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BRIEF SUMMARY OF PRACTICE GUIDELINE
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Systemic Therapy for Advanced and Metastatic Colon Cancer

Jae Jun Park

Division of Gastroenterology, Department of Internal Medicine, Severance Hospital, Yonsei University College of Medicine, Seoul, Korea

Colon cancer is one of the three most common cancers in both men and women in Organization for Economic Cooperation and
Development countries. Approximately one-quarter of colon cancer patients have a metastasis at the time of diagnosis, and systemic
therapy is used in many of them as a first line therapy. In addition to existing cytotoxic drugs, target therapy has been introduced in
colon cancer and immunotherapy has shown clinical benefits in the treatment of metastatic colon cancer. The purpose of this review
was to briefly summarize the National Comprehensive Cancer Network guidelines for systemic therapy in colon cancer with special
reference to targeted agents and novel agents. (Korean J Gastroenterol 2019;73:202-206)

Key Words: Colon cancer; Advanced cancer; Metastatic cancer; Systemic therapy

NoE

) A9FS Organization for Economic Co-operation and
Development (OECD) =7} A @y EX gz o g Hho]
A= 3 4 5 shuolth f-Evehs
et sl 7MY =2 et 5 dhueln, 20149 10%F
W HAE 4267, oAb 23.075 0Tk ok $HAke oF
1/42 et FAof] Hol7} gelsttar gl glon o] Tzt
Sof A A4 Yok ARot 94 Anses e
ol tigerel d A &ol= 5-fluorouracil/leucovorin,

capecitabine, irinotecan, oxaliplatin, bevacizumab, ce-

A AAH o=

tuximab, panitumumab, ziv-aflibercept, ramucirumab,
regorafenib, trifluridine-tipiracil, pembrolizumab 12|31l
nivolumab¥} 2 THeft ofAlE0] AREEL: o5 °FA 9
A8 717> DNA 54 oA, 93 g 44 1xKvascular

Received February 18, 2019. Revised March 25, 2019. Accepted March 25, 2019.

endothelial growth factor, VEGF) % 3u A& oIz}
(epidermal growth factors, EGFR)2] &4 A & tlofFs}
o w9l objle] MElojE XE B, oH Nao §3 U
A7), ¢ FAA Ho] o 9 ofAl 54 ol e Eh

National Comprehensive Cancer Network (NCCN,
www.nccn.org)= U= Yl 277 F8 JAES AREIER
TAE vgey o A 3w AR, JA A daks
E2 213ls 3oF X7 rtojteele [ AAHoR e
OJAbEo] Farskar &8st Qo ZaroAf= A 3
oA oot dek X Fof| tigt 241 NCCN 7ho|=afel'

A AmA 8l Ale FHeR otk aiA} Firth

B

This is an open access article distributed under the terms of the Creative Commons Attribution Non-Commercial License (http://creativecommons.org/licenses/
by-nc/4.0) which permits unrestricted non-commercial use, distribution, and reproduction in any medium, provided the original work is properly cited.

Copyright © 2019. Korean Society of Gastroenterology.

WMXXE BIXHE, 03722, MEA MUET M2 50-1, HMHEtL QMiist MEZAHEY Ast7|LHat
Correspondence to: Jae Jun Park, Division of Gastroenterology, Department of Internal Medicine, Severance Hospital, Yonsei University College of Medicine, 50-1 Yonsei-ro,
Seodaemun-gu, Seoul 03722, Korea. Tel: +82-2-2228-5221, Fax: +82-2-393-6884, E-mail: jaejpark@yuhs.ac, ORCID: https://orcid.org/0000-0001-9974-1658

Financial support: None. Conflict of interest: None.

Korean J Gastroenterol, Vol. 73 No. 4, April 2019
www.kjg.or.kr



Park JJ. Systemic Therapy for Advanced and Metastatic Colon Cancer 203

rr
rt

1. B X|=2H|

1) VEGF SHA|

Bevacizumab2 £9F i AlAo] £4
VEGF9] &A]S Akdl= humanized monoclonal antibody
ot} ofe] F&9] A4t 24 759 S EEA(pooled analy-
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rouracil/leucovorin®] bevacizumab2 =
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oxaliplatin 7|5¥+e] aoF QHol =713t
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B9} ?® 318, 5 fluorouracil, folinic acid and irinotecan
(FOLFIRI) 3¢t %ol bevacizumab F7} A= F4+9] A
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Aol A bevacizumab WS 51.4% Y&, %9 10.87]¥€ 9]
2H AZ=8(95% CI, 8.9-12.8) 18]l £ 23.77]|¥9] A=

£(95% CI, 18.1-31.6)% Hgr}*

57349 $AE thAFO R bevacizumab®] B3 X5
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Al Folof| et Eﬁ ¢ltol| ©f8hH, bevacizumabg A< &
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Aoto] dat A IS Wefigtth VELOUR 34 A2 ox-
aliplantin®] *3+H 8ol @ ¥ T A8 (progression) AAS
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H 1A eF A&l A RAS wild type %3
A (HEE ZFatar F91)2 bevacizumabe] Fo1H 7
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1) Trifluridine/tipiracil (TAS-102)
Trifluridine/tipiracil-2 cytotoxic thymidine -FAF4IQ] tri-
fluridine¥} thymidine phosphorylase SA|A¢] trifluridine
o A HdAelth. RECOURSE 34 A/dAIE A 24 oF
Al &= %1% (progression) 4272 K¢l 8007 2] Hol4 o
o 2= Trifluridine/tipiracilat ¥ $JoFto 2 F21$] v
819& o Trifluridine/tipiracilitoll A A& 7]17ke] Z747.17)
< vs. 6.371%; HR 0.68; 95% CI, 0.68-0.81)7} 2o1%|¢lct™
Trifluridine/tipiracil AFE-3} FHE 714 &6F 2280 5=
THAF(38%), WIAFHAF(21%), B8 TFTFHLT(E%)
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