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Abstract

Anti-IgE Monoclonal Antibody for Treatment of Allergic Rhinitis

Girapong Ungkhara MD

Department of Otolaryngology, Faculty of Medicine Vajira Hospital, University of Bangkok Metropolis

Allergic rhinitis is one of the important problems in Thailand especially to children and adults living in urban
area. The condition impacts the patient’s daily activities such as working, studying, sleeping, and etc. Treatments for
allergic rhinitis are avoiding allergic agent(s), medical treatment, and immunotherapy. Previous studies reported on
the activity of anti-IgE agent, a monoclonal antibody, on several allergic diseases including severe asthma which
failed other medical treatments. The drug acts by prevention binding of IgE to its receptor on mast cell surface.
Hence, the allergic reaction is blocked at its early phase. Recent studies reported that anti-IgE agent alone or in
combination with immunotherapy can effectively treat or control both forms of perennial and seasonal allergic

rhinitis.

Keywords: allergic rhinitis, anti-IgE monoclonal antibody, immunotherapy

L4
* MAINlan o NANINGT ANTUNNIMAATIFIWEILIA UMINYIYNFTUNWNINIUAT



374 19 54 RTUNLAR FUINAN W.A. 2553

TSLRS

UNU

Tsnwynsniaugiuw (allergic rhinitis) 1ulsafiny
Yavesuazduyminlan Qﬁanﬁnfﬁ"ﬂaﬂwuﬂizmm;aﬂaz
10-30 veuszmnsmllt dwsudszmalneiinoamyla
sevaz 20 vowszannsnanua® Sarulsamadumelariia
Gefaimuver’ ﬁwaﬂsmuéaﬂmmw%‘immp}ﬂlatﬁﬁ uazifu
ﬂmumﬁwﬁnﬂmﬂszmﬂs‘lmﬂimmwwimﬁﬂuaxéﬂ'am‘umﬁmﬁ

fleamnTiniinelmAanansznunedialszisu 1w
miliﬂu mfmmu Lmumiuauwau m“lwﬂmmwmmmm
HANSENUABNIEMAATHTAIIIIATILATMIDEN™ Sty
TiﬂwﬂamﬁuqmmeummmﬂmLﬂuﬂmmqmmwmmﬂwﬁwu
wasfulymarssuguluszezemnmo iilewmnlsaiiilma
Tsaumsnaeumnndn wu veutia latiasniay tazuouny
fluay

Tsnwynsniaugiiun hilsafiiannufise hyper-
sensitivity (nziilaiu) G;’t)éﬁﬂi%;u Tadauuslan
Gel and Coombs tilu type I IgE mediated hypersensiti—
vity reaction” ﬂgﬂimnmmfnvmﬂ”lmammimmiﬂanmm
mmmﬂmumwuﬂm q fumae q a3 hludnsasa
antibody maminannLw:mTwéi'Nmﬂmdmimﬂ“lﬂ wgn
3ulae antigen presenting cell Gnmzmminaﬂmm“lwm
ﬂ;]ﬂifnﬂ‘u B cell lymphocyte 3Jmi’cﬁN antibody ‘Uu

L‘JJEmfﬂiﬂ@ﬂllLLWL‘ll'la'i'Nﬂ'lfJﬁ]ﬂﬂ‘N i]“L‘Il'lll‘lJT]']‘IJid]ﬂiil'lﬂU

antibody maq’uummm mast cell 30 basophil

Mmlniimmaamnsan 9 amludaeimsveslsaglun
histamine, prostaglandins, leukotrienes milndnoimsang 9
wu faayn Ausyn 1 Hiynlna Tasuusermseenidu
A = o a ‘d‘ =
2 520y Aoszoidvunau (acute phase) tAamelulufnd
ﬁﬁdﬂf]ﬁ?m antigen antibody reaction tagszezvad (late
d! = G'J [ aan 9
phase) #99zlio1Ms 4-6 ¥l ﬁmﬂgﬂim
ﬂﬁiﬂ‘lslﬂiﬂi]hﬂﬂﬂlﬁﬂﬂ‘nuw laun msuaniaeaens
ﬂi)mJLLW ms¥nmaeeriiana q msinulasii immu-
notherapy u,aumiﬂuwmumw“lummnwﬂgnwmnu,w i
ﬂumﬂ;]mmmummu Taw antibody TILﬂﬂ‘UuLlJE]ﬁ‘IiﬂE]mJLLW
MgEMY o IgE cmLﬁummﬂmﬂm“luﬂi“mumimﬂkﬂ
mJuw mmmiﬂﬂmﬂuamm’mmnmummmm IgE
mamaunmm (allergy) %umﬂ%uuﬁlﬂumiwmuwummm
#4519 monoclonal antibody Ao IgE tiornlalunsinin

Tiﬂwnamﬁuquuw

'
1gn3enves IgE mamazaﬂﬁmﬂ;

msf IgE Lﬁ:EJ’JBlTﬂQﬁﬂmilﬁﬂﬂy‘ﬂﬁﬂm’ﬂqﬁuﬁﬁu
esglannuninues IgE éaﬂﬁﬁ?mqﬁuﬁ wunnaln
niz@iyuclﬁﬁmiﬁgn IgE %zvﬂuﬂﬂéhgummmnﬁﬂiimuﬂ
amﬁ‘unuuw IﬂEJLﬁiJ%Wﬂﬂgﬂiﬂﬁuﬂﬂﬂﬁﬁﬂﬂﬂ‘uLLW (aller-
gen) u,a“miﬂanﬁummqnuﬂmummiﬂaﬂnqu‘v;vimm"lﬂ
maeqmﬂ msﬂognuwwgﬂwﬂﬂmmaamwuﬂ Taun
dendritic cell 30 macrophage Fazhmahiaueasne
Qﬁ!,w;!,ﬁu peptide u 9 oy "lﬂﬂizégu T cell w'mﬁngmuwm
i%‘mﬁN CD4+ T cell o major histocompatibility com—
plex (MHC) 1I i'mﬁ’umiﬂiwiyuﬁnujmum co-stimulating
molecule laun B7 way CDes c?iqguﬂuﬂf]ﬁ"%mﬁtﬁﬂ‘luﬂuﬁﬁ
wuﬁﬂsiﬂiﬂnuuwm“umiﬂi”ﬂu T cell ¥ila The Inas
cytoklne mq 9 msu interleukin IL-4, IL- 5 wag IL-13
Taof IL-4 way IL-13 %zﬂimu‘lw B cell ai IgE anti-
body vimnizmumiﬂlm IL-4, IL-4RO f'fw;aé‘fnujmﬂmﬁjflﬂ
fitndsaitemmlniinsas IeE 1nmstha E-mRNA
transcription LLa“’WU’SW antigen-specific IgE awliduniuisy
¥1a high- afflmty receptor (Fc&RI) GINE)EJUHW’J basophﬂ
oz mast cell MaIuves Fe assimia CE fioneme
Vlﬂi‘Uﬂﬁﬂ@ﬂmlW“H"I%uL‘U"I%‘Uﬂ‘U Fab v04 IgE mmu 2 Tmana
VUHD mast cell (cross]mkmg) ‘Vlﬂ“ﬂ mast cell wmmﬁmq 9
ma‘lwmamaamﬁu ‘lmm histamine, leukotriene, cytokine
(a2 neural protease 1A v‘iﬂﬁéﬂamﬁﬂmsmmmL?]ay%yﬂ
Hiauvizinn ﬁmiﬂi”gu“lﬁtﬁﬂmimu ua“ﬂ'aﬂlﬁtﬁﬂﬂﬁé’mﬁu
‘luwamun uwafg@;N 9 mumwaumnmu 31 cosino-
phil, T cell a2 monocyte/macrophage Lﬂumu

IgE Suduindfyaemadamssniauidesivesaynlu
éﬂaﬂiiﬂw’ﬂﬁmmqﬁuﬁ msifannzrasaalufutaziia
migatuvesmasaaylumthulsafia mam3snsduiamsans
IoE azifummalmdunisiom #a3anezanrisodudams
andla Ao MmssumumsdemIszng T taz B cell W
cytokine dhiny 19U TL-4 uaz IL-13 viednIniae msan
Uit free TgE Tuidonmems anti-IgE (laun recombi-
nant protein/peptide, monoclonal anti-human IgE V30
anti-FcERI) &eens anti-TgE 915y 1gE Tuden vl
Uil free TgE Tudenanas uennnd anti-IgE aihlnms
nizéuvimﬁﬁu IgE anas naninmidhuiadu Lﬁaﬂszézu“lﬁ
1@ anti-IgE auto-antibody ﬁﬁﬁumﬂﬁ anti-IgE Lﬁmﬂuﬁlm
fimadlasuanuadalumBioma  Tumshnsiuiuiadu



Vajira Medical Journal

Vol. 54 Special Issue December 2010 375

1 v v
m3efl 1 msane anti-IgE lugihelsaayndnierugiium

< aw EAIARI g
in v, oo sluvumNTeuoy do v o dow o
WUNWUT o nsnIN ManmagyY NaNIINK
ey " LRI INITs Y, o ¢
G
2001 Casale RCT 536 719 12 - ATUUUDINITNN - nqulau anti-IgE 300 .
uazamz® iy SAR wu 12-75 1 NAAA @n placebo  (p=0.002)
129 'l anti-IgE 300 wn. - M3l - naulau anti-IgE 300 w.
134 'la anti-IgE 150 wn. antihistamine aaAa ann placebo (p=0.001)
137 1@ anti-IgE 50 wn. - AZUUUAUMN - naulau anti-IgE 300 wn.
¥ Aa A X a !
136 'la placebo FIANUUU AN placebo (p=0.008)
2002 Kuehr RCT 221 ¥ 24 - ATUUUDINTNI - M3l anti-IgE 2uAy SIT
uazamz® iy SAR wu 6-17 1 YNAAA anomisyihglasesay 48
54 'la SIT Birch + placebo (p < 0.001) tijeiiBuny
55 la SIT Birch + anti-IgE M3l SIT oe191Ae?
53 'la SIT grass + placebo
59 la SIT grass + anti-IgE
2003 Chervinsky RCT 289 918 16 - ATUUY - nquitla$y anti-IgE
uazamz® iy PAR ww 12-70 1 21MIN Anm placebo
144 'la anti-IgE Wnaaa (p < 0.001)
145 la placebo - male - nquitla3y anti-IgE
antihistamine ann placebo
anag (p < 0.05)
L ody Y .
- AZUUUAUMN - nquitla%y anti-IgE
an A X P
FIANNUY AN placebo
(p=0.001)
2004 Vignola RCT 405 519 28 - AZUUUDINS - MASUUUTINYDIDINS
uozamz®  1flu PAR 12-74 1 N99YN flguny placebo aAag

209 1@ anti-IgE
196 la placebo

(p < 0.001)

RCT = randomized controlled trial, SAR = seasonal allergic rhinitis, SIT = specific immunotherapy,

PAR = perennial allergic rhinitis
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