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ARG I C DB % 5D, PRI LO720OOH 72 GREORBIIBHETH L. TEOEENG T OHRE L 551
HISED RS, HE DM O IGHR R 2 BB E X8 7228, ERT OMH L 20K E ZEETH 5. FRK
ERF 21K (Epidermal growth factor receptor: EGFR) D F 1 ¥ ¥ & F — ¥RHEH] (Tyrosin kinase inhibitor: TKI)
R EML4-ALK TKI O PERFE B LT, TR TKI R # oM Rl 205 E L, ¥/ 3 728X
CLTEY AT A7 ADOWME» ST L. #9952 & THEAN RO @GR RMP EBE T O 2 17w, N4 F
~— 7 — %812 L 7- Biomarker Based Medicine Z#. L, & 0 24Ty - MEgE YR E: % &0 Mk 0 H£520
BREWET L EPAHEOHNTH 5.

F 72, Feald, REMEAVERINE IS BT S LKBI ODEFRIZOWTHN 217> C & 72, LKBI (% T 2013 IE /Nl %E
D 10-30%12A N5 8T, K-RasBIETERI LHATLILPMONTWS. 72, K-Ras £HE & LKB1 AAiffb
ZRE D M BN A  PRASEWZ E S SN TWb. — T, LEKBI #5240 2 0E 5 6N i oo MLk
RUZBE M3 v, Al R AR TERRE (2 B 5 A% A B S (S T O MR IOMAAT 2 51 L, KGR 1o B
\J% LKBI EROBERE M L7z,
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1. 5 FEERIGH# O EGFR-TKI &2 & it AT (2B 2 F 78

EGFR &% 1 %5 %4 ] © EGFR-TKI i Y445 o ¥6)5121%, EGFR exon20 @ T790M Z R # L% L 4 5 target
alteration, MET¥WE 7 &£ @ bypass tracks, B & O/MlaE~OE L, & E0H 5. EGFR-TKI i #E4 OB O
WD 729012, EGFR #1572 RBMHRERICK 3 2 EGFR-TKI IC X A WG ERIEBN OV TFIT 2 17> 72, 35,
EGFR-TKI A2 BT 5 EHilEK B L KRR (EGFR-TKI DI ERF IS b 554 F < — A —IRRICE T 5 0f
78 WFZEfEH - FH) »oF o N5 FMEARR AR 2 H\ws, BRRBRICB WX, TKIEHEN, H#E# PD
KE, beyond PD D EFHMSIC TR MR S NREHTO 3RS ¥ b TOMMBMAEZNRE T 2. 4, FEHERK?» S
B oz TKI Wt & 7 o 722 O REHBRIREL (re-biopsy) % 5 B HEfT L, AT %17 > 72, EGFR-TKI B4R,
exonl9 deletion %52 B, exon2l L858R 253 B Tdh » 7. M MEHOFHEOMATIZ L D, HMEOKT X, target
alteration T& % EGFR T790M 7% 2 i, /NANIE~DIE LA 1 6, fthod 2 BlIF - BIRFERZ SIZ@O o T,
MHERTIEIAHTH 72, B2V TIE, 5%, R — 27 = % —% /- targeted sequencing f#frR° 2 ¥
— %A (CNV) T 2 JHW T, BAoBSAMEEET (EGFR, ALK, KRAS, BRAF, MET, RET, ROS7: L) OER
AE BT OB ZIT). o RIMRY =27 03— X A8 AHRIRE I TRNOE (T, MaEET
ERRE L, WHEREE ORI 2 kT 2 P ETH 5.
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STK11c.481A>T (exon 4)

1. ORG i RE AL VR IRSE  25 A BEEIE T @ targeted sequencing (Integrative Geomics Viewer).
ionAmpliSeq Cancer Hotspot Panel v2 {2 & % A BI# 5T D targeted sequencing (& ), LKB1(STK11) &
B2 LT exond @ I161F (14.6%) A3k S 7z,

2. KGR A VERI I O 5 A B G- % i T IRAT

2010 4EH 5 2014 4EIZHVEHOD B & 7R e AR RS 15 Bl 2w & L, K-Ras D@5 T2 %% Scorpion ARMS i
T, LKBI O#{5ZER% direct sequencing TN § 52 L L L. TDHH, HUIRESHEIE S, BN HEZ2AE
Bz BWTIX, ionAmpliSeq Cancer Hotspot Panel v2 12 & % 25A BHLE(E T O targeted sequencing 247-72. &5
2, FEERIE T TH B LKBI DRI 7% deletion %, homozygous deletion Z M9 5729, MLPA #E#Hw/izal
— ¥R R P L7z, F72, LKBI O#IRICBT 5 AEEAL 2 N5 4720, 73 Fhie b LKBI ik %z FvwC, LKBI
DEARBUIOVWT ORI L7

R AR R BRI L2 BV T, Scorpion-ARMS % IV 72 AT C K-Ras G12D ZEASEH S NI WT, #EiE
f&¥- 50 Hi3H D targeted sequencing #1772, DR, KRasZR (194%) 2Nz, LKBIZE (1161F, 14.6%) 5%
mansz (K1), 2oho 48 O AMEREFICEEREZRIIME SN o7z IEFHERE SR E La ¥ —KEH
(CNV) At % {7572 & 25, FGFR3 NOTCHI. AKTI LKBI® 45 T12 BT 3 ¥ — o4 5% 20,
FNZENT copy AP L TWABEEZON. ¥, LKBI %4t 19p13.3 TiX, 16MB 12 [ 535 2 K 2 AT
N7z (F21). Targeted sequencing D57 — 7 2SI S b a ¥ —HE LI L TIX, MLPA I X 2HREZFEL
TW5. LKBI D%EMMBALASMICE L CX, LEKBI BAEROBERIRZ v P <, LKBl &HOYtmiiE
BHFIBONTBLT, 5B SO D5MREVPLETHS.



# 1. Ton Reporter 4.0 software (& X % 53 & A= PEAHIRAE O 1E 5 58-I 55 5 LL i (Copy number variation: CNV f##7)

Type Gene Sym CytoBand Length Copy Mumber
4p16.3
CNV FGFR3 5.455kb il
(1803551-1809006)
9q34.3
CNV NOTCH1 8.683kb 1
(139390764-135395447)
14032.33
o Ll (105241433-105246583) <3 :
5TK11
19p13.3p13.11
CNV 16747.248kb il
Gﬂﬁgl (1206977-17954225)

STK11 ® locus % & 19p13 @ copy BIE T AR S h 7z,

£ B

EGFR-TKI {G#EDOMERM K LT, F—REGID SRR ICH S N7 BB O BT 2, kit —27 = 0%
—HHWT ) I 7 AFMBL O Y 2 2T 4 7 AN TREERIICAT D 2 212X 0, Hiz iR e 258 5 20 &
NDHUWRENED D 5. ABFZEICBWTIE, Ktk EGFR T790M O & /INIILRE~ D #iE L & ) TR 2315 5 o 7.
Lo L, #i7romibidmonicdrorz. 4k, KM —27 % —% /- targeted sequencing fENTR° 2 &
— R R (CNV) T 2 T, BEAOPABEBE T OERCHABETORBIZE Y, RONOERERT, MAeHE
EFEelREL, WHEERF O 2 #kET 52 FETH 5

—J, Sk SNz LKBI OZERT6IF ZF F—E F AL VOERTH LA, WEIHENRL, F208kHE
SHLN TRV, aE—=HKEM (CNV) T CTH LKBI % &t chrl9 O)R#iZ% LOH M I NTBY, LKBI DA
HALICBEG- LTV AR H 5. 51k, COBETEROFOBERIZOVTHINFETH L. T2, B ORERICHE
L T3 targeted sequencing (2 & A DS A BELEA T OB 2 FEL TWA. S 512, Rpe A VEIE A3 %k
FHEIN DL MFIEFNCOWT, MATICHARE L2 L, CTOS #:2 & 0 Wi A 7 = a4 R8I, in vitro
BT LR 2179 PETH 5.
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AWFEDILFBZEHE 1L, KRR AR - LIRSV 2R BE O/NRINN BB L CEBE TR TH 5. Rk, A%
ZT3EEE Y X L REGLSAGRHA ISR I L BT T
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