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| Abstract |

Survival outcomes have been steadily improving for last 50 years in patients with colorectal
cancer. The 5-fluorouracil (5-FU) is still one of the major chemotherapeutic agents. New
cytotoxic agents, irinotecan and oxaliplatin, or targeted agents, bevacizumab and cetuximab,
have been studied in the treatment of colon cancer. Adjuvant chemotherapy is indicated in
patients with colon cancer at high-risk stage Il and I, and after complete resection. Oxaliplatin-
based regimens, FOLFOX, are considered as the standard adjuvant chemotherapy. If there are
contraindications for oxaliplatin, the best alternatives are capecitabine or 5FU/LV. In rectal
cancer, adjuvant chemotheradiotherapy is indicated in patients who had curative resection with
stage Il and lll cancer. Adjuvant chemotherapy is necessary after neoadjuvant chemora-
diotherapy in rectal cancer. The introduction of novel agents targeted to specific molecular
features of cancer cells promises more options and marked improvements in efficacy for treat-
ment of metastatic colon cancer. Bevacizumab has been shown to extend survival in colorectal
cancer when used in combination with irinotecan and 5-fluorouracil-based chemotherapy, and
the addition of cetuximab to irinotecan and 5-fluorouracil-based chemotherapy eliminates irino-
tecan resistance. Interestingly, there has been no clear association between the expression of
epidermal growth factor receptor (EGFR) and response to the EGFR inhibitors. Instead, KRAS
mutation has been accepted as a negative predictive factor for the treatment of cetuximab. In
contrast, no valid biomarkers for bevacizimab were found so far. More studies are necessary to
identify biomarkers of targeted agents. Recent advancement of chemotherapeutic agents
extended survival in colorectal cancer.

Keywords: Colorectal cancer; Chemotherapy; Targeted agents

8 4 8 of Cham ek Sotststaw; BN

CHER X|=0l ARl Xe e T o] ARg-H A 9lek 1980 th ©]F leucovorin (LV)©]
£915]0] 5-FU2| modulator&# AREE L 9]0 1 2000

Zete] AAEE AREEE oFA F9f 3 5- o o]Foll= M2 Athe] AEE/ 3AIR] irinotecan
]:]-] fluorouracil (5-FU)< 1950\dt] o] F5E AA7}A] 7} oxaliplatino] =)=}, 78 5-FU AAQ capeci-
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Table 1. Survival outcomes in patients with stage Il and Il colon cancer (MOSAIC trial)[13]

2 Oxaliplatin/LV5FU2 (FOLFOX)
Oxaliplatin 3t WF7A] &<tA]|
2, B2 AP |dellr AMEElR= oA

5 year DFS
FOLFOX LV5FU2 HR pvalue

6 year OS
FOLFOX LV5FU2 HR pvalue

Overall 733% 674% 080 0003  785% 760% 0.84 0046
S 0] o

Stage Il 66.4% 589% 078 0005  729% 687% 080 0023 oIet. 2000 df o] E=gsiom,

Stage I' 83.7%  79.9% 0.84 0.258 86.8% 86.7% 1.00 0.986 A7ete] Hoeke] X5} BHxs)st

* DFS: disease-free survival, OS: overall survival, HR: hazard ratio

Qo) ARR-Ea1 QIt}h LVSFU2E de

" FOLFOX did not result in survival benefit in patients with high-risk stage Il colon cancers

(T4 lesion, perforated, obstructive, poorly differentiated grade of tumor, positive venous

invasion, harvested less than 10 lymph nodes during surgery).

tabineo] 27| E]o] H 5-FUS| AH FAlel| wp2= Hz)
|3 BHgRS of= A& hAls] AL glom, 20006 o 5
"} 0] Fof| = bevacizumab =& cetuximab¥} 28 E &%
FA|(targeted agent)2] =Y o Ao thdete] A=
el ZA 7148kt
ek (colorectal cancer)S afj 58tz el 9)x]of wle}t
“FeH(colon cancer)@ A7 (rectal cancer) 02 T
=tk Aol A A< metastatic disease)d] A9+
Aol ol FUHA ALHAR, 7= F Bty
Bolle 2t ARekel FEHo olg ook

co 19 ol

1. 5-FU/LV (FL)

T4 T 2~3719] 2% colon cancer) FAfelA] 4=
% B % Q¥(adjuvant chemotherapy) & & t}oFsl g2y
8ol 5-FU/LV (FL& AH83 35 frefsbll &gl =
7¥gho] 1990 dth ol Al of 2] F-2k9f 374 SA-ollx] S5
=Hlom, o] F A Adellr] 7H wol AMeEE A2
Mayo Clinic regimen (5-day bolus FL, 67§€)o|cH1].
2~3719] 2 84 R & T 4 v ¢
F(1517%)7} 6719 7ke] FL 83 Al33t -(15878) 2 |
W3FRE ), 5@ FAE ABEE(relapse-free survival)
(58% o 74%; p=0.001)3 53 HA YE&(overall
survival)2 (63% tf 74%; p=0.02)2 25 EAIHo 2 &
OJHA| FL ollA] -4 3hs Barsict,
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Gramonto] < EJ38F 5-FU/LVY]
2445 g0 2 bolus 5-FU/LV
(FL) @¥jel Hlulste] 23 Hellx=
Hag Tt 54 Helde g U AR delA
At MOSAIC 7= & 5 2719} 3719 A7etolA
% % Bz QWMo LV5FU2¢} FOLFOXE v wah= tit
T34 adedTrolal 1998 AR E] 2001d7HA] & 2,246
o] a7}t FelatleH2, 31, FOLFOXE A8i3h F-ollA]
T AEET 0d A YEEo] TAKCE $YFs
B3It Table 1), Z2fu} 37]ol|A+= FOLFOX 9] A

N
-

3. Capecitabine (Xeloda®)

Capecitabine2 778 fluoropyrimidine A2, 5-
FUS ARE o whas P28 E09G-FU A& A5
2 Qlgk jolv T4l A Ao o] glar &3t HellA] 5-
FU/LV (FL B& LV5FU2)#} 243 553 202 37ty
o) 52 H8Fol ik gk, 4 ¥ 371 24 )
£ o2 Bz3}sta o 242] Mayo Clinic regimen
(FL)#} capecitabine ¥k thyt 34 od7tol| up2,
A AEEF A AEE Hellr] 55 FHcapecitabine
9] non-inferiority) o] SHEACH(p value for equi-
valence ¢ 0.001), 3% o] 33+ 4%, 7Y 5
=28 capecitabine oA © AATHp(0.001)[4].
Capecitabine2 37] A4ollA EZ2 Q% © 2 FOLFOX<&
AEA o 9o 24 5 9k

4, O 2ol B 3tsteH

AN A ke AEEA FAIL irino-
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Table 2. Pivotal randomized phase lll trials of bevacizumab in patients with metastatic colo-

rectal cancers

Hurwitz et al. [19] Saltz et al. [20]
IFL IFL+Bev P value OxF OxF+Bev P value
RR 34.8% 44.8% 0.004 49% 47% 0.31
PFS (mo) 6.2 10.6 <0.001 8.0 9.4 0.0023
OS (mo) 15.6 20.3 <0.001 19.9 21.3 0.0769

*RR: response rate, PFS: progression-free survival, OS: overall survival

*|FL. irinotecan + bolus

Best supportive care
Capecitabine
LV5FU2 (De Gramont)
FOLFIRI or FOLFOX
Avastin+IFL

FOLFIRI = FOLFOX
FOLFOX — FOLFIRI
FOLFOXIRI
Cetuximab+FOLFIRI

Bevaczumabi+FOLFOX

0 6

FL, OxF: FOLFOX or XELOX, Bev: bevacizumab

— > 5
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Figure 1. Recent improvement of overall survival in patients with metastatic colorec-

M AP 8 Ol FH49 A
getel Bz FREARD) X oA <]
= 5-FU/LVolH, 1 g3}
2 71EH R A
Mayo Clinic @90l w2t} 2
& 54 52 PR 2 (pos-
toperative adjuvant chemoradia-
tion) Bt} §+< A sFehkALAH 9
(preoperative chemoradiation)©]
AE, o 5 A oAl
QWo| I AET =4 HollA &
% Fo| 2R $U5] uholt
[9~11]. < A 3FHHIALA QS A
3t Aol afd7re] B etst
shayjo] FAE, C
AL 2 A ]—01‘4 b’]—ol-tﬂ—/\}/d_g_}:ﬂ
e BEgayion Agd

. AR g FOLFOX7} 5.
FU/LV Bt} Hx oW o ax 9943}

Capecitabine 2]

tal cancer. k= =75 o134 gith,
tecan®] QJt}. Irinotecan/5-FU/LVE ARY & & H 6. Q2. BX3|IstQH
Z3etaRl o 2 Awslldl B /A A Adte A iR Ao % F HE ey o7 A} 67191t 3
H o HA7AE FL ¥ Hla) o] Y AL 1o t}. 37]9A1= FOLFOX7| B2 a¥o|d, 27] 118]d7te)
BFaL UA| HEakal YJolA, BHFZ ¥ olA] irinotecane 3 739-= FOLFOX, FL, capecitabine¢| 1#E 4= 9t} A
A =ths~7]. Hol At s AMEE A A7t 4 B BF QW 0 F irinotecan 5= bevacizumab
XA Al (anti-angiogenic agent)?] bevacizumab& & 2 FHA =), A Aee ERoposE At
o] 3 (NSABP-CO8)ell oJatd JA] 2Aqte] & & WA 257 e Foll . e Akl As
bevacizumab/FOLFOX H§F 23 0] FOLFOX £ ol H]a} £ ASede & 5 dusistario] Ag-Hr
218 AE 73] g HolA] akgirhs].

Told CHEUoIML] nAM effeleiQ™

5. Z|Ztoto| R QE
°

23te] 35 27]

OPHT3 = N+)oA= Bz QRS ol e

o} fe) AEge

F< oA of rd ol w2t
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37 A S H(Figure 1), B AIE SA8A] 9
G 15~20709, BHABAE F7sto] AHEEE B9+
20~ 257§ 7HA] FHABE7 7o) BarEan gl ol d o
Zgetellxle] 1214 getslet a o] £k 5-FUE 71820
2 ol= 24 e W o2 5-FU oxaliplatin F=+ irino-
tecang WEste] ARE3h= FOLFOX (oxaliplatin/5-FU
/LV) E= FOLFIRI (irinotecan/5-FU/LV) Q¥ o]cH12,
13], o]2fgk 2A4] Qo] FAL vl Ak shHA] vk
& HolM= ey whizol 14] Qe 5% 397} of

e 354 ekt

onl

1, 28| 2
FOLFOX$} FOLFIRI= @A Zo] A tizdete] a2l A

=74 FEanie] Vgt & ¢ 9le whE de] A

l

3 9}, Z4Zhe] Bapg-o] oL thEANh wh-EolU A
E& WM 79 Hiah F 7] oAlE AMShe

Aol et Bixte] AA| BEE Hollxl= 2 zbo|7}
= 20 % Harslo] glty, GERCOR $i-= 24 839
FA2l QH<] FOLFOX$} FOLFIRIZ 27} 241 uleg
A ARG o] Btel BARE-S Yol Fzke] i At
oJth(14). A & 1" line FOLFIRI & o] Z&)a}A 2™
line FOLFOX& (FOLFIRI — FOLFOX), B & 1% line
FOLFOX & A®o] MasH 2™ line FOLFIRIZ
(FOLFOX — FOLFIRD) 2 F-2+¢] vj4sle] 2182 zlgs}
Qar, Zt ol 2™ line treatment7}A] B A8 vk gh
A= 60~70% 7Fe] At

FOLFIRI ¥ FOLFOX, ¥4= FOLFOX $ FOLFIRIZ
219] i gste] X|mgk Aol webse A AE 7RG
23 AEE Holxe F T 7ol 2ol HolA| ekt
(Table 2),

A X E7} FOLFIRI?IA] FOLFOX¢IA|o)| wjepr = vl-&-
& ek 40% 7HE, 7RI BE 7REE oF sl AR
TAH SR ApolE HolA| sk}, FAH8-2 FOLFOXE
AREEE ollA = 217 o] kAL, FOLFIRIE ARS8
A= AAL B S5 A T 54 S0 = ke

=
oh, wEbA oAl el A ol Tk P2k, 14 A8 A

%

R
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2. A72 fluoropyrimidineQ| &M

FOLFOX9} FOLFIRI 2] A< FLO] #|2 AF =2 915}
o] ez 4wl St dasihe 4 Fe
gl m= vt AuEad, AR 895 o)
F2go] TEA WAYE 4= 9t} Capecitabine 2] - FL
of wste] &3} Helx= g F53 2lo] A 9l
o F2R8 W E= Hof ] Hellk= FLe| Bs) -k o]
284 9ot webA] FOLFIRI B FOLFOXE XELIRI

[e]
H

N
off o &

lo

o\ =

L

(capecitabine/irinotecan ¥%}) E= XELOX (capecita-
bine/oxaliplatin H3hH 2 thAlslA} 8= 37} Bo] Al
=t

XELOX®] 79+ FOLFOX$} ake} 2 HollA A
o] 53t @Al o)A tigetellA] FOLFOX9} XELOX
=553 gHo g oAby 9JtH15, 16), 2L} XELI-RI
©] 78-9-= FOLFIRI®} H]1ake] 3} oM o7t &58f
I FAEE 25 U Be 2108 delA glofa] XELIRISH
FOLFIRIE H| W= t)it= 34 77} 27 289 v} ¢}
tH17, 18], < XELIRIS] W3 E 297} L2k (modified
XELIRD o] thgh o1 A-5o] M =L lojA, 5 23
£ AAE H a7} 3t

3. IXx|=H|(Targeted Agents)

AA Tl ellx] ol g tidetel A8l s7kd BHA =
A= bevacizumab (Avastin®, anti-VEGF recombinant
humanized monoclonal antibody)¥} cetuximab (Erbi-
tux®, anti-EGFR recombinant chimeric monoclonal
antibody)©] AT}, Figure 104 B 4= Q1%0], A2E A
¥=A] kA (irinotecan, oxaliplatin) @] H3to 2 o)A
thodet Bxte] HA AL 7IREe] FRhgko] oF 2070 € 7HA|
ek FAARAE A 0 E ARk A9 2570
7R A& 717bo] =L}, @A NCCN guideline&

dold thgste] A A 57E BAAEAE WHshe 2le +

oot

tiatolArEsxl 585
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Table 3. Bevacizumab-associated adverse events (from the BEAT study)[22]

Is}sEas) W8 el wahaglol

Any grade Grade 3or4 Z =t} 14} irinotecan®]] 13§38+
Hypertension 30% 5% ol A A= Ao 2 23}
Proteinuria 10% 1% e e .
Bleeding 31% 39% 2| 224 FOLFOX$} bevacizu-
Wound healing complication 4% 1% mab/FOLFOXE B3} 34} oA &
Arterial thromboembolism 2% 1%

Az o] Fukd s

Gl perforation 2% 2% '?_ E“+7]' ]E A= 6HTE]:]'(ECOG

Zskar gict. ol2gk A 5A) 0] Wk ejuetA e 54
AgAle] BE gt ¥4 &= Tkl vlE--a3 Hol
A oA aresfutol & EAlolot, 2 S5k ol2idt oF=
A S Aelekar, 2wk AeS WvkE BE|R
gt

(1) Bevacizumab (Avastin®)

Bevacizumab- circulating VEGF (vascular endo-
thelial growth factor)Z& ¥4 0 2 3= humanized 1gG1
monoclonal antibodyo|™, A thAeHS H| &3 oE 1
5 ool EhE Qg gl FAA Hold g
otol|A] bevacizumab®] Z-35& 12} X84} 23} X8|
=315, bevacizumab @50 2= 37} gl M| EEA
sloba| o} Wglksle] ALg3ledof 3t} Bevacizumaba A
o]d thgStollA] AMe-E= BE MESA Ao} Wete]
7FsatH, ofw ofAlel Weksltlete a3t Helx= 719
&6 Ao BrhEaL Qirh

Bevacizumab ®3t o] AEE5A A Tl v]3]

= Bagh AR it I+
20043 Hurwitz 5{19](irinotecan 7|9+ QHo} HEH-H]
)} 2008 Saltz S{20](oxaliplatin 719+ @ H3} W
H)w)of| o]3) HEFTHTable 2).

Table 394 7]&3}50], 12} Q¥ © E4 bevacizu-
mabS 24| @Rol Hekste] A8l 74 F13 AE 7]
Zl—g %’-5;(4_0_; oﬂz]-ﬂ‘— VAR 0 =2 _/,: glo cq ;qxq] /\g_._ 7]
+o] 739 bevacizumab/IFL ¥3 Q-2 IFLY| B]3t] &
|42 folsiAl 7192 bevacizumab/XELOX
or FOLFOX ¥g2%-& XELOX or FOLFOXo]| 1|8} Z7}
3= 738k wkS B 59t} Bevacizumab-& o]z} 89 3}

AL 717 e

r

N

¢

_E

E3200 97)(21). Bevacizumab/
FOLFOXE& A3k o4] FOLFOX
T2 AR ol WlEf BkgEo] SAIH e = frefaiAl =
O H(22.7% vs, 8.6%, p<o 0001) Fx18) AE 7|7 S|
AR FofetA AAH7.3 WL vs. 4.7 7€
p<0.0001), L} £ AFoA ARE-H 23} QW beva-
cizumab®] &#Fo] T4H O 13} QWO A HE
5 mg/kg/2-week®] 5 2] 10 mg/kg/2-week7} ARE-
Holrh o] #7214 ek,

Bevacizumab @] 282 T2 A 254 gtA|9l= th
2t} Bevacizumab Z@ 228 tfiftw #F A4
(BEAT ¢174) 9] A3}ollx] 2 i Elo] 3] om, o] BEAT ¢
T+, 13 B2 A2 bevacizumabd A|EEA] oA
(FOLFOX, XELOX, FOLFIRI, fluoropyrimidine) HgQ
WS Z1,9657 9] fAtollr A|ete] A3k et it

2 o} 9d7to]tH22], Bevacizumab ## Hzgo Al
ZJ¢] anti-angiogenic agent?} 7}Al= K280 & AHrgst

4= 9Jo.H Table 39l A2Ja}te},
(2) Cetuximab (Erbitux”®)

Cetuximab-& A ¥ FH o] EGFR (epidermal growth
factor receptor)& %40 & = chimeric IgG1 mono-
clonal antibody®]t}, Cetuximab-& FOLFOXt} FOLFIRI
5o BF AE=A s ol B Aufgh B, 53] o]
A9 irinotecan®l] =25 o] 23t 73-2-ol| %= cetuximab3}
& o] Halx|Qly] whzo]
THBOND trial)[23], BOND trial-& irinotecang ¥&3+
EE AEER Aol A B4 2, % 2o
EGFR R ofz2]sket 4] At 4411 %‘rx} 3208< o
© 2 cetuximab Y=} cetuximab/irinotecan H-& 8

£ H|wek 32 JAFATol}, o] A9 irinotecand] kEF

irinotecang W w &S
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Table 4. Different efficacy outcomes according to the KRAS mutation status (CRYSTAL and
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ximab¢] 37} tha2rl= Ho] o

OPUS trial)
2 9)e] ATt AnpSo| AshA] =
CRYSTAL [25] OPUS [26] N
5
FoLriR TOLFIR! value  FOLFOX "OLFOX o ie LS, 501
+ Cetuximab +Cetuximab Q) K-ras &%Ho| o8} cetu—
Overall patients ximab
RR 387% 46.9% 0.004 36%  46% 0.064 .
_ 2= Ao} o] vk
PFS(mo) 80 89 0048 72 7.2 K-ras fr32h= tigehel Aol
OS(mo) 186 19.9 AAEH o] §-44} = SRR 1967
KRAS wild-type A A5 =] 0 EGFR A A1
RR 43.2% 59.3% 0.03 37% 61% 0.011
= AAZ ZAEk T o)= ©
PFS(mo) 87 9.9 0.07 7.2 77 0.0163 T AL AAE TSk 2l A
0S(mo) 210 249 Z 3ot} K-ras ¥ ol(point
KRAS mutant mutation)= A et 2e] of
RR 402% 362% 49%  33% o ebola] vl o
PFS(mo) 81 76 86 5.5 0.0192 40% 7Rl T, S wol
OS (mo) 17.7 175 QA= codon 12T} 13HA] 7}

* p value: clinically meaningful values were recorded only.

* RR: response rate, PFS: progression-free survival, OS: overall survival

A B 9 25 Afjgt HL-o% cetuximab/irino-
tecan -8 QWS AFEAS wf vHES 22.9%, 711
AE 712 41704, A BE 7IRE2 8.671UE Haist
At} £3] BOND trial& cetuximab©] irinotecanol] thdk
WS S5 7 vk A 55 X5l 25 g $4
EdANE F71HQ) % vRES 571 BE VIR S
710 = vk A& Baslvk= ) ofol7t Jlof Fash
AR 7} wka Qit}. o]F oxaliplatin 7|4ke]] Alsfjglk 3k
AETRS Ao 2 23} @ 0 2 cetuximab/irinotecan}
irinotecan ©F=-& B3k EPIC ¢I7H24], 13} SO0 2H
FOLFIRI vs. cetuximab/FOLFIRIZ B|28F CRYSTAL ¢4
TH25], 13} 89 © X FOLFOX vs, cetuximab/FOLFOX
£ M| OPUS G20 5o Hol =AM, ol
thtellA] cetuximabe] 2855 W7kl gltt, ol
AFE 9 FEAL cetuximab®] anti-EGFR monoclonal
antibody©]7] wiiell g} A& e] V]S “FdA oA
EGFR H A7} FAJQ1 A9 = Algkatgitk= Zolvt,
Tt o] At 23l oJshd EGFR WM Ay}
cetuximab @] 3o} Aol gl Aol wraixlrh27,
28], EGFR 2% Ad A A(signaling pathway) ol] #asl=

FAAF F Sl K-rase] &% o] Fr-oll whebA cetu-

[e]
<)
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A E31(81%), codon 61H(19%) ]l
A R 31,

E- o] o7} cetuximab®] FI ol Q31 o]
7L K-ras7} 7’Hwild-type) 2l 749 EGFRES
= A AL a9 A AA AAE At A2
Aol E9E B 4 JAT, K-rasol] EAHo|7}
K-ras o}2f £:2] EGFR A5 A< A A7} 474
& X3} = o] (permanently activated) AH¢] w72l
EGFR& 2bhstol e A2 S2jo] A& u= 218 s < ¢l
Al Hoks Zlofeh32]. o]¢} Zo] cetuximabe] FEaol=
EGFR 94 ojo} F3317 K-ras EAHo|7} F23 of
= AAK(predictive factor)lo] G AHA], o2 374 A
TE0 thgk Aae] AsfiH o] AmHUrt. Hold irdet
3kxtollA] 12} Q¥ o EM 9| cetuximabe] 3ol gk o)
FA2l 94791 CRYSTALF} OPUSS] AFE K-ras S99
o] ool upe} A Agt A3}E Table 49 Felskalct.
Table 49l|4] H30], CRYSTAL <179} OPUS 7 B
A, K-ras W07} Q" Z--(wild-type)ollTt cetu-
ximab®] 35 7|t 4 ot H olgt AHE nhe
© 2 cetuximab¥] &7MAFelo| “Kaas M7} gl
2 AR ARESRE Aoz A E A v AaAEH 9
EGFR &¢1 Holel= 2], #2ke] ¢itofl ofah vt

A K-rase] Qo)) vl Qlg7be] Afol7} glom, &

é{.ﬁi?
off ~O
2R
ETEU’

[o o olll 19 rhu
& 1o
o

e

i

tiatolarEisixl 587
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To| M= K-ras EAHO] 50 whghA] cetuximabol
thek A8 E3p7h thavkar e QleH33l.
@) K-ras 9|9 o2 o5 Q&

K-rast cetuximab X8 &3}ol| th3} o= ¢1xHnega-
tive predictive factor) 2 ¥1S ¥kt 18U K-ras &
Ao|7} gl b EFAIA cetuximabo] E3H4 91 7}4\
2 o}7] wioll, K-ras £]o]l EGFR A& Ag A7 W¢]

2 A Tl Al o) cetuximabe] &3} Afo] ]
QAR e e A75o] Bukeb WA= ek
< BRAF, PTEN, PI3KCA Boll34~36] that 7}
FHT glov}, o} A= Zr)H el o) o D)
Bevacizumab?] 9= o}&] o|Z01x}a} & uksl #o] ¢
o}, AR W Ao ofslH 27 e g Yo HE lx =T}
bevacizumab 37} o] Jti= By 9 ouH37] o
$E ATR AT o} BE 2 WelSo] e FET,

4, Q9F-Mold chEetel TAMH st ¥
Fluoropyrimidine/oxaliplatin &= irinotecan 24| &
H(FOLFOX, XELOX, FOLFIRI)¢| 7} Ho] AR A
¥E=A] 38t a o]t} Oxaliplatin¥} irinotecan®] X| & <=
Ao 2 AdbA el ga3to] xjo]x Qltl. FOLFOX$}
XELOX+: E58h} XELIRIY] -9 FOLFIRI BT} F50]
"olA|31 $hgo] £ 5 gUrke Bt Qo] Foi2

L3} LS5 H fluoropyrimidine ©5(FL B+ capeci-
tabine)& AR8BhH= 212 &ake] Al AFE7h LR Aol
AR A 298 AP IR .

Bevacizumab®] 7, 12} = 2320 2R A|X
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