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Sensitivities to various epidermal growth factor receptor—
tyrosine kinase inhibitors of uncommon epidermal growth
factor receptor mutations L861Q and S768I : What is the
optimal epidermal growth factor receptor—tyrosine kinase

inhibitor?
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MR VERTRE IC B 5 LERERTFZAMH (EGFR) ZRIX. exon 19 K%k & exon 21 L858R HER
AR8% L ZHOTHEY, THUNDOERITINALZER, uncommon mutation & TS, ThHD
FNRERICOWT, £OEGFR EAFHY LICOV TR TA BRI LV, §H. $Nhi EGFRE
Eo1861Q B £ U8 S7681 12Xt L&Y% EGFR BEH % #&5F L7z

(5]

XTADY) YIEHMIETH B Ba/F3 cell line #f#H L. Retrovirus method Z VW THEEERTH 5
L858R. F h&'}’é%'cﬁ) % 1.861Q B X UF S7681 D iaHI F Mk (Ba/F3-L858R, Ba/F3-1.861Q # X UF Ba/
F3-S7681) ZA{EB L7z, %4 OMfatkicx LT, F—HA» HHEZMHMR F TO EGFR BEH (erlotinib,
afatinib, osimertinib) %M L. & &M 2 M EaE Hl B\ ¢, EGFR OMIFIZIR % Western Blot
BICTRE Lz 3720 Tho0IhREREFORERMIrk (KYSE270, KYSE450) v CRE%D
EREITVHER L7

[#2%]

B B 7 0 ) B BR IC B v T, Ba/F3-L861Q. Ba/F3-S7681 ik & ¥ 1T erlotinib 12 1% B &% 4 27K <,
afatinib (23 U Cix d B2 AR Do 720 Osimertinib 1220 Cid. Ba/F3-L861Q if Ba/F3-L858R {2\
BMEEZRL72DS, Ba/F3S7681 i+ A %R 2R % o 7ze T2, Western Blot HTid, £ 4 OMifE
#k T afatinib 12 X % EGFR YV ¥ BB{L#PRIZI R A5 b 37> o 720 Osimertinib i& Ba/F3-L861Q Zxf L Tid
Ba/F3L858R L [FfkD Y ¥ B LMHIZIR % 5D 7245, Ba/F3-S7681 1233 5 U ¥ BALIPHIRI R ITIA 0T
Holz. BEMMIEHKT D FEEOBERNZ RO, L861Q ZE & %D KYSE270 Tid, afatinib & osimertinib
TT7RIFN—VABEENTF CTH 5 cleaved-caspase3 D L FH # 5B 745, ST68I EE % B D KYSE450 Tl
afatinib TOA EF LTz, Pk, Btk TOFERIZ. Ba/F3 cell line TORKREEH L Twiz,

[(Z%£]

EGFR 1.861Q. S7681 Z R IZB1T %, erlotinib, afatinib, osimertinib D HEHIERZHDEVIE, 4D

EGFR V Y BALIHIZIR DB N EZ KL TWE b DEE X bR,
[#aw]
EGFR 1861Q 3 X U ST681 R % &3 % JE/MIFEHERMIE I L Cid. afatinib 2SR DA TH 5,
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FE/ANHBARTEIC 3T 5 ERRER 522K (EGFR) Z i, exon 19 deletion& exon 21 L858R
point mutationA385%IT< ZHHTEY, THUNDOERITTHALLE R, uncommon mutation &
INTNWE, T bDENLRERIZHT HEGFRIAZEHA] (EGFR-TKI) DA ZTMEIZ >\ i+
WOV, AL T, ENRECFRER MDLB61QIS K UST681Iz %3 B EGFR-TKI D %h8 % 524
%%é?Boﬁﬂwﬁﬁ@mmwm%&%bto

< RADBY EKATERMIIL T3 DBa/F3MMEZHER L, retrovirusZ AV TEELERCTH D
L858R, ENREETH BHL861Q0F L UST68IDIRMHIFEIME (Ba/F3-L858R, Ba/F3-1861Q B Lt
Ba/F3-S7681) Z{ER L7z, &4 DMIRERIZS LT, B—HRD 58 =4 F TOHEGFR-TKI
(erlotinib, afatinib, osimertinib) Z{FMA L. ZHIRZM: % MIEHEFEMEIRERIC T, EGFR
U UVBLIRISIRE VR Z T ay MECTIEAEL., 2. TRODOENAREREFEHOR
lﬁi?’; %wn@ﬂe (KYSE270, KYSE450) #FAWTREBDOERZITVRER L,

Ba/F3-1861Q¥ X UBa/F3-S7681I& V= A ¥ 7 vy MZ TV E{LEGFR, EGFR& % IZBa/F3-
L858R & [FIFREE DT EH 2580, L8610 L USTESIERIINA BT L LTOEREH -
LR L=, MiRBEFEMEIRBRIC BV T, Ba/F3-1861Q, Ba/F3-S76811% & % icerlotinibiz
iﬁipzﬂtﬁ>ﬁ§< . afatinibliZxt U TR b EZMENE o2, OsimertiniblZ- DV NTiX, Ba/F3-
L861Q I¥Ba/F3-L858RIZIT VIR & /R L7~ 43, Ba/F3-ST681LIX+ RSB+ ehoT, F
k\7:25V7uyb&ﬁﬁ\?&Twwm%fﬁmmmmiémmvV@mﬂﬂ%%ﬁ%
b i8M» o7z, OsimertinibidBa/F3-1861Q (25 L TikBa/F3-L858R& RIKED U v E{LINEILI R %
FOT=A, Ba/F3-STESLICXIT 5 U VERLIMBIZIRIIFR TS CTho Tz, BENAMIBEKRE F UV
o HIREFEMEIRBR B I Ny =X ¥ 7oy N CThBa/F3Hila & FEEOER 323 b -, L8610%
B & FFOKYSE270Tik, afatinibl osimertinibTF R b— ¥ AEE#EETFTH Scleaved
caspase3® LA 2RO =M, STE8IZER %+ -OKYSE450 Clafatinib TOH LR LT =, B
Ji%g;u%mﬂﬂﬁk?@ﬁ%&i\ Ba/F3HIMADFER L CORRLBEEDH I LD TH -T2,

EGFR L861Q, S768IZRIZEIi} B, erlotinib, afatinib, os1mert1n1b0)§§§mﬁiﬁzﬁ£0)ﬁ§b\
%F%fwmmj/@mﬂﬁm%wgwaﬂﬁmﬁﬁ%rbto

AWFFED L 5 72Ba/F3MIMA % AV /~in vitro studyl3EEERIZISVNTE S 72EGFR-TKLIRIR DD
—Bh & 72%, EGFR L861QiS K UNSTOSIE R 2 AT 5 FE/ MBI IZ % LTI, afatinibdSEk
LEMTHHEEZEZDND,

AL, ENLBETFER TH HECFR L861Q. ST68IIZ%F L TEGFR-TKIT# Bafatinibdd
ﬁ})ﬁfﬁ)éTﬂbf ZHwmCIbDThHD, TNET, TERFGFREGFERETH Bexon 19,
deletioniSJ:(ﬁLSSSR I3 BEGFR-TKI OFZIENRBME SN TELR, ThERERTFERETH
SEGFR 1861Q, S768IITxt3 % A Z2EGFR-TKI {XBA L MC & Ty, IREFKIL. EGFRERR
TEEBHIREL L CCFREEFERERBT D RO A MK % BV T & FEECFR-
TKI {Z%9"%EGFR 1L861Q, ST68IMRZMEICENRD ONBZ LB LM Lin, KRBT,
EGFREARZ T BIT%4 HEGFR-TKI o)ﬁ%ﬁ%%h%h@ﬁ!x%z&%kﬂmﬂﬁ%mIn'ctlﬁia
Bl ENRBETFERTH BECGFR L861Q, ST68IREMEIE/ MBI IZ X4 DafatinibD A
SRR LI MAIMEO BV SCTH B,
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REFEROELZAEMICITHT 2 BRMEERIT. FR29F12H 180 OFH#5M HEGRRE
TEMINT, FT, KFEZITICE-H R, BROBAPLORMEERTI-D0K
ERER SN, in vitroDERBER L ZOEZERRER SN, TRIEHLT, BlEETHIR
BpEEE, P)IER, TETHAIRAERPV 2 0RBAZE L-, BEHEMA LI, in vitro
EBRTODafatinibDEHR L EH X 7 ETHBECFR~DHEE IR L DG, TN BETFE
BTHHL861QE L UST68IIZ% T DafatinibD KA ERMEIZ DWW TOEBROFE, =
Fa—F—UIalb—a KB ERITICI Y., Z2RLEBRFERIZN 5 4ECFR-TKI
DEPEDENERITRED, REDEEB R ENT, TNEIRNSI1X., 8% FIET B EGFR
BEFEROPFMNHL861QK L UST68IICEH L-HA, afatinib& { U < 8 #{LEGFR-TKI
TdhHdacomitinibd DERIZOWTOERIN R ENT, Fiz. FHICDEGFR-TKI DEERIZE
iTBR—RFA4 VORFEFEZOWTOEREZZIT -, MEMSIE, EEFEELBIQB LT
ST6BIEG AT D KRN E RS, EGFRD D MIMMNIZEEZE S N A BB R Y 7 N RERE
WOWTOBMBR I, TLHDOERICH LT, RERIIEEHARAERERCERICHE
SNTEHENE, BFOMREZS A LR ORRISE Lz, £77, mXAENDL, Ehip
EGggfgﬁg%’%Tﬁ: 5186103 L UNST681 % H ¥ 5/ MAKIIEIC iXafatinibB A THDH Z &
7)§ -E-ll}‘ 7‘:0

o T, & BIEERAZED L, BHENZMNBAIPENCRBROMERETHD T
L. BRI SED UWHSEEHEOMNR E MELZ R LRRICEL S 2mi L., &
HRBREABEHE LT,
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