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ABSTRACT:

KANOKRUNGSEE S, RAJATANAVIN N. NEW BIOLOGIC DRUGS FOR THAI PSORIASIS
PATIENTS. THAI J DERMATOL 2012; 28: 123-136.
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Psoriasis is a chronic inflammatory skin disease caused by T cell defect resulting in abnormal local and systemic
cytokine production. This knowledge has led to the development of new treatment strategies targeting inflammatory
cytokines or biologic drugs. They are given this name because they are derived from human or animal proteins instead of
chemicals. Recently, they have been introduced for the treatment of moderate to severe plaque-type psoriasis. It can be
categorized according to the mechanism of action into 1.Anti tumor necrosis factor alpha agents; Etanercept (Enbrel®),
Adalimumab(Humira®),Inﬂiximab (Remicaide®), 2. Anti T-cells agent ; Alefacept (Amevive®), and 3. Anti cytokine
agent; Ustekinumab (Stelara®). In this review article, we selected only the drugs that available in Thailand. However,
Biologic drugs are new class of treatment which are very costly, so long term safety and cost effectiveness should be
closely monitor.
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Tyring et al. (2006)"” Etanercept 50 mg twice weekly 311 47 12
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Ustekinumab 90 mg 411 75.7




128 Kanokrungsee S et al

Thai J Dermatol, April-June 2012

A =) I=) Y 1 A [ Y
wonlseumeuns Inewuuaeiios  AUNIT 1R
o ] A v 4 ' ]
nuuEInsy (e 3 @ouuaivga)’ wuns e
1 A o Yy [ % A
suvdoriesziIvgiheansasnywanssnyng
laeu  ualunquitldsemuudaaineziing
relapse vosl5n (physical global assessment,PGA
& 4 .
score>2 NIOPGA scorellllﬂﬁuumﬂ baseline) Tag
mean(median) time to relapse RTaY 39.6(33) JUNAS
Wgamssn uaziiie 1vmMssnuId1001 etanercept 1u
A7 relapse wuNGihediannsansnouausno
871 etanercept Tag mean(median) time to regain
F4
responder status (PGA score < 21179PGA score AU
910 baseline) 1110V 35(29) M
<3 a Y Y
wonn1sAdzNANUIdY @1  etanercept I
% A 9 1 .. .. £
wamssnunalugielsa  psoriatic arthritis @9
< A o M
gunsnaneMiuiliande’  wazdiamninvgad
M3MAEVBIVINANANY X-ray MENAINITINHI
QU' -7 1 = Qyw
wazgnivessziinseguiune 2 U° uenvniids
A0 ﬂBWé}ﬂ’Jﬂiiﬂ rheumatoid arthritis, ankylosing
spondilitis {l8¢ juvenile idiopathic arthritis "lﬁ’waﬁ
FUAY
PogiiufidoyamsSnudive etanercept Tudilae
3 A 2 a o
wniidluaziady Tasl¥er 0.8 mgke dlanfay 1
Y
A543 (laitiu 50 mg) AaldRIMIT (subcutaneous) 111 lu
1 3 [ o
fhodn 211 51w Wuszeznm 48 dlai wa
' o o o ' ~ o
msfnmmuNaenas 12 dlani ilaenldsuen
v 7 A P
etanercept 3¢U3TT9 PASI75 4 57% waziilelven
oA = o PR o '
aailio an 96 dlat giledinaneuausinenis
[ " a = zs' 1 1 <
$nun uag liiRaradrafeshgunss’ uaedielsnaw
oy 1 Yo 1 - A o
1 etanercept NE4 I ATUMIVUNZ D oUBUND T AYN

Ahvazinaiuluan

Y S Y 9 Y o v A
81 etanercept 1HaARBRY YUl 1M UeAIRY?
Tumssnun n3eldsamnuendus 1aun methotrexate’,
acitretin'’ 1182 narrowband UVB'" " Tagmssnuidae
HAErAI AU T 0FIvaRvUIAc AR 1Y
. . 1o k4
(etanercept, methotrexate, acitretin) L!.{v'lmmllﬂ
Uszansawnaminums e luanangs
HaY191A8991080 etanercept U 1ALA AaMIAR
v 1
o uazinelnsenuinuiiae Tae Tyring Loz
A
Ay ladnuIns e etanercept 50 mg 2 ASIAE
@ < I o I'd 1 o
dlam Wuszezna 96 dilad wanwun oaIIMg
LR RNGIN (Exposure-adjusted event rates; EARs)
Tunquitlden  etanercept  linana1gaInemaen
oy manalfaseusnundaninnld 1221
events 919 100 paitent-years Weeunueviaen 6.1
events A9 100 paitent-years Tag EARs Y0dHaT191A84
v v v
nlilyTsaamdoTunquinlden 117158 events Ao
100 paitent-years tazlunguevasn My 418.8
events /19 100 paitent-years @adau“lwqiwa%’mﬁmﬁ
[l 1 a dy A a A a A
lilsTsadaens Uaarsue Hideasenuinaaaem
1heade wazihenwds  daumadefssgunsan luly
v
TsnAAL¥e WU EARs (A 7.7 118 6.1 events @0 100
paitent-years 1unauN1Ae7 etanercept tazeMADN
o w 9 = A [} 1 a dy A
awdwy Taswatnafesgunsad lilysaaadeniny
Yoo ldun myocardial infarction, basal cell carcinoma
118¢ depression MM VHAT1NABININEITOINUMIAR
v
L"'lﬂfiﬂ ( EARs : 130.5 vs 103.9 events 919 100 paitent-
v
years) uazmmm%qmm( EARs : 1.5 vs 1.2 events
' . = ' o oAy y
AD 100 paitent-years) 9 liuana1anulungui lden
Y ' 1]
etanercept 1182811A0N  lagMIAnFoNnULBeNgA

9
Ao upper respiratory tract infection miﬁm%ﬁquuﬁq



Vol.28 No.2

Kanokrungsee S et al 129

v . o T
1dun cellulitis, meningitis, diverticulitis LAY
gastroenteritis

HfTheidedia 2 319 910 cardiac arrest 1 510 1Az

a 3 A G 1
myocardial infarctionl 318 wumstnaus 4 1319 non
<

melanoma skin cancert3© in situ carcinoma 9518 1iu
breast cancer 2 918, tonsil cancer, B-cell chronic
lymphocytic leukemia/small celllymphocytic
lymphoma, colon cancer, adenocarcinoma(colon polyp),
Hodgkin’s lymphoma, pancreatic carcinoma, metastatic
lung adenocarcinoma 9619aZ1 518 LADATINTINAVDY

¢ o , ' 3
llgﬁ\WNWllﬂllil!,mﬂGlN"lﬂﬂl]i?:”]ﬂﬂTV]'Jhlﬂ Uagnwy 14
non melanoma skin cancer Gluﬁﬂ’;&l 10 519 Iag 6 510
I . I
17U Basal cell carcinoma(BCC) , 3 ety Squamous

- :
cell carcinoma(SCC) tiag 1 579111 BCC 1ag SCC 110
9

= o a 4 a < 1A
W]EJTJﬂ“]JQ‘ll@]fﬂifl‘lﬂﬁmﬂnzliQLﬂﬁWNiuﬂi%“ﬁ?ﬂi
Wliwun gridnmsaimsina scc Tudihed 1den

etanercept  ganInlazmingna liledaiiiadidgnis

ana  uamsAnunlden etanercept 5 1ludihe

rheumatoid arthritis linuiigiiamssinsiia scc
uanaannyszansii

1199910 ctanercept  uenfioenuuiludausn
flhgiuisdideyafnturadraufisunzanulaoasds
Tuszesmnniiqaidefiouiue biologics #2817
Tavfheazideduaunsoldnldaeiiosds 3 17
Taviinadnafsuantios uazinnulasadvgs
Infliximab (Remicaide®)

Infliximab ¥5® Remicaide” (Centocor, Inc.,
Horsham, PA, $W1hoTa0 UsEmese-nan $1da /
MSD  Thailand  Ld, 3 2 dlu
chimeric(mouse/human)  monoclonal — antibody ﬁ
Usznoudaudu variable region AXINMY Lz
human Fc molecule U84 IgG1 “§Q81%$ﬁ131uiﬂﬂﬂ1i
UEaF VY TNF-alpha Tloguuiives cell uaziiogly
Asziaiann ua 1S Uy lymphotoxin alpha (TNF-beta)

%97 19910 etanercept

Remicade® (Infliximab)

Chimeric Human / Murine Monaclonal Antibody (mab)

Murine Variable Domain (Fab), anti-TNFa.

> Human Constant Domain (Fc)

510 2 uaaaTns9erd19v0981 infliximab



130 Kanokrungsee S et al

Thai J Dermatol, April-June 2012

A 3 a
vinannl¥lulsaaunatu fe 5 mekg laeld
A Y . . . <
NNNISUAABAYI) (intraveneous infusion) Wuaan
' o Ao 7a
pgatey 2 11w Taglienndlania o, 2, 6 uag
[ 3 = o 4 X Aa [ %
naaniuenyng 8 diland aseEInvesenIny
l3zanal 8.5-9
Usz@nSnmuese infliximab Tumssnudilae
3 a ' = A
qLINANY (plaque type) nun'ldmad (M99 2) Taw
Gottlieb AB tazamz™ lasimsdanudile 249 510
Feuendse@nEnnuee infliximab U11A 3 Lo
A o s o s )
5mg/kg NFUAN 0, 2 taz 6 & dian 10 wuni
Saudihenussg PASITS iy 72%, 88% uag 6%
lunguinldsuen 3mgkg, Smgkg uazeviaen
Fa '
AU (p<0.05) tagiia 2 ngui 1A infliximab 3¢
A o Aay v < o s '
Suuramssnena lasiasaly 2 dlaniusn ua
@ o ¢ A (=} [ 1 4 1 =
wan 6 dlaniie lilimssnuaeiios filaeasd
91M3UIAITI AU A
. 15 Y o =2
Reich K tagaue (EXPRESS 1) 1&hmsanu
ludgthe 378 51w nlSoufeudszaninmueso
A o s
infliximab WU Smgkg NFUAMN 0, 2, 6 uag
A
@ o A @ 4 ~ @
nasniuennng 8 dlai sufuemasnlag
wundihen 145ven infliximab 9213559 PASI7S 14
80% erieunungui Ienmaen 3% naimssne
o s o o A VAo I
10 davi uazvdensnudoosnuNndUavin
24 uwaz 50 AihonldSusngeaunsonsanimms
9
AoUaNDAne AR UONIINT Menter A tazaaz' 8
' ] A o o s °
Wy msldennuaeiiosmann 6 dlaniusn i
Tidihesn past7s dandinguin lasvemu
1 A Ay 9 A g = 1 A A
AOIHDY @l uilodiheliormsudasrisorde

PASI75)

dmsven infliximab Tumssnwidile psoriatic

arthritis 91NMIANYIVOL Antoni C tlazAmE” 18911

namsane ludilae 200 510 Taogudtheie 1d5ue
A o 7a

infliximab 5mg/kg nalanvin 0,2,6,14 g 22 n3080

@ % [ o 19 = @ 4

waen HaIMssnw 14 dlearvinungihelinlesigua

4

NAYUYDI American College of Rheumatology [ACR]
core set measures M1ANI1 20% 130 ACR20 1IN
58% way 11% lunguinldsuen infliximab wazen
o w = A I
nasnNAINaIAY (p<0.05) Llazcluﬂﬁﬁﬂ‘klwmm’ﬁ]\uﬂu
= Ao I 9 [
na1 2 3 wunndianin 96 gile 62% dinsaunsa
$nw1 ACR20 T8
UBDNUIN psoriasis LA psoriatic arthritis ud 0
infliximab8aansnsnudielulsnoun 1anad
$q (. . .. v = o o
Uiy Tage infliximab dUungifiouendrmsolsn
1 E4
5uﬂﬁm rheumatoid arthritis, crohn’s disease,
ankylosing spondilitis ti@i¥ulcerative colitis ﬂﬂﬂﬁuﬁd
lifidoyaiioane efulszaninmuazany
o | 3 Aa 2 a 4 =
Yasaseludihodnnidluaznaiu  ifiesnnlid
= Yo o .
M3ANEINS 1981 infliximab N34 randomized control
9
trial mum“lmy 1NE case report 1111
F) 2 A ] 9 =2 o A 9 1 A v
Wa*UNLﬂEN‘VIW“]J‘]_I?)Elﬂﬁ"lﬂﬂﬁ\iﬂ“]JV]WUGlu@ﬂ’Jﬂﬂllﬂ
81 anti-TNF alpha 51&“] 1aun upper respiratory tract
1 4
infection, ﬂiﬂﬁﬁ‘ﬂ%, IM3invuves hepatic enzymes
a A& Y a4 Y <3 a
LUAsNINALYD Wa"lﬂ\HﬂU\‘H’IEHLLiQVlﬂLLﬂ USLTY, NMIAA
dy 9 . v
IFOTULIY, UWYT UAg lupus like syndrome LAZEIU
FIBUMSINA hepatitis B virus reactivation, acute liver
failure, pancytopenia, optic neuritis, seizures, new onset
or exacerbation Y94 CNS demyelinating disorders”

v
A ' a 4 [
uaﬂmﬂummam'nquﬁmimﬂuaﬂimmiﬁﬂ

4
ﬁﬁu“lué’ﬂ’m rheumatoid arthritis, spondylarthritides,

L]



Vol.28 No.2

Kanokrungsee S et al 131

inflammatory colitis, psoriasis, Behget's disease ﬁllig]}’g'l U
infliximab (n = 36), adalimumab (n = 28), and
etanercept (n = 5) 1a® standardized incidence ratio
(SIR) Gluntjué’ﬂ’mﬁ"lﬁ'm infliximab ila¢ adalimumab
qmdﬂué’ﬂaﬂﬁ"lﬁ'%”u etanercept (SIR 18.6 [95% CI
13.4-25.8] ,SIR 29.3 [95% CI 20.3-42.4] ttasSIR 1.8
[95% C1 0.7-4.3] @& 1A1)™
Ustekinumab (Stelara®)

Ustekinumab 1139 Stelara”15J1 human monoclonal
antibody pongNE# 1sAuATe P40 (U 3) Fuflu

Tosaunnulu 1-12 vag 123 Tagh IL-12 way IL-

ustekinumab (===
177
“«

IL-12RB1 ) N IL-12RB2
gl membrass

s

4

nd

No Th 1 Signaling
(TNF-at, IFN-y, IL-2)

k4
o

23 ulianwdinylumsnszdu inflammatory

A o w 1 a 3 a
cytokine Ni@udwyasvuIUMSIIA IsAFINARY
T991fuen  ustekinumab Ns1vuNTUszanswado
U S a o [
Athelsnazinatuszauiunanstaguuse wag 185y
A 1 1
msTunzioulag FDA Nilszmaawnigowsm 1o
A = A A
Wouaa1ny wa. 2552 uaziglithifo@ouunsiny
) o 9 3 a @ =2
wa. 2552 dwmSudiheazinatuszauiunaisis
9
JUITIFA plaque type tazldsumsungifouny
%3 4 I
penmseisuazelulszmelng 1o nuanius

NA. 2554

::5\< ustekinumab
L\
L\

IL-23R | | IL-12Rp1

///53\\ mem bré,\./e\\\

o .

\,

>

¥

No Th 17 Signaling
(IL-6,-17,-21,-22, TNF-cr, IFN-y)

$ VoA =
3UM 3 naasdumiiaiieangnuesen ustekinumab

1 v
A ldne 45 mg (Brdherimin < 100 kg)
E A
%59 90 mg (1M >100 kg) A lviuld
] v
Awile fiddai 0, 4 wazwdwmmiudnnng 12
o
1seaNTAINV98 ustekinumab 14 PHOENIX 1"
A P = 2 o ¢
(M319912) Fehmsanparua 72 dle 5w
A v
dthefanua 766 au wudwamsiseluszezusni

dlai 12 diloussq PASITS 11D 67.1%, 66.4%

1az3.1% Tungui1d5ue ustekinumab ¥1IA 45 mg,
o = A 3
90mg uazemasn (p<0.05)@33UN 4) TasiTuiiu
o 3 Ao P oAy y
HamssnuusINdUamin 2 ( nqui lde1us3qPASIS0
MNNNNQUEiaoNBINNNBMIAYNNadA) Az
o s oA ' oA
d1a1in 4 (nqui 1denus59 PASIZS 1nAnngui Ia
piinonedNledIAynNana) laslszaninauns
A dgl A Y a Aa ~
ezinIwsos  uazldlsz@ninmgegan

d1a1via 24 (18 PASI7S iy 76.1% lungu'lden 45



132 Kanokrungsee S et al

Thai J Dermatol, April-June 2012

mg 1a285% Iunqu'laen 90mg) uagzdinalszaniam
I&audadaia 40
o S ' 1A A
a ddanin 40 gihelunguiisumsdnyidleen
ustekinumab  HAZADUAUDINDIIA(UTIQ PASI7S)N
o A ' o a
dlain 28 waz 40 azgndulildsuovuia@
VA A Yo o '
goilod vie ldsueasn@oumssnyl) wanunlu
1 q‘ Yo 1 A'l [ k2
nguil ldsuenAeiiios  @uwnsosne1  PASI7S 1@
WINNNNGUNDOUMITNET (131 3) Taglunqui
2OUMISNYI PASI Suanadndilain 44 uazanaq
3 Ao S A =2 o S
5anda1r i 52 uazanaaSesaudedanii 64 (a
v 2
#JA1N 40 PASI AU 96% uazanadyiae 40% ol
v Y
dlawin  64)  waamnmiu luansedsaiunald
] o A =1 9 o 9 = agzl 9 1
uiuduitesnin Bmslimssaudnlldnnsaludihe
Usznanimils  szeznawndifieannsaine
9 [ [ A [ I'd
PASI75 landaninaoumsinyn Ao 15 dilewd
Y
wvononiifigihe 195 auldsumsSouidae
F
ustekinumab 9nATY HAIMISAW1 12 dlend 167
9
(85.6%) A PASI AUUINNI 75%
=) = = = a Aa
dnmsfAnyIAeMsAnEITzANTHaLAaZANN
1asaseveenly  PHOENIX 2°  @aiimsdnm
(?/l [} d A Y I~4 a a
nanua 52 dlam UReaziNa@uasiia plaque type
v Y v
MINTWMIANINHNA 1230 518 HIWAn13INY
aoandesnunnulumsfinyl PHOENIX 1 Ao

dlanii 12 filoussq PASITS 1M1 66.7%, 75.7%

1823.7% lungui1dsue7 ustekinumab UU1A 45 mg,
90mg Haze1Han (p<0.05)(A431/7 4)

o s | P AA o

o dlamin 28 Aihelunguiiiusnudleen

ustekinumab HAZADVTUDINBTEAVIIUNA(VITY

PASIS0 uahiussq PASIZS) wzgnguln ldsuen
a 1A o < A o 3

vaauaeiean 12 dlam nedsueuilunn 8

e wanuhmsaeuauessen liuanaaiuly

Athenguldsuoivue 45 mg ualudienldsum
' A t!' 9 I~

90 mg wWuNMauANNA UMl Wunn 8

dlansd s li¥ovazveadilofiussg PASIZS wnnh

]
oA

nquitlden 12 dded  (688% way 333%

a

v Y v v
Muddy o dlavn 52) uenanimsuanudlu
mslien i ldszdvenludon (trough level) ¥o4

' Fd
dhenguineuauesaenszaulunaNgey

(AURAIIINY 0.14 ug/ml fU 0.70 ug/ml naui Iden

45 mg 18g 0.34 ug/ml 11U 145 ugml lunguilden
90mg & §UA1MN 28 uaz 52 MUAIAY) Fae1anan

v o J

Tahszavvesenludeatinzinnuduiusaons
9 ' a o A Aa A g

apUaUDIveIRiIe udeniiladsaunldiuneve

wesmnfihonlasuenlunqu 45 mg wawmnmu
A I~ o o

anudlumslientiungn 8 dlawi szdunluidon
4

Fauuamsasuaussaoe lutinnuuanaenudile

#ldemn 12 dilad



133 Kanokrungsee S et al

Thai J Dermatol, April-June 2012

Percentage (%)

90 mg
PHOENIX 1

mPASI 75
mPASI 90

90 mg Placebo
PHOENIX 2

51N 4 uaaalszANSN NI ustekinumab s uRUEHaonlUMIANET PHOENIX 1uay PHOENIX2 Ndilaw

L1l

]
~

12"

M 3 uaasswugihenussg PASI7S Tunqui 1@

A A @ A o P
BINBIUBINTODOUMITNEI NAUAN 40-76

PASI 75 gihenguitlasuendenios  gihanguillasvenviaen@eumsinu)
U559 PASI 75 a1 danin 52 89% 63%
U559 PASI 75 a1 danin 76 84% 19%

PagiiumsAnyn)sz@nsnmuese  ustekinumab

v Y

o ] a o 28 2
VUDDALTUASINANU maeﬂu phase 2 Tagmsiny

v
Sy

1 o IS a 3
Hidihedesnimuaznaiuiwiun 146 au 76 AU
Y
185080 ustekinumab 90 1150 63 mg W lusiu 1
a o g 1w ¢ o P
e 1 assodlad iluszezna 4 §uend
= a o VoA 9 1 o P
nSeuiisunungui ldemaen manun o danin
Y "o oAy Y
12 4iheussg ACR20 iy 42% lungui ldemaz
14%lunquit ldemiaen  (p<0.0002) Tawagl o
. ! Y
ustekinumab FHANDINTHALDINTUAAIVDIVD
o 3 a @ 1 { A o A o
SnavazinaRuIaziIsaaNuRIITalaeuiy

o w ]

4
gImann lmf‘ﬂiﬁﬂy1ﬁ3\l5ﬁ}ﬂ‘1}1ﬂﬂﬂgﬁﬁ1ﬂﬂi$ﬂﬁ iag

Y o o = Ay
ApIMInang I uayUINMIANEINLR 8
9 [ 9
WNNNH nagszezaihmMsAnyINeUIIY
Hagtiuda lutimsdnualsz@ninmnazanu
o | 3 A g <
Uaoansueten ustekinumab lugihoanniduazing
a = Ay o A Y
R 591D 13ANNITVUYUANAUB U AIY
HAY1UAB99 N0 ustekinumab 170 TiTio M guIT
1o 9 2 = 2 Y = =~
uag hisuTudesdSunlasumssnu wathaRosiing
Y
Uoy v MsamFomuaumeladIuuYy aynuaze
o = Y o a g
vosdnay 1afsvzuaziade Tasdnsinsdaie
Y a Ao qyy Y ' "o
sazHatufsanh Iddeagans s luuanaieny

' oAy Y oAy Y Y
§$W'JNﬂQNVIllﬂf]'lllﬁ%ﬂqn‘l’lllﬂﬂ1ﬁﬁﬂﬂ WAV NLIAY



134 Kanokrungsee S et al

Thai J Dermatol, April-June 2012

a = a d” .. d‘ 9 =2 Y o = = 3
JUUINNWUAND  AALTD UL (cellulitisnu1 2 914, ﬂ"liﬁﬂll1ﬂ1uﬂ31ﬂﬂﬁﬂﬂﬂEJ‘LH‘L!L"INEN 14 190U ﬂwuu
Yy A @ = S o PY ' 2 o =5 k4 o
herpes zoster) 1saduaoatialedy, mmm"la“lwnul, i]\1ENllllllﬁll‘Ellluﬁﬂnlﬂ’ﬂllﬂaﬂﬂﬂﬂﬂlui%ﬂ%ﬂnﬂjﬂﬂm
< 1 < 1 s
ULLTINOUPNHUN, NZLﬁWI’E)iJVl‘I/Iﬁ?JEJﬂ, non melanoma ustekinumab

. v A . 1<l 12 A
skin cancer LIf1119991n81 ustekinumab 11uen1viaal

d‘ =) Iy a
M99 4 mTeuneven 3 via

Etanercept Infliximab Ustekinumab
019 Elf)ﬂi]i’l% Soluble TNF receptor fusion anti TNF- alpha monoclonal Monoclonal antibody @0 IL-12 Lo IL-
protein HETUAL TNF-alpha antibody 23
dauwanluen | 100% u9nau 75% U19INAU 100% M1INAU
25% 11NNY
Year of US.
FDA approval | 2004 2006 2009
Plaque 2002 2004 No
psoriasis
Psoriasis
Arthritis
VAN 25-100 mg dlaiaz 231 | Ao 5 mgkg Tavlinunszuaiaon | 45 mg dieimiin < 100 kg) 130
TaeRaldnmids “191'115] (intraveneous' infusion} >2 90 mg (W111N >100 kg) Aty
(subcutaneous) 2 Tue Taelninddaniai 02,6 | lviuldamia fidiland o, 4 uag
pazvaInmiuennna 8 dland | wdemmiudanng 12 dlant
Pediatric used | FDA approved in juvenile FDA approved in pediatric Crohn’s | No data
RA,1999 disease,2006
Efficacy in good good good
plaque type
psoriasis
Efficacy in good good Limited data
psoriatic (short term data) (short term data)
arthritis
Cost " 25 mg = 5,423 1N 100 mg =30,363 V1N 45 mg "= 109,568 UM
50 mg = 10,784 V1N
Toh Long term safety data 410 Usz@n5n g 0ongnaisn Uszansnmgeaiuilsznouinnnan
daunlszneuannnauianua | milinazain Wnng 8 dlai | siavuae
Hoido AThedesdaeiioy Aoa1¥ 61 infusion intravencous fuenln ideyamunnuasade
WINNI 60 U syezetion
Hdumaunndadinliing
neutrilized antibody

A = 31M181819899151A198 N 15901015 WNBUA B Tud 2 nsngIAY 2555

Yy a

& PR A a= Ao q Y
B= Lu'ﬂ\ﬁ]'IﬂU'IU\?VIJJ!’SU113@Wﬂ1ﬂ1ﬁ311ﬂﬁﬂﬂ 5]\161\1ENi_lﬂ_l“ll_lfﬁl'IﬂﬁJTH‘VIiWIiQ‘WEﬂU‘Iﬁ



Vol.28 No.2

Kanokrungsee S et al 135

a5

Q

. . <3 { a a Al 3 A
Biologics ilugnniszansnmdneiioazinaiy

A 1
Juunanedaguis s wiia plaque type 1109910000

A Ao A I A a o
qw‘:ﬁmwm‘:ﬁmmﬂﬂuaﬂﬁﬂﬁzmmm ﬂﬁﬂiﬂﬁfﬂﬂﬂlﬁ

' Y Y] YA ' A 9 '
N1y @ﬂ’;ﬂﬁ?Mﬁﬂ%ﬂﬂﬂ%ﬂ!ﬂﬂ meimﬂﬂﬁlﬁnﬂum

o A Y VY a IS
azAndden limungauungile Tasiasaniy

[ o = P a d? 9
’:ﬂﬂc]hlﬂ FJINNUHNAALUASHALTYNDIIITLNAVU LN

AatnuAsannUTn Tiguuse ueaiie99n biologices

9
aAANUENITVEINA N IUABITE T5A Falindw

' 4 ]
L?Tﬂﬁ@lﬁ]ﬂﬁam%ﬂ Llﬁ$gﬂuﬂ?1ulﬁﬂ@@]@ﬂ1§iﬁﬂ3\l$§\i

v < A A ~ , v
LL@]?381\1lliﬂﬁWllLuﬁﬂﬂWﬂﬂ”lﬂ’iaqulﬂuﬂWVlGlWll RENIZIGN

o =K ==K [ 9 =
M nulasanauaznatiunesvose luse o

17 Nisdvamsdeyaninmsanyunuanluouing

9
UONIINIUTIANIADU NG T9IAITNDITVIAIUANY

AuAMaATEgMans 30

References

1.

Gottliecb AB, Matheson RT, Lowe N, et al. A
randomized trial of etanercept as monotherapy for
psoriasis. Arch Dermatol 2003;139:1627-32; discussion
32.

Leonardi CL, Powers JL, Matheson RT, et al.
Etanercept as monotherapy in patients with psoriasis. N
Engl J Med 2003;349:2014-22.

Papp KA, Tyring S, Lahfa M, et al. A global phase III
randomized controlled trial of etanercept in psoriasis:
safety, efficacy, and effect of dose reduction. Br J
Dermatol 2005;152:1304-12.

Moore A, Gordon KB, Kang S, et al. A randomized,
open-label trial of continuous versus interrupted
etanercept therapy in the treatment of psoriasis. ] Am
Acad Dermatol 2007;56:598-603.

Mease PJ, Kivitz AJ, Burch FX, et al. Etanercept
treatment of psoriatic arthritis: safety, efficacy, and
effect on disease progression. Arthritis Rheum
2004;50:2264-72.

Mease PJ, Kivitz AJ, Burch FX, et al. Continued
inhibition of radiographic progression in patients with
psoriatic arthritis following 2 years of treatment with
etanercept. J Rheumatol 2006;33:712-21.

Paller AS, Siegfried EC, Langley RG, et al. Etanercept
treatment for children and adolescents with plaque
psoriasis. N Engl ] Med 2008;358:241-51.

Paller AS, Siegfried EC, Eichenfield LF, et al. Long-
term etanercept in pediatric patients with plaque
psoriasis. ] Am Acad Dermatol 2010;63:762-8.
Zachariae C, Mork NIJ, Reunala T, et al. The
combination of etanercept and methotrexate increases

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

the effectiveness of treatment in active psoriasis despite
inadequate effect of methotrexate therapy. Acta Derm
Venereol 2008;88:495-501.

Gisondi P, Del Giglio M, Cotena C, Girolomoni G.
Combining etanercept and acitretin in the therapy of
chronic plaque psoriasis: a 24-week, randomized,
controlled, investigator-blinded pilot trial. Br J
Dermatol 2008;158:1345-9.

Kircik L, Bagel J, Korman N, et al. Utilization of
narrow-band ultraviolet light B therapy and etanercept
for the treatment of psoriasis (UNITE): efficacy, safety,
and patient-reported outcomes. J Drugs Dermatol
2008;7:245-53.

Wolf P, Hofer A, Legat FJ, et al. Treatment with 311-
nm ultraviolet B accelerates and improves the clearance
of psoriatic lesions in patients treated with etanercept.
Br J Dermatol 2009;160:186-9.

Tyring S, Gottlieb A, Papp K, et al. Etanercept and
clinical outcomes, fatigue, and depression in psoriasis:
double-blind placebo-controlled randomised phase III
trial. Lancet 2006;367:29-35.

Gottlieb AB, Evans R, Li S, et al. Infliximab induction
therapy for patients with severe plaque-type psoriasis: a
randomized, double-blind, placebo-controlled trial. J
Am Acad Dermatol 2004;51:534-42.

Reich K, Nestle FO, Papp K, et al. Infliximab induction
and maintenance therapy for moderate-to-severe
psoriasis: a phase III, multicentre, double-blind trial.
Lancet 2005;366:1367-74.

Chaudhari U, Romano P, Mulcahy LD, Dooley LT,
Baker DG, Gottlieb AB. Efficacy and safety of
infliximab monotherapy for plaque-type psoriasis: a
randomised trial. Lancet 2001;357:1842-7.

Menter A, Feldman SR, Weinstein GD, et al. A
randomized comparison of continuous vs. intermittent
infliximab maintenance regimens over 1 year in the
treatment of moderate-to-severe plaque psoriasis. ] Am
Acad Dermatol 2007;56:31 el-15.

Leonardi CL, Kimball AB, Papp KA, et al. Efficacy and
safety of ustekinumab, a human interleukin-12/23
monoclonal antibody, in patients with psoriasis: 76-
week results from a randomised, double-blind, placebo-
controlled trial (PHOENIX 1). Lancet 2008;371:1665-
74.

Papp KA, Langley RG, Lebwohl M, et al. Efficacy and
safety of ustekinumab, a human interleukin-12/23
monoclonal antibody, in patients with psoriasis: 52-
week results from a randomised, double-blind, placebo-
controlled trial (PHOENIX 2). Lancet 2008;371:1675-
84.

Tyring S, Gordon KB, Poulin Y, et al. Long-term safety
and efficacy of 50 mg of etanercept twice weekly in
patients with psoriasis. Arch Dermatol 2007;143:719-
26.

Lebwohl M, Blum R, Berkowitz E, et al. No evidence
for increased risk of cutaneous squamous cell carcinoma
in patients with rheumatoid arthritis receiving etanercept
for up to 5 years. Arch Dermatol 2005;141:861-4.
Driessen RJ, Boezeman JB, van de Kerkhof PC, de Jong
EM. Three-year registry data on biological treatment for
psoriasis: the influence of patient characteristics on
treatment outcome. Br J Dermatol 2009;160:670-5.
Antoni C, Krueger GG, de Vlam K, et al. Infliximab
improves signs and symptoms of psoriatic arthritis:
results of the IMPACT 2 trial. Ann Rheum Dis
2005;64:1150-7.



136

Kanokrungsee S et al

Thai J Dermatol, April-June 2012

24.

25.

26.

Antoni CE, Kavanaugh A, van der Heijde D, et al. Two-
year efficacy and safety of infliximab treatment in
patients with active psoriatic arthritis: findings of the
Infliximab Multinational Psoriatic Arthritis Controlled
Trial IMPACT). J Rheumatol 2008;35:869-76.
Brimhall AK, King LN, Licciardone JC, Jacobe H,
Menter A. Safety and efficacy of alefacept, efalizumab,
etanercept and infliximab in treating moderate to severe
plaque psoriasis: a meta-analysis of randomized
controlled trials. Br J Dermatol 2008;159:274-85.
Tubach F, Salmon D, Ravaud P, et al. Risk of
tuberculosis is higher with anti-tumor necrosis factor
monoclonal antibody therapy than with soluble tumor

217.

28.

necrosis factor receptor therapy: The three-year
prospective French Research Axed on Tolerance of
Biotherapies registry. Arthritis Rheum 2009;60:1884-
94.

Koutruba N, Emer J, Lebwohl M. Review of
ustekinumab, an interleukin-12 and interleukin-23
inhibitor used for the treatment of plaque psoriasis. Ther
Clin Risk Manag 2010;6:123-41.

Gottlieb A, Menter A, Mendelsohn A, et al.
Ustekinumab, a human interleukin 12/23 monoclonal
antibody, for psoriatic arthritis: randomised, double-
blind, placebo-controlled, crossover trial. Lancet
2009;373:633-40.



