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9.22. Imatinib(4r Glivec) :
(91/5/1 ~93/7/1 ~97/8/1 ~99/6/1 ~
100/2/1 ~102/9/1 ~ 113/6/1) % % 4 2

N

SIS

1 ~T. %

8. 1-T AR ZRN 2 5 g5 47 2 4 WK
@%Eﬂﬁﬁﬁﬁ’lﬁﬁgiiﬁ
BRGEREd AR -
13/6/D)

9.22. Imatinib(4- Glivec) -
(91/5/1 ~93/7/1 ~97/8/1 ~99/6/1 ~
100/2/1 ~102/9/1)* % 4 2. ~

BRI

1. ~T. 9

9.24.Gefitinib(4r
Iressa):(93/11/1 ~ 96/8/1 -
96/11/1 ~100/6/1 ~101/5/1 ~
101/10/1 ~103/5/1 ~106/11/1 ~
108/6/1 ~108/11/1 ~109/4/1 ~
109/6/1 ~109/10/1 ~ 111/2/1 ~
111/4/1 ~113/3/1 ~113/6/1)
1 Kﬂﬁj&jf@}’!’r%’.‘

(1)2 4 EGFR-TK A F1% %2 kh3%ix
PR A (% B ~ MC
%Wﬁ)ﬁﬁﬁﬁﬁﬁz%—ﬁm
B 0 % EGFR 2L 7146 i) & & 37

T ESY T YT
o e O 2 ] e
(100/6/1 ~108/6/1
113/6/1)

< 108/11/1 ~

9.24. Gefitinib(4r

Iressa):(93/11/1 ~ 96/8/1 ~

96/11/1 ~100/6/1 ~ 101/5/1 ~

101/10/1 ~103/5/1 ~106/11/1 ~

108/6/1 ~108/11/1 ~109/4/1 ~

109/6/1 ~109/10/1 ~ 111/2/1 ~

111/4/1 ~ 113/3/1)

1 Kﬂﬁj&qffé * AT

(1) £ % EGFR-TK 5 %1% %2 k31

ke (v % B~ MC
%Wﬂ)&ﬁﬁ&%&1$~ﬁ$
B BRI ED AR R F R
JRAFSHIE R 2 & 0 g\
7 %5 301018 & 30102B 2R =
2 RERRE ML E
el (IVD) & F%F p 7%

?Iw

"’J,

& R (LDT) #% 2% 2. EGFR A Fli% /P
%34 - (100/6/1 ~ 108/6/1 ~
108/11/1)
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(D)L= e B FxH—- M4 i5
B RT0OA M P BREES - AL
Biok einhIRE i g2
“*“ﬁ‘\ffx% > (96/11/1 ~100/6/1 ~
111/2/1)

2. % AR ¥ (106/11/1 ~

109/4/1 ~109/10/1 ~ 111/4/1 ~

113/3/1)

(D~(5)%

(2)Ame g*Fxr-MzmitFip
B RT0OAM P BRLEY - AT
Biok e hNENEH 2
”#’”ﬁ"\"f&'ﬁ > (96/11/1 ~100/6/1 ~
111/2/1)

2. xR EE(106/11/1 ~

109/4/1 ~ 109/10/1 ~ 111/4/1 ~

113/3/1)

(D~(5)%

9.27. Cetuximab (4= Erbitux) :
(96/3/1 ~98/7/1 ~98/8/1 ~99/10/1 ~
101/12/1 ~104/11/1 ~106/1/1 ~
106/4/1 ~107/6/1 ~110/6/1 ~
111/2/1 ~112/12/1 ~ 113/6/1)

1. 2% 8% ik ite !

(1)# FOLFIRI (Folinic acid/ 5-
fluorouracil/irinotecan) &
FOLFOX (Folinic acid/ 5-
fluorouracil/oxaliplatin) &
CRE RS S R Ea
8 4 2] (EGFR expressing) °
RASAFIRG REZBHPEEY
8 B fs» b SR o Rl
't ALI-RAS £ FIR % 4 47 & P|3F
2P FREPANBERGRE S
RS
(101/12/1 ~104/11/1 ~
106/1/1 ~110/6/1 ~113/6/1)
[. ~III. %

(2)% irinotecan & & & * » 5k ¢

# %3 7 b-fluorouracil ~

9.27. Cetuximab (4= Erbitux) :
(96/3/1 ~98/7/1 ~98/8/1 ~99/10/1 ~
101/12/1 ~ 104/11/1 ~106/1/1 ~
106/4/1 ~107/6/1 ~110/6/1 ~
111/2/1 ~112/12/1)

1. ES RS Hpickits -

(1) 22 FOLFIRI (Folinic acid/ 5-
fluorouracil/irinotecan) &
FOLFOX (Folinic acid/ 5-
fluorouracil/oxaliplatin) &
H@ w3 ngE i A4 £ FF X
8 4 7.7 (EGFR expressing) °
RAS A FliX 3 REZHEHILEH
SRR A SR R
ik > N R e R RIS
PR EEN "'iif‘“ 7 ST S
30104B R % 2 IRFEF R T HHK 2

ALL-RAS 7k F1% % & 47 {4 ipl4F
£ - (101/12/1 ~ 104/11/1 ~
106/1/1 ~ 110/6/1)

I. ~IIL.w%

(2) % irinotecan & & i * » jL%k

¢ #%i8 % b-fluorouracil »
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irinotecan # oxaliplatin = 4@
NEERCTE S ITRE ER TN

7. g 4 £ 7)1+ < 48 (EGFR) 4 31.4)
? K-RAS A )i 5 R R ehi 5 14
By RaE R %’Fﬁ“ﬁ All-
RAS AR 28~ 17HpPIIFEL » 7

FTRETARBERGELLHAR

irinotecan # oxaliplatin = &
DB EEE W ERRY ) E I

#. g 4 £ 7]+ X $(EGFR) 4 1.7
2 K-RAS A 712§ R eig# 14
EHRYHROEL o R
A EE s %gJ%‘ PRIZE G T8 P &

SRR RN L ST e 301048

2 i Pl = - (98/8/1 ~ T2 RFETH T2 ALL-
110/6/1 ~113/6/1) RAS A F1 R B2 7 BIESL -
(98/8/1 ~110/6/1)

[. ~ Il [. ~ Il
2. ~3. %% 2. ~3.%
9.29.Erlotinib (4= Tarceva) : 9.29.Erlotinib (4r Tarceva) :
(96/6/1 ~96/8/1 ~97/6/1 ~ (96/6/1 ~96/8/1 ~97/6/1 ~
101/5/1 ~101/10/1 ~ 102/4/1 ~ 101/5/1 ~101/10/1 ~ 102/4/1 ~
102/11/1 ~103/5/1 ~106/11/1 ~ 102/11/1 ~103/5/1 ~106/11/1 ~
108/6/1 ~ 108/11/1 ~109/4/1 ~ 108/6/1 ~ 108/11/1 ~109/4/1 ~
109/6/1 ~109/10/1 ~ 111/2/1 ~ 109/6/1 ~ 109/10/1 ~ 111/2/1 ~
111/4/1 ~113/3/1 ~113/6/1) 111/4/1 ~113/3/1)

1. *LH Jpit ¥

(1)ig * *+ 2 % EGFR-TK % %2 % 2%
e & A (T TIB ~ TIC
SESVEDERLE T3 EI R
i 0 T Wt EGFR 2 Flik Bl %
WL T BZHEINER RGE
S H R -
(102/11/1 ~ 108/6/1 ~
108/11/1 > 113/6/1)

(2)~(4)%

1. *LH fhig * »

(1) ig * >+ & 5 EGFR-TK R % 2. /& 3%
e A (% B ~ MC
E“E?N:E!P)i”f”fjlffé’gvfgﬁ,&iﬁ’?—
ok TR NERE IS
%%Wﬁ%ﬁﬁpaiﬁﬂﬁﬁ
"Ti 2 ErmE 30101B 2 30102B
T2 RFEF 5%%;_.'1%2*5‘5%4;%5
B EHR (IVD) 9% 3%
7 7% % BI(LDT) #& % 2. EGFR A
FliRlEEFEL o (102/11/1 -
108/6/1 ~108/11/1)

(2)~(4)%
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2. # % i
109/10/1 ~
(D~-(6)%%

£ ¥ (106/11/1 ~ 109/4/1 ~
111/4/1)

2. 1 % 3 % ¥5(106/11/1 ~ 109/4/1 ~
109/10/1 ~ 111/4/1)

(1) ~(6)w%

9. 30. Dasatinib(#4~ Sprycel) :

(98/1/1 ~102/4/1 ~ 104/12/1 ~

110/5/1 ~113/6/1)

1.~3. %%

4. 1-3 AR TP 2 BpY ST 3 Bk 7
By A TR RIS R R E >

& Iﬁ'—"é}{%w I‘fJ'ELL7 e EIIJ._L: o
(113/6/1)

9. 30. Dasatinib(4~ Sprycel) :
(98/1/1 ~102/4/1 ~ 104/12/1 ~
110/5/1)

RIS

1. ~3. 9%

9.32.Nilotinib : (98/6/1 ~99/1/1 ~

101/7/1 ~113/6/1) 44 2=

9.32.1.Nilotinib 200mg(4r Tasigna

200mg) (98/6/1 ~99/1/1 ~104/12/1 ~

113/6/1)

I.~3. %

4. 1~2 78 oz p L}’i},ia;/,‘%f B i Y E 7
Rip A FHRPIEE L CRIE R E >R

Bt &SGR T2 R o
(113/6/1)
9.32.2.Nilotinib 150mg(4r Tasigna
150mg) : (101/7/1 ~104/12/1 ~
113/6/1)
1. 2 3m B 2 R R34 ¢ M
thenli fF kit e & o (104/12/1)
2. B JH L BT 3 BRFE T O Pp Ak T iRISF
2 OREREPANREREFRELLH

2Pt - o (113/6/D)

9.32.Nilotinib : (98/6/1 ~ 99/1/1 ~
101/7/1) *# 4 2=
9.32.1.Nilotinib 200mg(4r Tasigna

200mg) (98/6/1 ~99/1/1 ~104/12/1)

1. ~3.9¢

9.32.2.Nilotinib 150mg(4r Tasigna
150mg) : (101/7/1 ~ 104/12/1)

U R L MBI L B
el REl - A - (104/12/1)

9. 37. Bevacizumab(4r Avastin) :

9. 37. Bevacizumab(4r Avastin) :
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(100/6/1
108/3/1 ~
113/3/1
1. ~4. 9%

~ 10170571 ~ 106/4/1 ~
109/6/1 ~ 112/8/1 ~
~ 113/6/1)

5. B ~ EH AR W 2wk 2| e

w2 3% (PL® % Avastin) ¢
(113/3/1 ~113/6/1)
(1)Bevacizumab ¥ erlotinib &
G e A% 1
(%IVE)E F 3 242 & F]F

27 ¥ P
* lFﬁ._;t!i\.";é‘:

# (EGFR) Exon 21 L858R & it 4+

R 2 TG HE A 2L 2] e
T b A% - s

(DFsEHFaPaER?
[. & =¥ FF\)%ﬁy_l/ 12 \’t?
'L o

[T A== ¢ g v 4L 2 K 5]

+ < % (EGFR) Exon 21 L858R

BRI RPIEEL P Z R

LrARRERGELLGRT
Z WPt Z o

(100/6/1 ~101705/1 ~106/4/1 ~

108/3/1 ~109/6/1 ~ 112/8/1 ~

113/3/1)

1. ~4. %%

D, BLEP ~ B MR 2R Ek 2 )
et (P * Avastin) ¢ (113/3/1)

(1)Bevacizumab £ erlotinib &
* oo (% L EE :*-,(’r:riﬂf e 4% 1
(%IVE)HE F 3 B R4 EFFX
2 (EGFR) Exon 21 L858R & i+
R HEH Bk Y] e
DRpEF FaPaisRr .
LR AR 123 &

v Bk

[.#=x¢
Kil °
[LA=¥ gkt A2 &5
+ < $8(EGFR) Exon 21 L858R
%ﬂﬁ#%%W$%oﬁﬂg

PRI P B E T REL Pk
,ﬁ_zﬁtﬁ  RRISES L R
PRl e F BT

RPN N K&
FH T AP R AR %
FE RS o 2 R PIAR 2
St At ¥ FrEd F 50
1. @2 g3 s S8 g2 & i
BFRAFIRRTREINP F
ii. # ®p2E ¢ (The College
of American Pathologists >
CAP) 9 2% % 3238 o
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(40 B2 068 ) #F
Lo '\5’5&’&-’?1?’*0
(3)~(4)v%

6. v&

1ii. B2 A 2RREA L €
(Taiwan Accreditation
Foundation > TAF) % &% % 05
(IS015189) -

iv. o BEY AT B %
HORE
ITLE = g F 40 )5 BGEHR
(et HHE) R RET
47 Mg o
(3)~(4)%

6. %

9.45. Afatinib (4 Giotrif):

(103/5/1 ~106/11/1 ~108/6/1 ~

108/11/1 ~109/4/1 ~ 109/6/1 ~

109/10/1 ~ 111/4/1 ~ 113/3/1 ~_

113/6/1)

1. PLH f@ * 3t

(1)% 7 EGFR-TK A F1R ¥ 2 A %8
HAEHE(TH B MC H &

%Nﬂ%sﬂﬁgﬁéx% i
% % e 't EGFR £ F1e % % 3F

P Z R LA EERGE N
MR AP L o
(108/6/1 ~108/11/1 ~113/6/1)

e 3

(2) 44 c @& » 5 - &340
R (e v & ﬁvﬁ,ﬁmrﬁﬁpag,@
HE2 B fo g 2| e 9 2
= ais g - (108/6/1)
2. i % L L ¥ (106/11/1 ~

9.45. Afatinib (4-Giotrif):
(103/5/1 ~106/11/1 ~108/6/1 ~
108/11/1 ~109/4/1 ~109/6/1 ~
109/10/1 ~ 111/4/1 ~ 113/3/1)

1. "TH jbie * >
(1)E& 7 EGFR-TK A F1% %2 & %6t
HAEHHE(FSIB - MCH & %
IVEp )2 % s & 2 % — S
B0 dWwER AR S F R
JRIZE IE P 2 L i R0 PR 5t
2 %35 301018 & 30102B 2R =
ZREFHRFUMITEF R E
ﬁ%m(ﬂ@)é?%;gﬁp%
# B (LDT) #& 2% 2. EGFR £ #14& i
Z5%3F2 - (108/6/1 ~108/11/1)
()&= e @*Fx-Mgami-F5
%,wmﬁ@mgm%m&gg
2 Bk d 2] e 2
sk o (108/6/1)
2. 1% 2 F E£38(106/11/1 ~
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108/6/1 ~109/4/1 ~109/10/1 ~
111/4/1 ~113/3/1)

(D~(6)w

108/6/1 ~109/4/1 ~ 109/10/1 ~
111/4/1 ~113/3/1)
(1~(6)%%

9.50.Crizotinib (¥~ Xalkori) :
(104/9/1 ~106/11/1 ~107/5/1 ~
108/7/1 ~108/9/1 ~108/12/1 ~
110/7/1 ~111/2/1 ~ 111/8/1 ~
112/11/1 ~113/6/1)
1. iF * > ALK B 422 s 8y 25 | fm v 5% %
% — H5K o (106/711/1 ~111/8/1)
2. Hjpig * >t ROS-1 Btz a3 2] o
e W & F o (108/9/1)
S ASEw F AP AR ¥ .
(D&Y gEnFhz =z B
: ;;m,;;:;];;a R
(D)4 ¢ R LR 4
Fésfc.}sw R ’?é’%ﬁé}zﬁf
4 5 2 ALK x%%ﬁz?]zﬂi’ ’
ROS-1 R % e iR|4F 2

,_f"'“?‘ug

9.50. Crizotinib (¥~ Xalkori) :
(104/9/1 ~106/11/1 ~ 107/5/1 ~
108/7/1 ~108/9/1 ~ 108/12/1 ~
110/7/1 ~111/2/1 ~ 111/8/1 ~
112/11/1)

1. i * % ALK 5tz a8 25| fmve 3%
% - Aok o (106/711/1 ~111/8/1)
2. H jpig * 3> ROS-1 2 st 8 24 ) ‘m

Yo i & F o (108/9/1)
. EEEDF PSR ¥
(DF=d pEn g a2 FAanz B
LR
Q) A=Y GHIZTREIRET LT ?E»
LR «‘I}%IEJ_E mPe ¥ h AR
Ho A gk e F R PRI
HIEp 2 2 FIEELFEN LS

V5, Az B

PARBEFRGREL L HA T 5. 301058 .= 2. ALK % % & B
A= o (107/5/1 ~108/9/1 ~ F2 > & ROS-1 R % iPI3F 2 -
111/2/1~113/6/1) (107/5/1 ~108/9/1 ~ 111/2/1)
(3)% (3) %
4. ~6. v% 4. ~6. %%
9.51. Regorafenib (4r Stivarga) : 9.51. Regorafenib (4 Stivarga) :
(104/9/1 ~105/8/1 ~ 107/12/1 ~ (104/9/1 ~105/8/1 ~107/12/1 ~
108/6/1 ~ 110/5/1 ~110/6/1 ~_ 108/6/1 ~110/5/1 ~110/6/1)
113/6/1)

1 #&# 42~ % 8 %% mCRC) °
(D) * 3iaf L 8 F X T 552
w55 mmCRO & -
K% ¢ 4% fluoropyrimidine »

1. #&# 1<% 2 %% mCRC) :
(D) #* »M5Fk A5 8 B2 7 7520
EHIEHEY -f%(mCRC),%']%’ ’
K% ¢ 4% fluoropyrimidine »
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oxaliplatin ~ irinotecan 3 £
AN o fodil BN AL 2 £ F
+ (anti—VEGF)ifsl% % 5 % K-ras
4 Al(wild type) * B E £ ¢

2 Jf:rx Wik L 2 & FlS XA
(anti-EGFR)# 2 - Z ¥ %t All-
RAS A F1R B A~ 176 Bl & 3F
2o FRETANREFRE S
EHARTZ WAL - o
(110/6/1 ~113/6/1)

(DpsEwgapiasrr » &=
Y ERF R AR 8
o Y e ARG ERERER
(do: B E) BIREN >
VR o

2. ~3. 1%

oxaliplatin ~ irinotecan & & #_
it s ot B P4 4 K T3
(anti—VEGF)EE«‘)%‘;‘é ; # K-ras &
4 3l (wild type) » RIF £ 4c
i&i Wik A AL FF R
(anti-EGFR)# i - (110/6/1)

(Drgdwgatragir » &=
UEERF AL AR 835
o, g ?‘ﬂ—,;/.‘ B O %ﬁ%{;}fg

(_&r._ ]‘g’\g) }S-’ﬁ_ﬂu,L > —j
v “éé-%’ Bt o
2. ~3.%¢

9.52. Vemurafenib(4r Zelboraf) :

(104/11/1 ~110/3/1 ~113/6/1)

1. * %755% BRAF V600 % 215 |+
ECOG=2 ¥ e & &2 *ﬂf(a?IIIC )

9.52. Vemurafenib(4r Zelboraf) :

(104/11/1 ~110/3/1)

1. * %75% BRAF V600 % %15 |+
ECOG<2 * ]’f‘a%ﬂ/“ﬂf(%ﬂlCﬁP)*

REHE(FIVH)R I B BB (FIVI)R & & B2 4
Ao 2 He vt BRAF V600 2L %1% % 4
Vi RldEd - P 2R E AR K
G ERLHR TP o
(113/6/1)
2.~3.% 2. ~3.%
9. 53. Panitumumab (4- Vectibix) : 9. 53. Panitumumab (4= Vectibix) :
(105/4/1 ~107/6/1 ~ 110/6/1 ~ (105/4/1 ~107/6/1 ~110/6/1)
113/6/1)

1. ¥ FOLFOX (folinicacid/ b5-
fluorouracil/oxaliplatin) &
FOLFIRI (folinic acid/ b-

1. ¥ FOLFOX (folinicacid/ b5-
fluorouracil/oxaliplatin) &
FOLFIRI (folinic acid/ b-
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fluorouracil/irinotecan) & i i
3 5% K-RAS 4L %12 N-RAS £ ]2
FREZEBEIG BT RHLZ

fluorouracil/irinotecan) & & i
* 358 K-RAS 28 1% N-RAS A 7]
ﬁ*?%iﬁﬁﬁi%%%%%%

>~ f

- HUSK o FHNTAII-RAS ATIR® | 2% - SUSHK - FRMEIAER
AYTHRBIRE O PR L >RNEREE %ﬁf%mﬁﬁﬁﬁﬁﬂiﬁﬁﬁ
G E LR T 2 AR - . g N gt st 30104B 2R T2 g

(98/8/1 ~110/6/1~113/6/1)

2. ~4.%¢

ATk ALI-RAS A F1 2 %4
{5 4 p14R 2 - (98/8/1 ~ 110/6/1)
2. ~4. v

9.59. Ceritinib(4r Zykadia) :
(106/9/1 ~ 106/11/1 ~ 108/7/1 ~
108/12/1 ~111/2/1 ~ 111/8/1 ~
112/11/1 ~113/6/1)

1. g * >> ALK B2 sy 25| fm

Vo Wk

T F - ek o (108/7/1 ~
111/8/1)

2. FREDF AP AR Y -
(DEZ? FEnF A2 fraer = |
_E % ¢ %ﬂ—

]@

LI I -
(24 ¢ 3P 5t & ﬁ?&4ﬂ~
@%%&4%ﬂ e e B AR A
2 ALK X% RIEL > P 2 &
PARERE R ELLFRTIN
L= o (108/12/1 ~ 111/2/1 ~

9.59. Ceritinib(4r Zykadia) :
(106/9/1 ~106/11/1 ~ 108/7/1 ~
108/12/1 ~111/2/1 ~ 111/8/1 ~
112/11/1)

1. if * % ALK -2 gL 25 ] 4
T & - HieK o (108/7/1 ~
111/8/1)

2. PEEwF LA R Y
(&= pEwd a2z Fan=z B

H§m,£:%9%ﬁﬁ@%o

() 4= FEITHRERET LT
mwﬁ&a@ﬂ mie e AR

45 B A ARG F RIS

A D 2 A R N

5. 301058 Az 2. ALK % % 1& 8]

e W

2t

113/6/1) F2 - (108/7/1 ~111/2/1)
(3)% (3) u}
3. ~4. % 3. ~4. 9%
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