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Fig.1 Flow chart of this study

A) DNA R—X D NGS TEGFR ZEMMMAICELSEMEECTFERENICHETLZOBERMNEE
% fiz B

#9 3100 I D FE/NEBARH AN A IZXTL T DNA R—ZX D NGS THEFTLI=EC A EGFR ZEE D HHH
400 FIMS 78 FBELDREERFNRDOM oIz, TND%E A) A AIZEET HMNAEEF.B) Ch
FTHAATIERESN TWELWFRDO BN AEEF. C) NAIIFELEEF. D) EEXABLTEEFIC
SFELT-, COF T, A) MDAEEEIEB) FHHONAERFESO 29 BORMEERFITE
BLTz, RIZ. INEDEED EGFR FAEFI~NDEMEETYF I ST, BELEEEFH EGFR
EEFI~O#EAT I E - (XEFMEICEAHINESIHEBELMLI,

B) IEHDRLSBIEF % RNA —4 TR & CRISPR-Cas9 4/ LR CTHEFMEL A EFIRE

BRER T —2ERYF U SEB-RAEGEFDOILAFUARETH O I-REND RNA ZHEL T, /T
RNA S —I IV RETOTND, SE . RNA D— DIV RT—RENAF AV TAI T4 BTL TRl
BEEFEBIMITAET.DNAR—ZAD NGS DR EABLUVEBRDOR S EEFOHERETI,

LEEIITL T, EGFRR ZE D H DM AMAEHRH D CRISPR-Cas9 TRASBEIEFEIERL-. B&
BIEFIIEEMICKELRIE, H6. BBIDEED 3 DOMFICL>TRISMN., CNHLETHE
BIZRTILTz, B & EEFET /LI EGFR FHEFIIZE LT EZERL. siRNA TRUEERFE/ VIS
2§ BHIETEGR BERINDRERZMENRY . N COMEECFNEFMIEDRERELZ ST
WHIEZBELMIZLT: (Fig 2).

10q sgRNA CCDC6 _ SgRNA -e- si control
1 H { ; £ -~ si RET1
E EE g 1ooig\i\ si RET2
Ulex =
-
tRET & g 50-
G G G GG G « s
<DNA CCDC6 exon1 | HSPI0 [ g
o b - o | o | -
0.0001 0.001 0.01 0.1 1 10

osimertinib [uM]
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