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o HE: AR GRD 1010 LRI RAEL BRI 5k
SR AR OB LR R R S I T R T
HH £ -

o MEE: FepiEs 2 4ET (MSI-H) #HacAp M o

&8t % (Signet Ring Cell Carcinoma)

)

o TEHRIEA-FFALEPLAREE DL (9 1%) o Fpmrrp LB A
SRR o Him e PR R T e - ] 0 @ 19 e BB R ';liiéfr%ig;— 5e
s 4p (signet ring)
o FEIERMAFR U Y ADERC IR v EeNRLEEESE (A
FEFA N - BB ) > PR R R RS RN o TP K A o

Hwz "L}Fa @ A& (703 h%)
RN I Pvi\}ﬁ*“,ﬂtaﬁ’zﬁg:swg Cia S N E A maﬁuﬁ}ﬁ KA oo
o # 2N &R (Neuroendocrine Tumors, NETs)

o AR 4&"@*"“’5’%3@'1’\ 2 RZ AN AR R L ( B '%'Lé_i ,;;-% ) o

o AW RBEMAERAS L
« #Ep LB (NET, Grade 1-2) ¢ 4 £ > BRI -
« &N L% (Neuroendocrine Carcinoma, NEC, Grade 3) : 4

Lt o 2 LBk EXHAERES P FEe 4L o
o HBLIREACE B Lehg 2 30 o Jn g Bt B 4 s (Grade)
e REFEHA%H* % (Primary Colorectal Lymphoma)

o AT ARV RN ST m e o

o FEIRIFAL A FEP AL KT B (Non-Hodgkin lymphoma) -
el T VALY B n R o/ E’T/r)ﬁf‘ vom b R A i o

- VHEAFAH (GISD

o AR D AR EEICR K chtEskime (Cajal B F mte ) o
o FFEBLIBARTINAFT L oL VB AINGEN o o h Mg R RieER
(4c Imatinib) - # **”,ﬁ%JJ FEELE o
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o B¢ & (Squamous Cell Carcinoma)

o AR AR B A K HIRT 24 BR ) A o SERE AT F L i 4
FAATHEIIPR (’91?}%@# A o S E A R g
Mol L ER e i 2 R

e 2 ¢ %% (Melanoma)
o AR BLIFADRFENC > AN FL AP SEE c BRAEES -
3.2.1 mmAF4L ¢ ehbf 4t (Key Features)

R RCRR N T AL, (A b IR L B G R T MR ST R

o Ao f2R (Histological Grade)
foit R im e RREMCELT FA k2 B F AR e e AR o

o % 4~ 1+ (Well differentiated, Grade 1) : Jiw®e gz %k Xifl ¥ e -
PEIRFEA o BRI o

o ? & it (Moderately differentiated, Grade 2) : 43t 3 4,5‘.1 B o B Ao

o % & v (Poorly differentiated, Grade 3) & # 4 i* (Undifferentiated,
Grade 4) :}%‘f@m’ié"ﬁdﬁi #’,ybﬁb y e L F #’H;’]Lgé‘r:‘l-f# ﬁr*)ir‘ﬁ , 5;‘,@
#oApsRE o (b7 ”ﬁ&f&fr@‘\‘.‘m’?e&i ’#&ﬁtﬁﬁ:éﬁ; A T) o

3.2.2 BRI Fikk

o #7 g &) (Lymphovascular Invasion, LVI) @ Jglmie £ F ¢ 4Er = ¥ & n
? PeE G o RAEHSRE A -

o # 5% FlE)e (Perineural Invasion, PNI) : Jflwme & 2 /- FH SdAL L o FF >
REERYEERME RIVREF IR 0 D RY PR -

o %A AT (Tumor Budding) : #“faBiZjeardm i » IR HE B &) B4 ol fmbe s
Ao S o T RAER AL BEREMR RS 2o

3.3 TNM 4 #p i stjz47

AJCC % ~ue TNM xsapddpramg e ima (T) ~ M= S5 8 (N) 2 2588 (M) ki
e

e T (Tumor) ME"BEFFR  CEHHE A AMG 7 dg TIFAR, -

=] 14
Efn'{lu.- 5“‘
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o Tis: & t=#& (Carcinoma in situ) - i B O3RN N > A F B AN
LIRS S Tic o REHRE -

o T1: piwre &)1 4%+ & (Submucosa)

o T2: Fpiwre &Eje 29~k & (Muscularis propria) -

o T3:pimte FEvp e By n o A A BIP A R S AT
BE ° i%{??r}% T EF Lendp a2 - o

o T4:Tda * £ FF %4 e (Visceral peritoneum) ; T4b & % B £ iZ )= 8
ﬁ%ﬁ(%%%‘~%‘%%?)f$ﬁ’m¢@éo

e N (Node) %3~ Z## :

o NO: ﬁa}*“’ ZH A o

o NI:1 % 33 u&EH"Z#S (27 Nlc AdaH" 288 & %8y
e g EWE‘L—‘%’M # 4 Tumor Deposits)

o N2:4 3 % 28 -

o M&ERPI::Z T BmAE N> 2R Ad QET ST
F 03 12 3F 0 ¥ oar xR A P K (Under-staging) - i@ 32584 84055 0
AR e

o M (Metastasis) = ## :

o MO: & i&: 5’@;% °

o Mla: #8328 BF (4o " REH) » REEHES -

o Mlb: ## .J-F‘ilﬂs‘\uPE? (hedF5gse W) o

o Mlc: ## 3 "4 o (Peritoneal carcinomatosis) > &#%HEF LhgH ¢ =
FRES - S LAFRE YL o

Ei
(us
—
Do
¥
T'?)
3
q
ik
o

TNM Classification (AJCC 8! Ed.) for Colorectal Cancer & N1c Focus

=,

T (Tumor) - Depth of Invasion N (Node) - Lymph Node Involvement & | M (Metastasis) - Distant Spread
1.7N1c: Tumor Deposits =
(Crucial Note for Pharmacists) 7 [ M0
Tis (in situ) @ (No distant
N e e NO (0 positive b metastasis)
Mucosa et ——— 7 KA nodes)
Submucosa T1 (submucosa) | /| v .': N1 Mia
Muscularis I - (1-3 positive (Single site:
Propria T2 1l / i nodes) e.g., Liver only,
Subserosa/ (muscularis [\ '!l, N2 or Lung only)
Pericolonic propria) ( ! i\ 4 positi f
Fat : \ (=4 positive ." ; Mib
Visceral 13 | '|I nodes) [/ \ | (Two or more
Peritoneum (pericolonic fat) || Al | \ | sites)
,, | Vo N
) J 7N1g: Tumor a8 ‘ -
Tda AL \ L4 Deposits in e WMee
(peritoneum MG subserosa/ ] | (Peritoneal
surface) b mesentery \ | ‘ [ surface alone
| rll | or with other
T4b A : TP | T sites - WORST
<.7N1c: Tumor Deposits in | '
(other organs) subserosa/mesentery '. .| |. .'l PROGNOSIS)
> without nodal structure. |
Adjacent  Qrgans AUTOMATICALLY STAGE I1l. MANDATES | .
Organs ADJUVANT CHEMOTHERAPY. 4 J l L
BEEE: N1c BEIFAE=1 - FEEENLE &y O
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3.4 AhAVAFLIMT

e % 0 # (TisNOMO) : m =% > *ﬂf Tk EF R

o % [ # (TI-2NOMO) : % ‘m¥e ﬁ:“"%‘”}-%‘—ﬁ* » BT A o 4+ﬁr*7"$ 6 b & FFF
AZiE 90% > &G R R o

o % II # (T3-4ANOMO) : Hiwre 5§ E 5 e @ f T HH o T8-H "4 5 MEL'G2F

B oo YA AT IR e

e % III % (Any T, N+, MO) : & F = B#H o 25 b 'G5 FH 40 > IS BB ISR
e EWE g e

e % IVH (Any T, Any N, MD) : # 2 288 o inh R4 W2 2L EF
Fe s THTE RINic S ERY o

S ® o~ 285 E G RTRE AL

%”ﬁﬁﬂﬁmiﬂ%%iﬁﬁ(¥0i.Hlﬂ)’iwhﬁmm—m& 14255 (Cure)
it Lo T p R LR R R R R T AL R A T

4.1 &+ 4 ¢ (Malignant Polyp) ek

BMARELT DL GRER A R ¢ TR B AT K (pTl) 0 T RAK
B EELE o G TR A P ARELE T U TR RS ST

=5

c BREHC FLEBLNT A F R QT SRS L GEN S PARETET
Wil o R RS
1. ‘3937%‘29 L o247 (Grade 1 & 2) o
2. £ g & ® ¥ &) (Lymphovascular invasion negative) -
3. *ﬂfé‘iﬁmi (Margin > 2mm > & 15 ) o
4. #B.*»*% (En bloc resection) > @ 2L H.*7 Kf o
e HWREMIFEFUTIZ- T2 2 B R G KB S8R E 10%
PE o 5 B RAR 7L SN NI R R AR O T

|
“&

E:0

w

=

v % (Grade 3 & 4) -

Jo gk R

R YRR ST (ﬁré\ﬂ“iyl‘f) °
25 (Tumor budding) % &% o
B am v Edkpg o

Ol = W DN —
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=42 A (Malignant Polyp) HIERE

ﬁ ARHEIIEA -> FEREHREANC FBEMHM
& = IERARBETE (pT1)

R
(Additional Surgery)

ERisHt

{Observation/Follow-up)

RR : ARBRYRESESN ?
ERRERESRIIRRTF ?

MENUT "RIF, B

@ 1. BEMERYF (Grade 13§ 2)

© 2 BMEKMEERIL (Lymphovascular
invasion negative )

© 3. tIBRIBERIZE (Margin > 2mm » SEREH )

© 4. BRI (En bloc resection) + TiIEA RN

¥

HEGSHBE RS
> ARBREIRAEE - ERINFE

O 1. 2bE (Grade 38k 4)

O 2. ANEHEEIL

8 3. B E (MAIRTIR)
4

05

S (Tumor budding) $BE
 BRESBEERES

g

s BTEHRRHEESBERE 10%ME
r S >§§’li§5§zﬁirﬁﬂﬂgﬁﬂtﬂﬁﬁitiﬁﬁﬂﬁ

4.2 %55 iend R ]

I g o R S s i ‘f (Radical Resection) ° *» "$ FRP AT 2 o

FOEA

AFREEEY  FFRE  FEARR L EFFSLERTE -

o TRPER: TR RS U E R e § R EHT N (2
L gn PRI AU T ) cbldr AR A YRR EFLERSY
‘,fﬁh' (Right Hemicolectomy) ; = |&% +» ',fﬂﬁ—‘(Left hemicolectomy) : # “,f 3
Four BT REY HATRRLE L LIy G
AhVGRF o PP FELY AW o o RBHERAEFL KRB
r;fl,-}vs—‘

o RECH W ‘fﬂ’&‘ (Complete Mesocolic Excision, CME) :iz& i+ s
pehy EAREPL 0 BN E BRI 2 E Y R i (TME) - CME 3 3% ) ¥ " Pasd
v ef#3] =5 (Holy Plane) -~ % FFHIBEIHiz e FrofKa ¥ 2H " Lfagy &
o WIFEERORE SR M LB dE o PR LR AR ? e
TP &g ¥ ¥ % (Central Vascular Ligation, CVL) - % 557 7 & - CME &
MER M 55 PR R IR S TR R R FEF e

o Beg|EBE vs. @#LF#”" : Fg gy £ 5 (Laparoscopic surgery) i v @ £ AP
3’?‘”“{4*** WRHE A (R T R "fﬁt) e RER B BRF RS

ﬂa%%?¢~wwﬁﬁf‘%iﬁuhﬁﬁiih*&iiﬁﬁ’%ﬁiﬁﬂ
e oa G RIS o
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LERRE AT - ARATELIER (Radical Resection) £ STE4E AR SE AR IR 1T (CME)
2. SRR LR BRAETIPR 4T (CME: Complete Mesocolic Excision)
Il ) / ﬁﬁgﬁﬁ\ﬁcularugation]

1. 1R81%17IPF$EE (Radical Resection Range)

:' RAREEERNE
| R R E
' RASBERRIEEEE
: BRI Fm
\\ : (Holy Plane)
T - 3. FilsH R
| & i UES L LR
(Temporary Stoma) “a % / %
g 4 3 BBATER [ 2XE
AEEBIIGE  ERSBIIRG  ZHREBYISH s - i FE——
(Right Hemicolectomy)  (Left Hemicolectomy) (Sigmoidectomy) L el
/LD | R J |
EEEBUR R (& R M B
MEREGHEE > MAFHABED

FIF FURELIP AL B R(CRC) i 2tis

LB IR R R LR o T fi] s mte (Micrometastases) i m A it & #
MRS A LR AT ko i e v g (Adjuvant Chemotherapy) «hp e £

RIEEA G R RAE LG BB RS -

&

5.1 % III ¥ : & k28

03 % 11 W RF CRmF L las s BB NH) - FIRE R G FRE - 91355 7
EREL R o MOSAIC #okE 20 4R okl = 7 4o}
Oxaliplatin ¥ & ¥ #& = &% &8 (DFS) &3 EH (0S) -

o HREX:
o FOLFOX : #7%;x %+ 5-FU/Leucovorin #4¢} Oxaliplatin: & & - = o § %
A1 -F, °
o CAPEOX (XELOX) : r PR Capecitabine *c ' #%%;1 % Oxaliplatin’> = = i -
o eRFEGLFES (DEA FL) @ BAge o ®ERis 6 B o Ra o
Oxaliplatin & 7 A f el 54 14 - IDEA SR & 24747 5 7 4238 12,000 & &
F oM H A %% III # (T1-3, N1) Bgo@* 3 Y o CAPEOX %
(;;.‘:.;_ farmati 18
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Ao BB A L3 6 B2 R A tprEiK 3 e bad gAML 16% FD 3%) -
Fpt oo Pome HE G
o Mh*&% IIl #(T1-3,N1):%:i¥ 3 ®7% CAPEOX( 3-6 ®* FOLFOX) -
o Bh*%&% III # (T4 & N2) @ mZEiz= =+ 6 B JH4 (pE CAPEOX #
FOLFOX) -

£ I BIKREERERENCHE | REEHEEEE
FRASE I ARBE GREEIRE > N+) - ERERE A7 BRI LH

& | MOSAIC HBMERT : SHIRBH (Oxaliplatin) JiEEF DFS & OS |

Wi N IDEA G758
db, 6 A ARIEMMEEE @A 6@A
I t + 1 t 1 (I DEA HI‘,%) I 1
ﬂ Oxaliplatin R MEEHE ' [3 e LT waﬁ]
O (EEBRE 8 (T1:3, N1) /N EEBREE I HA (T4 3 N2)
v Hi& : 3 {8R CAPEOX v {hi2:& : 6 {8 A CAPEOX
(CIRR Capecitabine + FBAk Oxaliplatin » §=38) v 5 : 6 {iF FOLFOX

v’ 8¢ : 3-6 BB FOLFOX
(B¥AR 5-FU/Leucovorin + Oxaliplatin » SFE » BATME)

EB) B{E 3 BIALHEEBIE (16% -> 3%)

5.2 % I1 # : h'&A K Fwo kit

FOIL W RF (BT EGREHT SIEM) hif 2 in R il R E £k > 715 FHAEL
ek 111 9 T”&’f“/,%mﬁm AR gC] o AR R R TR IR e Tl 2 At Sk i (MST)
Feid-F_o

e FEHBRGFF I FEAGNTE-FF R TBRGY 1 ¥, > 2R gy
LRt
1. T4 8% (FEEWNEPRPET) -
.?:__,‘%«A\l‘-é_ (Grade 3/4) -
#HT RN ET (<12 3) -
= EHTEE (LVID) & #2%@®&r (PN -
g A E%FFE & HBmT I o
Nl & 2 R =
. MSI(A"'»%fFE;I—’cm) mM@&.J :

Ol = W DD

CD

. . 19
SBinfermatien
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o dMMR / MSI-H(4% =i 4h # Ko (defective DNA Mismatch Repair)fe T 3 #kiF
P :f,gi (Microsatellite Instability-High) : % 15% % 11 # &4 %
NPT L% o AR L ABHFEFTT (REFK) o7 x“\miﬁﬁ
B 5-FU mrb,),%:ﬁ),'@% FoAd I T F o FoH AMMR ke % 11 #
g—g AERLAFH R EHERTT o5 dIMR F S EF R % TS (4
T4) » ¥4 g % Oxaliplatin 0> % » e H & 5-FU R®EL -

o DMMR / MSS(#peiz 4= it &+ ¥ (Proficient Mismatch Repair, pMMR)#cfiFk
#& % (Microsatellite Stable, MSS) j A &) : % & & 3 b 'k ¥+ » FK %A
5-FU/Leucovorin ~ Capecitabine # FOLFOX/CAPEOX /p% o

% I AR EE © BRRD BB RAR
RRAPH  CRESRRARETAHE 2R

l CE l
A SERETHE [ L s |
A\ T4 i (R EREE) ¥ Y
(T4 Tumor) (dMMR / MSI H (% 15%) (PMMR / MSS (£) 85%)

A 2. A6 (Grade 3/4)

(Poor Differentiation)
3 HEEREBARR <128 ;—‘
A (<12 Lymph Nodes) (< ) #ﬁh’éx’ﬁlﬂﬁ L L

A 4 DERBEE (W) 5% E B
A BERIL (PNI) Low Risk Htgh Risk Low Risk ngh Risk
(LVI/PNI) & ) v
5. fiRI B AP LA TR ' ‘ [ ]
A (Pre-op Obstruction/Perforation) 9 HREENA] Oxaliflging oy | BREENET | i!ﬂlm{t&
A 6. IBR BRI FHE BeRg - BR | 1 '5-FUILV, Capecitabine|
(Positive/Uncertain Margins) J 5FURMAEE | | BRERSFU | 8 FOLFOX/CAPEOX

B2 F TR EBIL G I YRR sk

PREFRICIEHTT (5 IVH) - BRBERL I Findh o R ¥ S s F
Pt o HPIS EHF LT R 2R DL Ticd, AT RGP

6.1 *pstrigend ¢
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iR R A CRC S ¥ L ehig#3n i o 2 Aot dk 7 ' (Oligometastases) ~ =%
RO T R F AR 2R R o 0 AP RrE- RRERYEE (5 #3i

& iE 30-50%) chEf o

« W ir % &
1.%éﬂﬁ?iﬁﬁﬁ%&ﬁ&%ﬁ%éﬁé*RO”%(ﬁ&ﬁThﬁﬁ%
¥ °
2. W avF5Elf (Future Liver Remnant, FLR) &33fadFpeis "5 i (i ¥
T RF 20-30% EBEIFER) o
3. %‘1 %‘1 o K;% I3 F ¢ g‘gﬁ °
o ARV I FREFIRLRFHLEMS L (Synchronous) » ¥ AL IRE # e P F
(Simultaneous resection) & 4 FFf*r ‘,ft (Staged resection) -

Ripiets | FitIRIL RS

HEBHEL HEBmEL
(Oligometastases) (Oligometastases)
FiieReg

AIRRIREE

oy

(BERSR T3 T8 E0) = ﬁg BTN
ORmE— | N |~ L
- T « FAIAE : Hith ] il A
@ wmasmraes N |52 : RGN *Z — @/
5 F1FEEAE 30-50% 1 {rﬁﬁgﬁs} wF N |

.

6.2 B = #g i % (Perioperative Chemotherapy)

HOTT o p B Gk i SR B 0o (PHoiEE 3 B 4 e 3 B
Voo 6B ) o R R R ES F ik (PR AP EHEE) o 2Rk

A o

%+ % : FOLFOX ¢ CAPEOX - EORTC 40983 &=k & -1 - B+ &+ FOLFOX it
RTHEEFRTRET FEY (PFS) -
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o EERET N r"?"’ﬂ,ﬁﬁ edg A 0 A AR R e iV ¢ 4 ~ Cetuximab
v EGFR #&¥= 24 - New EPOC 2% 4 4 & % #F 3 > 4 » Cetuximab * = & ¥4 ﬁﬂ
®IRFPREC FEYEFWEEY > B RHIN P B PRl e RS

oo
I

SR AR ETFEBRA T R (RO L B IERH R

oo gk o @iz 2% (Unresectable) | e 4 &5 MU P58 W aga g F
e AR A S B RE R G R R T R S W R
(Conversion Therapy )

T.1 i inmk Kk

e BEBARMF ST FIE MR FR (Depthof Response, DpR) » # # * =
Z i B (FOLFOXIRI) = E’-ﬁf“&ﬁj e EH o
« HREFHEH:
o RAS # 2 3] (Vild-type): 7 i# 4% EGFR #u# (Cetuximab # Panitumumab) -
CELIM £ VOLFI %:#=% %9 >+v EGFR £ & Mol R R B R &5 (ORR)
+ Bg ¥ iRt Bevacizumab 0 it F kg 9 R0 *7 “ﬁ?
o RAS %%i‘l : 7 i¥ Bevacizumab (#v VEGF) vt BF&F N = Z it o

o EREEE - LN D *”f’fﬂ—? igF Lo £ iR ¢ FRFHEIE
5 (Oxaliplatln 5IA2 i - 1L R g i3 ¥ 0 [rinotecan 31427 953F) » 3 4o £ jie i
JER oo
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Eﬂrﬁﬁ (Conversion Therapy) : ftE;ELIFREI AT UIFRAO SRR

) mE) | eRER:GOEA . MEATORRE |

IR : B
Prossscia { 7.1 #4545 (Conversion Therapy Strategy)

1EI5EIRIE (Targeted Therapy Choice)
(4% RAS JiKHE)

MR ¥ : ; 2
(HER ) (AR o)
¥ ¥

%s @n@ ) EREANR [“"E"ﬁ‘m?mmﬂ [ Bevaciaimat ]

SH(L® (FOLFD)(IRl) gﬁ;gg = [ ,%mmgg ?o‘m‘ + S/ = WL
= mmﬁm ‘ F i (Timing of Surgery)
PACE: L S _
s s o g ) BEER: T
L (Resectable)

ek =CRAREY

SPIIER 5 E S  R L F PRI B ¢ S g T R 6 R N
+1+ B (Local Ablative Therapies)

1. BHREE (Thermal Ablation): 2. iR (LR 3. EEFEREARG AR
RFA & MWA (Hepatic Arterial Infusion, HAI) (SIRT / Radioembolization)
Hight SHA/CRH R §7-90 Bk D I h

<3cm, <3-5§ ¥y (RFA/MWA) (Y-90 Microspheres) (Brachytherapy)

PSR/ RRER

ITEEREML ST AR
(Brachytherapy)

155 rrr{_,-'
00 20 40 60 W !O.U = “Hx :
COLLISION &f#4 : {#ﬁﬁy- wm  (OHE 2 BEI{ERE Bk -F 72 RS Ry in

NERREENE ~ FHIR  ERE RERESRE

. #if f (Thermal Ablation) : & 4zsHiiif & (RFA) 22k il g (IA) « g » »
BE S (<35 8F) ~ B (<3 24 ) HnEf s o COLLISION 2% k7 »
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Ao ar 3 @A TR R RO ISR R E S gy TR
FE{ S S GARER{E e

o FF%EL % (Hepatic Arterial Infusion, HAI) : i< jkeje ~ ¥4 &2 §10F
BB kR Dt E 4 (4o FUDR) E 4873 » i B 378 e 7% o d 3030584 FUDR 3
BB g RAHT VAR AINERRRARKG S > PR PR TR E T A
Moo f * TIFEREL A BREAHINEE > E LR 9:5:7»:3‘—‘!5‘ 0

o EHPMP 85 (SIRT / Radioembolization) : #3473 *citiile =% (4 42
=90, Y-90) shlgzkid » Fd % > fieIk € + AR A p ¢ «E‘.m‘rﬁhﬁ*w]“ml%‘ °

FAZ AP AEBHBEGE G RO DRk R RIS

R A R LR AR 2 [CEOLS RS S EEE
FEAFELBRETHLA AR R FE S TRk H 1 (Continuum of Care) |
Bt TR R EFOTRE SRR 2 W N A RBRA I ool iR
B o

8.1 jnf el 3 aRl | HEF R 4%

NCCN ihaﬁ 0 ’”Tﬁﬁiﬁ"’% n%ff%:és’£4 Banic o o & Fiipl- Biiga? Hikie
-'Ufp%"* EER

1. RAS (KRAS/NRAS) Mutation 2. BRAF V600E 3. dMMR / MSI-H 4. HER2
Mutation (DNA Mismatch Repair Defect/  Amplification
High Microsatellite Instability)

8-1& 5% 3%

Prevalence Prevalence Prevalence

. EXTREMELY
POOR
x PROGNOSIS

Anti-EGFR Anti-VEGF @&7 ' '
STRONG PREDICTOR :

(Cetuximab/Panitumumab) Drugs
INEFFECTIVE / POOR RESPONSE TO FOR IMMUNOTHERAPY Primarily in
HARMFUL RECOMMENDED STANDARD CHEMO (Checkpoint Inhibitors) RAS/BRAF Wild-type
= 24
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1. RAS (KRAS/NRAS) : % 40-50% %"ﬁ%*p % % - RAS % % &3< EGFR #3
(Cetuximab/Panitumumab) #§ » FE R F] 3+ > SR F @ % i BGPR # 4 g e
$ 2 REEi VEGE 24 -

2. BRAF V600E : 5 8-10% %j c RIS A 0 P AHEE LK F B E o

3.mm/M$H®Mﬁmvﬁ¢« /AR R RREIER) 1 % SRR E -
B 4%tk & 234 & (Immunotherapy ) 38 »<3f ip] F]+ o

4. HER2 : 5 3% %ﬁ (i & 2> RAS/BRAF 4 4]) -

8.2 H- s R CL¥d Tipbar, st Tapal, udo)
g iR B

o FOLFOX (5-FU + Oxaliplatin) & FOLFIRI (5-FU + Irinotecan) : = ﬁ eSS MR ]
m}%{}fgg; » ¥ ;*’:—,Jq o

o CAPEQOX : Capecitabine B~ # %% 5-FU > = { i3

o FOLFOXIRI(=z= % & - ): Hﬁugwﬂﬁ)% ﬁxrﬁ i F A kow i (ECOGO0-1) -~
W f A <~ & F gl (4 BRAF R # *’\f"*)"‘f)m%“z

25 UM enuEE ¢ 2+ R P (Sidedness)

Ry (2B vs. &) AT BRI sAR R 4 b B R TR B e
Epoagsce ipdiTE K mCRC oA AL R TBEAKR

e ZWI*%% (RAS ¥4 1) : ¥ EGFR #u# (Cetuximab # Panitumumab) < _% -
R pE - PARADIGM 3% ¢ CALGB 80405 ¢4 47— R » = R RAS ¥ 2 3| &
ﬁ P ¢ % FL EGFR ZE44e + itk o B EM A (0S) & ¥ B> * Bevacizumab
(0S¥ 37.9 B"* vs 34.3 B" ) o

e +RI*H% (E#H RAS %) & RAS %7 (8% =+ ®) : # VEGF sl
(Bevacizumab) -+ % - 3 S:E + i ¥td BEGFR 2% F 7 &> P SR8 E -
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LEF AR N EEH%F (MCRC) E—F2E %R
~‘*ﬁ$ﬂs LBEss + £MRE
‘

@1& FOLFOX (5-FU + Oxaliplatin) / *?Rf?gh{“cuﬁc’,ﬁ B Al ENABE

FOLFIRI (5-FU + Irinotecan) (EEBAEER  PBB Midgut) JHTS (N (RERSEETR : %98 Hindgut)
6_‘[3 HWRE » TESAER :

S BT ‘
‘,_ @ CAPEOX (Capecitabine + Oxaliplatin) .
E ) ' &8 JAEGFR ke

s E‘g : ﬁVEGF fﬁ.ﬂ || (Cetuximab &} Panitumumab)
‘ (Bevacizumab)

FOLFOXIRI (=&~ A/ PARADIGM / CALGB
e # EGFR RREF(E » ¢hnll 80405 itsaER
O suen Eusem g (V)
HAK : RAEE REAEX %S( (%9%,5)
MK : FRAEEE (ECOG 0-1) + [N . EGFR (37.9f88) vs
A E tﬁ&d‘ (0 BRAF ZESISEETEAILIIR) * s Bevacizumab (34.3{E8)

—_—

8.3 L& ipKePRAL I dMR/MSI-H *%#

$0 5% ¥ 3 AMRMSI-H #achis 4 52 5% nlRC) L% d g+
37k (Neoantigens) > i £ tAEFRALE R -

S AEZEN | AMMR/MSI-H 8814 KR ERSE (mCRC)

( EE%RE : # 5% AMMR/MSI-H mCRC % |

KEYNOTE-177 &8 : — R B REHE

CheckMate SHW 58 : —4R&EREFE

|E(TEEH8 (PFS) b a7
16.5{A8
a Nivolumab g WRAE
Pembrolizumab 82188 (PD-1 #pfiI#H) b EBrRcHE
(PD-1 i) E + #

Ipilimumab
Pembrolizumab  4E#t{L5 (CTLA-4 #ipiiRY)

@ BERIERED z EEREEE (&

SEa®ls dMMR/MSI-H BERRRIIFENRE
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Ipilimumab
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o KEYNOTE-177 3#% : ##7 Pembrolizumab (PD-1 #r4|#® ) ¥ Ziv3 % - &5% > 2
£ 5 .%mﬂﬂ (PFS) % ¥ @ o4R® it (16.5 B * vs 8.2 7 ) 2 BRE R T
PO LREFLE

. CheckMate 8HW % B AT M ¢ 0 Nivolumab + Ipilimumab B & Z %2 &%
- Bt L F o o B e 4L NCON 71 5 dMMR/MST-H & 0% - ‘sﬂ‘g‘é’” *
(Category 1) -

FLF BB ALY R-AMABMRRLEILRK

FE - MR A R (RREN) B FEBPAYF AGIEE AAABERY -

SIS AR EREER AR ERE (Second & Third-Line Treatment Strategies for mCRC)
EF—IRAMKAH (After First-Line Failure) > fkigRi#R AR  Bit « BRRMEERE

9.1 Z§RaM | RBEEEBR{ER (Second-Line: Switching & Cross-Line Use)

(B BE (Switch Chemo Backbone) M EFEEMIFRIDH (Continued Anti-Angiogenesis)
- = B[E p Bevacizumab + ER{LREH
e - (M R AT )
(FOLFOX) (FOLFIRI) (@ (@ paercent (@ +FOLFIRI TRAMERE

9.2 B=IREBAAR | BB IEE M (Third-Line & Beyond: New Drug Landscape)
(8t #4¥;aE B H Refractory Patients)

g ()
&9, & €a1

VEGFR
» OREHES - ZRBEEIE Pl - EEiEME VEGFR 1/2/3 I8
* SUNLIGHT 5t88: + ReDOS H&: A . * FRESCO-2 Staa:
BEEIER OS (10.8 vs 7.5f8) & PFS | B SRR B B 2R ARENERFEN
« NCCN B =458 (Category 1) (Dose Escalation: 80mg -> 120mg -> 160mg) - FDAREEEE
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o {#HibFFiF:F- AT Oxaliplatin (FOLFOX) > = s Rl#&#: 5 Irinotecan
(FOLFIRI) » & 2. 7% 2% o

o Fik FATE EH endF Fard) ML (ML18147) 3z F > T - Mg * Bevacizumab
SEL R R FiIzT YR Bevacizumab (B 5% ) » M F UL
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9.2 ¥=MRELBA K ¢ ATEP AR

it (5-FU, Oxaliplatin, Irinotecan) £ # % @ #|54 - PR B 0 3T #
KRG FIAT %@?z’é#b R G SRS E g

e TAS-102 (Trifluridine/tipiracil) + Bevacizumab : &8 - B PRIV B &L 2 & o
£ 2 fem g &0 SUNLIGHT %2 %+ - fsp/o% mCRC %i’ > TAS-102 2% &
Bevacizumab #p#3tH * TAS-102 > &g ¥z £ 7 3 mﬁP (10.8 ®* vs 7.5 B
T)BERECFEP ot s p A NOON 2% =2 Rp &> % (Category 1) -

« Regorafenib : v JR & jprpsdrd )& o 8228 5 s L AR EHE T ¥ %li\ﬁ YT
i)ijifpﬁf@ ReDOS #5% #F >+ * B EEHKv: (p & 80mg > =& 120mg >

%z iF 160mg) e ,ﬁ!/g’:g}/%f e F T oo ;{«F{—gtz—} ,ﬁ—ﬁmmf]‘ 1+

o Fruquintinib (&% &) : &4 - #% 5 &P VEGFR 1/2/3 FrdldH o 23R E
FRESCO-2 #2% ZF > ¥t BX# F55% (¢ 7 TAS-102 & Regorafenib) =n
&+ > Fruquintinib i B Fae & 388 > 2 % 2424 - 2% &F FDA % -
A ER PR NS ARILFE o

9.3 FXAFIR RO KR FicHk

« BRAF V60OE =% : = @Q/VJ%'FT i# Encorafenib + Cetuximab - BEACON CRC #Z% %
Fooot R kar 3 s e ¥ BRAF BLASenR W B B F BT DALV R > & 5 b
AR tRL b H ORI o

o HER2 Hi+: *ﬁ"s“ RAS 272 3¢ HERZ #3# (i 3%) Rk ¥ * g€ HER2 1=

%% 2 Tucatinib + Trastuzumab (MOUNTAINEER @& ) <t & 345 & %8 T-DXd

(Trastuzumab deruxtecan) (DESTINY-CRC i#2% ) - 2B m 14 & BFaviBF &
&Koo

e KRASGI2C % % @ i3 03 rﬁi%‘?”‘ﬁﬂ %% MtF 7 REL o Adagrasib
2 Sotorasib (KRAS G12C #r#1]# ) 85 & = EGFR %8 (Cetuximab/Panitumumab) °

% KRYSTAL-1 # CodeBreaK 300 =% - & Fk»c > ¥ ¢ jE FDA {28 o
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BRAF V600E Z8## HER2 [B14% (RAs H45, ~3%) KRAS G12C &4

_— —— HER2
/ ‘x\\‘\
%Hdh?g A @
=D TR
f_?/ A]..T (\ C% 'ﬁl& C?@Wg Adazgrasib B ?&F? !r“:;\sib
, “ % HER2 JHIF HilemnEane jand it
ZHaEaE Tucatinib + (ADC): T
Encorafenib + Cetuximab Trastuzumab T-DXd 1 EGFR #12
(Qﬁm Dual Target) (MOUNTAINEER &t8) (DESTINY-CRC ﬁﬁ} (Cetu xlmab/Pamtumumab)
@ BEACON CRC &t = KRY;T;L-I | CodeBreaK
= [RERR R MK ERERIER =¥ 300 H85:
MRS AR R EE ERE RN 1 FDA B

% - ¥y - B E%% (Appendiceal Neoplasms)
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FRrimiiFl Ll b8 E2 0 g REXTF  §EAS

10.1 # g2 ichm RAY

Berhmatasigp i (NETs) 820 A vhs o b+ LBy o dibfen K& 1
R B Ak e (LANN) -

BRI BEEAF (CRS)
+ REREREERR (HIPEC)

)

1. FEIERE S HHE LAMN/PMP
i [ L b P
r (NETs)

1
ERHEE
MR

(LAMN)

BERE{RESRAR (PMP):
BRRE 70 M SRR AR

(Jelly-like Mucin in Abdomen) IS ABRE] B i
(Remove Visible Tumors) ég 1 8A: Eﬁﬁyjﬂ:ﬁ

3. MEMRE

REEMEARAE

(Invasive Adenocarcinoma)

s wrammen

%,;:f + RESHE

HLRE/ M7 - REMMBA(CREMILTER)vimtt

(Rare Lymph/Blood Metastasis) : (Heated Chemo to Kill Microscopic Disease)
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o LAMN & 7isigdbie % (PMP) : LAMN #f o 3t gk B 3 Ak e 462 g > )

Frg ik B (Pseudomyxoma Peritonei) | @ TR vep “uid % if k aidbik o i

SRR R A BT A A

LY ER R R AR U= TR P F- RS SIS ATE

3]
=

* % % #% £ #F (Cytoreductive Surgery, CRS) <4 #¥piE# % (Hyperthermic

Intraperitoneal Chemotherapy, HIPEC) - R - % “h R
MR o BEfS Rt D 41—43°C it B B BT Y OB A 5 i
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#) o A Bl £ (Salvage Surgery) i ¢
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{CREREaREIFRAER

(Side Effect Management of Chemotherapy & Targeted Therapy)

{ERamsIEnN ~ A ) St RSt

ca )’ REE (CID) =0 @ (Oxaliplatin) (% EGFR &)

2/ &8 %R# Irinotecan, 5-FU —" Oxaliplatin 5|{EMR21E1HE ERERE
31 o - I E TR R AR 2 IEARAT
#5Z : Loperamide =0 HLHK BasE
21 (rinotecan AR ) : Atropine A BB SR NFE TR RS Byl
fi& % /ILi& : Octreotide 1814 RENSNRFHGA OfR: MEESMERRER
e a@ L ® ﬁlﬁ:rHH@@J{Stop-and-Go}J > =

<>

@@@@ WAKH B BER{CHEE BRE iSO mEE 4

(EBEHE) AA

=32 850 DY (Hydrate & Electrolytes) (5-FU)

5-FU 46/)\BEE T BRSO ETRAD (ET Nurse) 7T A
« IR PRI B3PI R R o '\ - BESEEON

- R AR RE - R

R REAIRASIAER HARAE . BEER/RERY

o BN 5IA2enig (CID) : % 2% Irinotecan ¥ 5-FU-
o Jl lERIHT Loperam1de Fr#le £% 4> Irinotecan a‘ig?l_é T hgk
M (PRkERcE IEE ) 0 W % Atropine B fE o ¥ E N B ME R
% Loperamide &»<> % ¥ g # * Octreotide ° & ¥4 & @ L & & ~ U
& F IR e T i“i%’KA}?ﬁi??ffu °
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FABE > AR ERRE T EEF R AR -
o BEEFHIFHEET RBH PR (FLBESBAS) 2 v Re RS
;42 % (4c Doxycycline) » ¥ EFFREA L LR -
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PR b F] ZIL R #mik U B (Flow Restrictor) REiT A & 241 % 488 4
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