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EGFR « ALK+ ROS1 72 E1RFEIEN) L 72 D in 3w O A & T OENED
BIRIC LV . Wi AOIREEE XM ELZ, —FH, kit —2r 2=
AL THRAT N IA VDD L9172 0, BEROBB - RE 2T, BR
HERDAHARER LR (variants of unknown significance: VUS) & %%k
FIEIND L0, Zb VUS OREREfENT 2SR D H TV 5,

LUX-Lung 8 7% (Soria ©. Lancet Oncol 2015) (%, M B/IVEi D ik
FNRNIEBEEZEZXSRE L, EGFR F1r % —EHEAl (EGFR-TKI) ThHD
afatinib & erlotinib % i L7258 I #HRABR CH 5, D _KEHT (Goss &,
JAMA Oncol 2018) 23T, 10 fE¥ED HERZ i&fs 1D VUS(Q57R.G152A,
S250C, E265K. E395K, P489L. R683L. G815R. R929W. P1037L) & 13
Fi¥H D HER4 #x1 @ VUS (R2201, G668V, V673F, T731M, D767V, 1815N,
E890Q. D931Y., V952F, 1959T. E1011*, G1096I, 11226V) A3 #i &1,
B OREFET afatinib 8 H TH A AIEEMENRE I NZ, LorL, ZhbHd)
VUS O ASCIANEASZ MEILRHME S TR 53, ARMFZEICHB W THEREMAT 2
1IToZ L& LT,

23 fi¥H > HER2| HER4 i&fx+® VUS % IL-3 {KFEMHIkCTH D, ~ 7 A
pro-B flifatk (Ba/F3 fifu) 12V b A LV ZAZHWTEAL, b0 VUS
A9 % invitro EF LV EER LTZ, 26D HER2| HER4 &5 VUS @
NEGRMEZ . IL-3 BRE T COMIHRELZREET 5 2 & TRl L7z, HERZ Bir+
2B L Tlx. E395K. G815R. R929W M CEIEIFIMENH D = & DR S
7203, HER4 B IZBAL Tk, X T THIGFEMEEZRO -7, EERME
NHAHZ LRI N HER2E R TS V2%t LT, afatinib & erlotinib #3;
toffi # O EGFR-TKI D %)) 5 2 MR tE FEBH E F2 5k TR L, T~ TOZE RT3 L.,
erlotinib X ¥ % afatinib A% TH D Z & iR L7-, EGFR-TKI B F TP
HER2 V »f#{b L ~=/L % Western Blotting Talfli L. FfLEEFEELE L~L & —
T 5 L aMER LT,

PLEX Y, LUX-Lung 8 #BRD “WRENT CRIE SNz HER2 BRDH 5|
E395K, G815R, R929W ZH |IFEHFMEAZ A L, b D HER2 ZHEITx L
Tlx. afatinib 75 erlotinib KV H BRI TH D Z L r Sz, i LN A
B WTIEERAZE T 5 HER2ERIIMTH DL, T HITx LT afatinib
NHEHTHDZ ERENT,
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Ji2S ANCERD BN D BInFEE # 8 &+ 50 FIEMEIZBWT, EGFR Fr Y ¥

—PEEIE (EGFR-TKLD 23, MRNSABECRKE Z2EEEZID TS, erlotinib (28R
ENnAE—# EGFR-TKI 13 EGFR (HER1) #E/& L, ZDHEMAIZ EGFR (HERI)
TRNELBD ONLIFNHATFRABRLTH D, — 7, RELENATIE EGFR
(HERI) VSO R NEBEEMEEZ R THENRE L, TOHRIIBEN TH D,

EGFR (HER1) OA% Al flET 55— EGFR-TKI IZMZ., afatinib (2
Xh s, HERL (2%, HER2M4 WX L CHBARAI WA ARMEEAZE T 55 ZH#1K
EGFR-TKI, %— « § RIS 2 F 3T 2 BRI AR 725 =D osimertinib 23R
IGHENTWVWD,

iR RN BEESR E LI-, erlotinib & afatinib DOIERRZNR Z Ll L 7= BB MIAERK
Bk (LUX-Lung 8 #BR) T, afatinib OB RENTBENS, HER2/ABIETFITE
WT, BRMBENRELEGFERNEZH, RESNTWS, LrL, MREFELEERRA
TO b DERDIEERECEAESZMEOFTMA 2 I TE LT, MY LR AT
T B EBULERD 72 DFLB AFERICE A2 AR 0kl & 13 E 270,

T, BHEKIZ, bR HERZ/4 &1 OBKRNESENIRLBETEROEL RN
% l'njcvjtro EERRIC L 0 FE ATV, BAE, READE M EGFR-TKI © 4 FHERI D
AZEfE L.

~ 17 A pro-B #ilakk (Ba/F3 #ifa) 1% IL-3 {RFAICHER 2R 42%, IL-3 FEFET TIET
W=V ARER SNBEFEREE RS2, HBAKE, ZOMEEZHALT, #Hx0LR%
L hay g VAR 22— 2 L DiEA LT, Ba/F3Hifam IL-3 FHRFRVHEIERE L T35 2
& T, BEBROEGFEMEEZFE L T\ 5, TO/REER, BAEREIT o7 23D HER2/4 %8
Ao 5t HER2 E395K/G815R/RI29W D 3 FEDE BN EEFRMELZ RH Lz, £/, JEE
Bz L7z, 3 0 HER2 BEAZZNENEA LT Ba/F3 flifaicxt LT, afatinib I3
erlotinib X ¥ & i@V AHEFEIEESER LN HER2 B L ONZE DV 7 REREE T kD
Erk1/2 ®V VLR ESHR ZEBE LTz, 728, afatinib & D IZFHWH DD, osimertinib &
AR E R B L O HER2-Erk1/2 OV UBMEIAESREZ R LTc, TNLO DRERMN G,
L FEEEN 3o HER2 ZR2H/ T 2R EENABEIZIL, afatinib 22 KD
“HREGFRTKI B THDH Z EERBRLTVD,

ARFZEI BB 2 R 1 EEOA TOLERMEEBEIBIUCL VML TWE D,
FORROER COERMEL, B CREET A 2HNERLD EEZXLND, LL, MRFE
FEBAVBE~DT —F—A A FIRBICBIT 2R ARERICEER2MRERA LI LT
WBZ EMND, BESTIE, FIENZEN (BERZ) ORSIETLILOEHELR,
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