, HER2 B IR/ L),
oM (R MRS, NI B b7 &) i S, EGFR-TKI iitMEESES 2 - W= iF 2 T & o
HELHLDICENTE TS, T, EGFR-exon20 OFRALIZ HELI 2D TTIOM it 28 5 | 3 45 i
PEREB OKES TR 50, 5 3 R EGFR-TKI TH DAL ANF =T NZDTLARIEE L TR LT-.
FEIFHFRER T EGFR-T790M 185128 BBGMEFE/ NI 23 A lSxt L CTH T ANVTF =70E, ENETD
ERBR CTH LT T F A FRRIE LB L CTABICTRA2RESEZ. ZoRREZ2E - T,
EGFR-TKT Mi:4% @ EGFR-T7T9OM & {128 F Bt I/ NIRRT 23 AU l2x L TA Y AV F = TIIAR % 1%
COAETERBIN TS, ZiLE T EGFR-TKI 15#1%  EGFR-TI0M A5 128 BEGMEIE NIRRT 23
MZF L TA Y ANTF =T OFICEET D31 A~ —H —O@E LD, HEEH MR LR %
FHRIRREHZ & 0 #)Ia] EGFR-TKT D e AEA= 7 i (progression—free survival: PFS) 234 AL
F=TOMRETRR T THDHZ E xR L.

[EIN 5 7% C EGFR-TKI [fif4:4% @ EGFR-T7T90M iEAm 128 BEGEFE/ ISR AR AT 23 AU SE il 2 1% 5 (RIS HR
Ff L7z, #al EGFR-TKI @ PFS 25 8 » H LA EDOJEFIE 8 73 H A DIER] & bl L CTHEICA T AL
F =T D PFS DIER #3B 7= (p = 0.021). Fiz, ZEEMHTIZ THIE EGFR-TKI @ PFS |37 L 7=
T ANF =T OMETFRIRFThHo7- (p = 0.026). S HITA T ANF =T ENEIIERDEE &
L CAYANF =T DPFS #HEICIER LT (p 0.009). ZH 562XV ECFR Eix 124 F5
PEFE NI 23 A C B IERI Z & 12 EGFR-TKI DVBFNFEN IR DA, TAUTIEF] Z & I EEN A
—E (Heterogeneity) (2 XV EGFR & 7 F IV ~DEIEEITIEWNRH D, FOFE L L CHIEES R
REEMEIENRNEEND Z E PRI N,

PLERAGRCOEE TH D0, EGFR-TKI it > EGFR-TTIOM Az 128 FLEGMEFE/ N i 23 A2
BUWTHIE] EGFR-TKI @ PFS NA ¥ ANF =7 OIRTRIE I8 59D Z L E#H BN LIZAT
% FIED & DT LB 5.
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