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Ankyrin Repeat Domain 1 Overexpression is Associated with Common

Resistance to Afatinib and Osimertinib in EGFR-mutant Lung Cancer
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EGFR (epidermal growth factor receptor) &{n 2513, FE/IMlAaTE DK 40-50%IZ 78D
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EGFR =28 B PE e itk PC-9, HCC827 Z M\ T, AT v /U A RKIZT, %
23R EGFR-TKIS (7 7 7 F =7, AL ANF=7) 1ZxtT 5 4 FHEDIMERK(PC-9-
AR, PC-9-OR, HCCB827-AR, HCCB827-OR)#% 37 L 7=, Jukk & iittEREZ HW T, ¢cDNA 7
LA & BMERRAEIS FRBURIT. ~A 27 0 RNA 7 LA fifHTE L OV o/ B3 B iR AT
EIZT, %2 - 3R EGFR-TKIs iK1 DREZ1T > 7=, MHPERF-12% LT, invitro (2
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PC-9-AR, PC-9-OR, HCC827-AR, HCC827-OR %, Wittfts —7r ¥ —% 7= fifsric
T2 WRZAEF (TT90M, C797S) XD 2o 7278, HIFRIEHEEDS b A7 [ 3EdL L (epithelial-
mesenchymal transition: EMT) OEREZ R L7, 4 FEEDOMMEKRIZ, vVoXZ T my I\ﬁé’?
HrizBiF % E-cadherin J8HUK T & vimentin/ZEB1 &8 535 K OV~ + 7 2 RNA fi# 412
% EMT #7ifi [K - miR-200 family J8BUK N 238, EMT 23tPEIZ 6@ L TG L Tnd =
LEROT, BT, AFEOMMERIZ, V=X Z Ty METIZT, 7R F—T X
BHHER 1 BCL2 38l EH #5088, 7HR h—vAEHMETH -7,

CDNA 7 LA T Tl 4 FEEOMMERRIC T ZEBL Tt IZALE 45 Ankyrin Repeat
Domain 1 (ANKRDY) i#REFEELAGRD, Uz AX 7 my M, E&F) RT-PCR IZHBWT
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