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How to Optimally Use Currently Available Drugs in a Therapeutic Algorithm?

You Sun Kim

Department of Internal Medicine, Seoul Paik Hospital, Inje University College of Medicine, Seoul, Korea

Recently, the incidence and prevalence of inflammatory bowel disease (IBD) have been increasing in worldwide, especially in Asian
area. IBD is a chronic and progressive disease eventually causing bowel damage. The advance in the treatment of IBD over the past
several decades has been achieved with the development of biologics. Furthermore, goals for management of IBD have been evolving
from symptom-based management to mucosal healing, which can reduce the surgery rate and hospitalization. To treat the patients
with IBD properly, identification of risk factors of patients should be preceded. In addition, the knowledge of several drugs, which
are available in current situation is essential. In this review, optimal therapeutic approach with drugs including 5-aminosalicylate,
steroid, immunomodulators and anti-TNF antagonists is discussed. (Korean J Gastroenterol 2018;71:74-80)

Key Words: Inflammatory bowel disease; Drug; Mucosal healing; Therapy

m

2
Y 7% FA 5
18] A5 A
ol 9

L3 4YOE, oy

o

il

i e

o 1

>

ﬂH

2o K

olN
re,
LT )

o m >

N e T
(e
o

gr};
|o
bl

=

o2

A1 R N o_‘,I; o A2 o T
(o]
(R[]

o R

ne

ofe] YT w2
SR
A 4o A

o

i)
L2

ol

o

ot e =

FON PN
e

rh

1. 74 X2

A2H ALY S
uh - chopsleh. mebA
st Zzre] Al o

cine)& Algefjof st

1o

A F27H
ol 4= glom,
(personalized medi-
At el whet et Aot
siAje] SRIAel ujet objg Alel

A U A

oA

3!

Bl

I

olA}

kg

J

R

o]
=

Received January 25, 2018. Revised February 19, 2018. Accepted February 19, 2018.
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 © 2018. Korean Society of Gastroenterology.

29, 04551, MEA| E7 OI2UZ 9 QOISR ojaiie; Me

(=R il

MK K

HHEH

1o

o Lya}

=l

Correspondence to: You Sun Kim, Department of Internal Medicine, Seoul Paik Hospital, Inje University College of Medicine, 9 Mareunae-ro, Jung-gu, Seoul 04551,
Korea. Tel: +82-2-2270-0012, Fax: +82-2-2270-0257, E-mail: yousunk69@korea.com

Financial support: None. Conflict of interest: None.

Korean J Gastroenterol, Vol. 71 No. 2, February 2018
www.kjg.or.kr



Zy A P, 24 W S0 A4S Kok YT WA
A 49, AHAEE Aol 1144 HH X E(conventional
step-up) S AlWSH= Aol HhebAlsit. =, ofeldt A gHE
S 27158 T7koln] 714, oM FF Fo 9194
& gmsla g e oo Art BadA ok, 4
Astol wol N2E AR 2UshA ek AT B4t 3
JRgon BeE 49, 144 4 Nrrrks ol A7
of MdzAn 9 YENHE ANS ALHE A A
(accelerated step-up)S Algslojof FAEQ] o8 £
3]
2

= e m

Risk stratification IBD patients
Right patients High risk Low risk
Right time & Right drug ‘ Accelerated step-up therapy ‘ ‘ Conventional step-up therapy
Right dose ‘ Therapeutic drug monitoring (anti-TNF) ‘

Fig. 1. Therapeutic approach of personalized medicine in patients
with inflammatory bowel disease. IBD, inflammatory bowel
disease; anti-TNF, anti-tumor necrosis factor.

Table 1. Drugs Which Can Cause the Mucosal Healing of Inflammatory
Bowel Disease™

Ulcerative colitis Crohn’s disease

Induction Maintenance Induction  Maintenance
5-ASA + + - R
Steroids + - - -
Thiopurines + + + +
Anti-TNF ++ ++ ++ ++

5-ASA, 5-aminosalicylate; anti-TNF, anti-tumor necrosis factor.

Table 2. Delivery System and Site of 5-ASA Release
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HAT2 G4l 404 oA
EL

AE3FA A|A 91 dHumor necrosis factor (TNF)A|A]
TE| ZAAA7F Qlom, x&2H 07 ofyf ofAlEo] 7idE

e A AmA|= 309 o] 7MY wWol A
2 A9l 5-ASA= AYE tE 59 Ak
L5 Hols 29| A At oA AL, FAl &
Zo] glong A7k Ag3 A FHo® Aol wat
ASA £F = tefoty|, sulfapyridine?} 5-ASA”} azo bond
2 A%tE sulfasalazine, 5-ASA dimer?] olsalazine, 4-ami-
no-benzoyl-B-alanine®] ZA%E balsalazide (Colazal®) 18]
1 mesalamineA| A E¢l pH-dependent coated mesal-
amine (Asacol®, Salofalk®), time-controlled mesalamine
(Pentasa®) £o] it} o= multi matrix system 7|&
2 0]43} multi matrix system mesalamine (Mezavant®)
o] 7=l tHTable 2). Mesalamine2 sulfasalazine} 7|
9] T It ar, kA ZHONA = tha S-dstol (R
24 16% vs. 28%)° HTol HaHgo] tidt $H 2 sulfa-
salazine AFES AX 77481 JEE mesalamineS AR

8H= Aol

[o

1) ALY oY
Selutel AP T BAELS R AT A oF 44%0]4

wulo] Aol e A A4 &

o

o
24 4 FA(topical) B-ASAAIAR X RHE AEdH=

Formulations Name

Mode of delivery Site of drug release

Azo-bonded prodrugs Sulfasalazine (Salazopyrin®)

Balsalazide (Colazal®)

Mesalamine (Asacol®)
Mesalamine (Pentasa®)
MMX Mesalamine (Mezavant®)

pH-dependent
Time dependent, controlled release
Composite (multimatrix)

Sulfapyridine carrier Colon

4-amino-benzoyl-p-alanine Colon

Eudragit-S coating, dissolves at pH 7

Ethylcellulose coated microgranules

Enteric coating, MMX of lipophilic
and hydrophilic excipients

Terminal ileum, colon
Duodenum to colon
Terminal ileum to colon

5-ASA, 5-aminosalicylate; MMX, multi matrix system.
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