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FHTEE | EAERE R
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BHaEEZRS > EAEREREMERS » TRENEAALTARAREAKREL

B IR Rt MR IE o ARYE B AT 6 45 T

I AR ERS NS 1GEA S 2RItA

il o mEAMRRBERIET ARG EH > TR win BB 2R SR EHE 445 - KBy
138 hodn L kM 09 R B2 A R4 X 109 B B kB FHERSE - RIEFIHEK
RBPTEZR BB E BRI 22N  BRNESETEE AARSESRERETER » HEHY
87 A AR A B0 R b BE A B P2 F A8 4850 2014 SR 4% omalizumab 1F & Mt e b g 0 AN EAZ MR E
iR B mA A  FRAERRITISRIM YRR ERERSSEY - T RAY
BF 52 LE PR A BE R R iR — F X 3 omalizumab £ 12 R B B SRR L e A o AR
Pedl A F ST B &4 & 0 omalizumab 300 mg %49 % R 47 b omalizumab 150 mg 4% £ 4F - 3
RF % EH A EBERGEL A2 KR35 EF FH 8L omalizumab 74 5 T A B RIEF R
WFEd] o BN R E o F AR 6y B F #55 omalizumab 8976 5 R JE T 8 H P R B » B AT £ 5
W A2 R AR E RS B E o AR E RS B ENL RS E R E—F
FRAFELE2MBHER - BRBFHCLATEHGA Y REEAERE RS B H BT

omalizumab 74 f& 15 55 & @ AR %, -

RASEEA : 121 B M ERZ (Chronic spontaneous urticaria)
124 B ERRZ (Chronic idiopathic urticaria)

Omalizumab
@BUHIAT (Anaphylaxis)

5l

Il

& M 3 % M Z i & (chronic spontaneous
urticaria, CSU) » S Ry 18 14 5 3% 1% 52 il &
(chronic idiopathic urticaria, CIU) * & 2% Ry 7538
DA ANBH K] B 7 7 A2 Y EUZ B (wheals) BRI
B M 7K I (angioedema) ° Fricke 58 A #f a1 18 1%
H P E S T 2 T A BT 3R 0.7% » 1
IR Fan g Hil S AAR IR =8 OR &R EERY A 22

R BUE M H B MRS AR TR 0.69-
0.79%7 - 1814 B M ERIE R 1 5 B R E IR
ELHH A4S - VNS BEN TIESERE T
Bt 27% » BB SR AR — KA -
Omalizumab E 5y 187 B 2% 15 =i 2 1916 R 75
KL » {H [R5 2 i PR R A 1
T o ARIK BT EHE M B 2 TS 02E B9 BUR
¥ « HHij omalizumab £ 1214 H 25 14 ZHZ G
Bt DURAERERRETEE A -

WA E Z U © 106701 &k TR B F185% 670 38 &bl s BT M RE R A
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1814 B B EMZ BRI

H AT R 181 B 38 M 2 1207 Ry rd il
A4 FHE Y (endotypes) © — ~ EETEAH
WEPL T H e (autoallergens) ; HY E UG
YEEKE F (immunoglobulin E, IgE) ; & Bl LAY
FA IS R S A/ AR S UL (A R e ) AR
[ - S5 T B B e R 2 A RO Y B0 s
i by H B (autoallergey) » R Ry 28 1 FU H
%I (type 1 autoimmunity) - H AT HERY H #8558
R A RSB AL YIEE (thyroperoxidase)
FRARBRERE F1 (thyroglobulin) ~ FH#% X T (tissue
factor) » 71 & 24 (interleukin-24) » Bl L& £
fii% 5 (deoxyribonucleic acid, DNA)>7 o —
BERALBR SIS E N RERE N
#& (high-affinity IgE receptor, FceRI) BUIEEE % E
HU B YEBRE H (membrane-bound IgE) % " H fi#
YU (autoantigens) ; HY G BIEFEERE H (immu-
noglobulin G, IgG) H #&§1#8 (autoantibodies) °
B E R PIAS B Ll AR PR RS S R e e
KRAHHE (mast cells) B Bk (basophils) BYTE
b 8101 o S5 T B0 B AR AR R 2R 11 B I RS 4
2 (type IIb autoimmunity) °

BRI 38 B R B IR %6 % 2 & (European
Academy of Allergy and Clinical Immunology,
EAACI FTE M " B i8R E 8% H 21
# (autoimmune chronic spontaneous urticaria,
ACU), HIIJE I 265 1Ib 21U 5 88 %2 9% 19 20w #%
012 o AR AR UM ORI ER IR e 2 e i
AR EIRE A & DU R AR 18 1 B 3 M SR E
ERhHEHREREEMEERESE - — B
4 1 1M1 3R AH #5% i B2 G %E (basophil histamine
release assay, BHRA) B{Rg 1 4 1 MM BR & 1L 3B
(basophil activation test, BAT) & 31 [5 M [ JE -
.~ H#EIMIE B2 B (autologous serum skin
test, ASST) EFHFZMENNIE - = ~ & PY 7 R,
1% (Western Blot) 5482 £ 45 & 78 5 W BT 53 BT 5
(enzyme-linked immunosorbent assay, ELISA) &
B IME RSP E RS ERE N
He o s i E AU 2 EREE 1Y G AU R EREE
H#8Hi# 12 « Schoepke % AJA 2019 4F PURIST

RER

Woesssd - 182 KM E B MEIZEEE T -
107 A (59%) A #1035 B2 alBs R btk - 46 A
(25%) W i T 11 000 B L A e A3 B v i
HIMERE AL B B 5 1% - 105 A (58%) IMLiE
HYUEBFIT E Rk E 2 i iR SR ik B
RUGEIEEREE 119 G BUGREERE H H i8IS R
Mo =T R A 15 A (8%) - B
il B HLL - B REIE M A B EREI A
FAEREE - HINE+ E B REERE YR
FERAR » 1 35 HUH AR E S LR G Y
TIEERE ORRER S » REN~E HERE
1814 2% 1 22 B H At B 8 1 R I AH B
T{_—E 13

Maurer % A % 5 55 7R fl A [F] 4 7 1% i
RIS H RS EERERE - BIKER
i BVSIEE THIAAE (FR— ) -

8% BB MEEMZaaRERE

181 H B SRS | e REYESE
2 X H1 JLAHMME (second-generation H1 antihis-
tamines) ° N[ EAE #ET & (licensed dose) HYfE
M » HEARE 4 5ii BB EF 115 Bk
=1 o WO RN S ERIR %% 22 € (The Euro-
pean Academy of Allergy and Clinical Immunology,
EAACI) » ZEREBEAIREGHHEHE (Global Allergy
and Asthma European Network, GA2LEN) ~ EX
UM 7 7 A & B8 (European Dermatology Forum,
EDF) - Bil{tt FUBRIRK (World Allergy Organiza-
tion, WAO) /A 2008 4F-Flt 2L [F] 3 KAV =S 167
AT 1 (LU SR RGN / T FLE R R =2 155
85 1) » DURAE 2013 4 ~ 2018 YRR RS |3
HrE A WERAEYER R AU R 1R
CRANME - R HURE R I 7 B B AR HE 7
T 4 fEF RS 2 fiadg 10171 o AR EDBE Y
InPCRH AR B o PR & - 5T 4 702 1Y
EE RIS IHESGE P -

£ 2009 £ERREL 2013 SERRATERIN / {5 FLE A
H =S IR a5 [E - st ST 4 5%
HET S A TR U eI B GE  B da
"] LA RE I L E =M FE PR (leukotriene antago-
nists) {F e 55 3 RiGH 1017 o [HIKFRZITEE i
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SZFF 0 2018 AERRERIN / tH TR BGH AR E IR
FEHED AR B =B R PURIE R2E 3
FRIGHE - B A A RZE R b I (add-on » &
BB 0 #H %% OF F ) 1595 19 omalizumab!'® © 1fj
£ 2016 SRR Y 22 18 B 1 L B8 B oy S i 16 7
gl (AN M2 mas) B

[EI R EHE Ry B AR HY omalizumab %1 AZS 3 #i%
T o AR B R R - 1 € B SR I B
HIZ & (American Academy of Allergy Asthma
and Immunology, AAAAT) il S 5] 35 fl 5@ i L 02
YEEERE (American College of Allergy, Asthma and
Immunology, ACAAI) fif £ [F] & 2 #Y 2014 kR
SRR | (LUT SRR BERE 6 S
50) & HAMTKE omalizumab %1 Ry 25 4 #775
20 o R IGER 2018 AR RRERIN / TH FUE RO %
EWZIEHTET | > 2016 FhREZE SIS
g1 DAk 2014 i 2 B =B 16 B4R 5 [RY I

P

e

xR—: LBMEREDFHERNSEE RS

Omalizumab 7£181% B 314 Z M2 Y
BEAR

Omalizumab & —HHRESFTEI L E AU RZERER
H B AZE 1t (humanized) BB £ L8 (monoclonal
antibody) * & H1 Bl E I 08 R BRER 1 A [l 2 AR AL
(constant region) i 75 2K 15 FR MK HAY E B 2 9%
BRER - WHE—F A (down-regulate) JE A
i BRI i [ BR SR A =B A T E B REER R
RGBSR o (S I A el B I i R s 2
FEAL - TR HTAHARRZ (histamine) Bl H Ath
% 75 MBI 3R (proinflammatory cytokines) HY
FERL (8 — )*' - E B Gy Bk E (e AU SR
R RRE Ry EEE A 0 [ omalizumab FE
38 B ] 5 S PRI R S s M B R AR 22
A 2003 AR B R B L B BHE ) (Food and
Drug Administration, FDA) £ AT R h B
FRE M SR R 7 ELRA 2005 A REERONZE
B M 5 (European Medicines Agency, EMA) £

R 5 1A E i 5 TIb B A8 0s%
B HEHTHE (autoantibodies) H#8 E BUEERE N (auto-IgE)  HFE G BUGIEERE N (auto-1gG)
EhE SRS F i E B FaRE e IR i 1 1 LR o AR R T R B
HYUREE ERRBURT E % R ki bR
FEERE R LI R 3l
757 SR O SRS 1 S R I 4
Hrik
I i T S YT
e Uil R IR
[FJIRF 5 B EL At 5 RS s s i LA I B
A IRF A B HL AR R I Eu B FIREHR FIREIRA
E By aRE e IEHE fd
i EER (basophil) J&/A 9 LLA AIREIRAL FIREI
WEREIEER (cosinophil) JEA LI WAL W
C &R (C-reactive protein) {H T RERRA i
PUHIMUAZDTHS (antinuclear antibodies) BtEELE]  ETREHAE T HEER R
B — RBTHHARRL A9 IEIR S e FTREHRAT AIREHR S
> omalizumab B93EIE I E Loy L5
> omalizumab Y75 R HEHE R L)

HAth

TSR FTREA X
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xR IBEBERUEEMB ORI/ LB

IR RER

=yl

2018 FF R B I 308 S s e i PR
G R G / A BRGE R B
& / WO 57 1 s e 18/ RGE AR
R TS e eS| 18

2016 FhR = K E R S & =S
D S =01 I

2014 4 hf SE B3 A L R
B2y | SE B ORI B G % 52
EES GRS |

i RREE

B RRIGH

ARG

FEEHETE S5 — A H1 Pz
ANAR I 2-4 5 (BB R ) IER
R BE RS > AR AR
o B RS R A

Bames A H1 PuAE#% e 7 =
( T R R HET 5 4 %)

LIS 2-4 50 (B HE R ) I
THEHAEACGGS - HEREE = RAIR

55 AR H B0 R = -
omalizumab ( 75 7F SR ARG &
NHETT )

QTR 6 I8 H (EeE ) 16
IRHRERNGE: - ARV

PRI RS A HI PRI

B NYHh— a0 gt AR

[FiGE 52

1. B BE A S8 A H A A 5
B (IR EERIE 4 5 )

2. 0BS5S AR A H1 HURHARAL

3. FE R LA - B —A HI
PURHRR I 5055 [ERE MR TURH AR

4. n I H2 HiAHRSRE

5.0 = A #8 4 M1 7F & (autologous
whole blood injection)

FHARE 12 ERIEIREHE - LA

G B A EaRE T

2% B (Exacerbation) @ 4= By 4 #H [

B (1AM 10 X)

bRy G
1. Omalizumab

2. Cyclosporine

3. = Mdshim

4. HABPTRE R LEY)

FEHER R ST A HI PRI
METAHRRS FE AR

SR T F Horh— R A 7 5

BEAARFEAE A

1. B R 28 — A H1 sl
iy

2. M LS oh—FE 5 A HI BT
HH AR

3.0 H2 HikEskZ

4.0 F A= ST

5. MEERTIN 55— H1 PTAH %
&

W AT DA - BEISRE T
#H #% fz (B0 40 hydroxyzine »

doxepin) 7 &

EIOEREE A H PR & % b ETRFE AR T
cyclosporine ( F5{E BRI ANETE 1. Omalizumab
THETT) 2. Cyclosporine
3. HAl T S 25 ~ sy i
)~ BV
£l E B EIkED
EERBRMAP
89 E MR EIKEE
Omalizumab E BB RIKED

WA IR A FBAR LIS ER
KRENSHNOER
RRIKEBRE

IEAABIE/
B E B IR

RRIKEBZEE

B— : Omalizumab BI/EFRHLEE 2" -
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FHIR TG B R R I R R -

R $8 Maurer % A (ASTERIA 11)* » Kaplan
% A (GLACIAL)* » DU} Saini % A (ASTERIA
)* Fr 3 R0 28 3 BAER IR ZE R R - SR
ok fE A S - RIS 7 HEME SR
%% (Urticaria Activity Score during a 7-day period,
UAS7) 53 8(7E 16 43 DL A E R R E &
7% (weekly itch severity score, WISS) 73 8(7E 8 77
DLE - HEADH | RERMZSEEESR (Urticaria
Activity Score, UAS) 73 87t 4 73 L & - i)k
16 12 B B 75 B < IR 18 M B 3 1 Z 2 B
# + omalizumab A EHZE S BEREIR o Hp -
ASTERIA Il BFSE8RUR » B30 4 38 1 3 ~ 53
3 il omalizumab 150 mg B omalizumab 300 mg
ERNEE  ERARRREE RN SH L
HE R UGS » WL omalizumab 300 mg HYVGHE
BRERAT 2 o GLACIAL WISEth@iR » #6527 4
1)~ EAE 6 ] omalizumab 300 mg JEHRAVE
F o e EREREE &R EEEEN
% 2 o 1] ASTERIA IRFFEHIEER » $2525 458
1 7 ~ 3H5E 6 7] omalizumab 75 mg  omalizumab
150 mg * B¢ omalizumab 300 mg JERAYEE - 16
FHEE R E R R A R OGS
{E{J5LL omalizumab 300 mg F7EHESCERIRIT 25 -

Casale T A — 434 it 25 3 HR PR
BB R R BB - SR YU I 16 R SR (£
RS R ENE B - A B EE=
45 1 %] 300 mg omalizumab B35 & & 1] J&
o RAr ] GHEAE 7 H SRS TE MR R0 81T
6 57 LUT ) > M43 AAE 40.0% (ASTERIA 1/ 11) Ei
33.7% (GLACIAL) Y 3 B n]E 558 AR R
(HAE 7 HEMSTEEERTES 0 43 ) © Casale
EF AT omalizumab 300 mg Lt omalizumab
150 mg 56 Ry 5 %%+ B2 EIBIA L - 1R 1A BE
F omalizumab 300 mg iGHER S 12 38 » F:HE
S R R B R A
38% (ASTERIA I/ II) i 36% (GLACIAL) ; FH#&
Z N {EBtAH A omalizumab 150 mg (GRS
1258 » AR R E S &R B EE—
25Nt 25% (ASTERIA I/I1)? e

[FJiF Casale % A 527 » #F omalizumab 150 mg

ARG R 1% » JETS RAFHERIRY B & e A 83 3
BAEARE 28 (BILEME 7 H Z M2 TE 1 &R 8HE
16 53 LA 1) 5 M2 » 7E omalizumab 300 mg
RS R 1% - JE1G R Pl 0y B RIAE Hh AL
% 558 (ASTERIA I/ 11) 5 7 38 (GLACIAL) &
EARTE 28 - FEARTE I RF R R IR R BB B2
omalizumab VARV R A A e 2 - KR
omalizumab ¥ A8 1 H 25 1 EHHZ1 G R E
fiffi (disease modification) YA &R - T LM
i NS - H 4% BEE R REITEH mis
1RSI0 5 A 12 BRI - B LG
TR B 2 A W F Bk BRI Y LR BB &
A $252 omalizumab 150 mg 5%, 300 mg V&Y
F o 59— > $5% omalizumab 300 mg J&IE1
BEE L BE K (sinusitis, 4.9% vs 2.1%) ~ I
3 52 ER 4 (upper respiratory tract infection, 0.5%
vs 0%) ~ [ fiiJf8 (arthralgia, 2.9% vs 0.4%) ~ 5
¥ (headache, 6.1% vs 2.9%) » El IZ WX (cough,
2.2% vs 1.2%) B ELBIE i B 52 22 R P v R ) i
¥ » M #3 omalizumab 150 mg 50y B35 5%
£ EH & (nasopharyngitis, 9.1% vs 7.0%) ~ EH
¥ (arthralgia, 2.9% vs 0.4%) * ElUHJE (headache,
12.0% vs 2.9%) B9 EL B = % 432 52 22 RE i R 6
G 27 o 35 SEEIE I BLi# 25 omalizumab £ 5 i
BEIERE SR - AR 3 WG REABE E
s R B IR B 3257 omalizumab 15T 2
AEBRMEARTE (anaphylaxis)®

MR 2 3 FUTIE PR B e P 8 A Iy i 3 T i Bl
LA BONEESE MR - ERRELEE
EH R - BEE AR R L SR Y B B S A
RET 2014 %1 omalizumab E Byt IiG & -
FH A R AT HE ] & 0 HUAH R i i i A HEAR
FWRAE 12 BRE 75 B HRIIR M B 2 1 Z M2
B4 - FIHFT R IE » omalizumab 12 #'E 5%
HE T 1B IR R DU R SO R 8 M E 3%
=i B RIME—2EY) -

B Z VA 75 B (e R A5 B

Hide %& A2 2017 FF 85 R E G EE 1 R 2
omalizumab FAIEH IS M H B MEERZIYEE 3
HABS PR IFZ2 0 5 (POLARIS) » 3% HFC8 30 - %
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JPA A AL HE T 5 A AR R e 1A B (0 BHERE AR -
R 7 HEMETEEER S EAE 16 720 1
HEeRMBEREEERTBES S L HE
PHIREMEEEERTELE 47D L
FERAE 12 B E 75 B TR g M H B 1 E 2
B 458 1%~ 48 3 % omalizumab 150
mg B omalizumab 300 mg & 7] 8HZE 5 B E AL
TR R R R - IR BRI
omalizumab £ B AR A FEATEFER 28 -

Maurer £ AR 2017 SR RAVES 4 HAERIR
WFZE RS (XTEND-CIU) =+ B #E5F omalizumab
300 mg 7EME M H 2 122 B BB RGN
a2z 2 - 5 EATE TSR IR S i 5
oy Ry 2 RSB - B 5L 0 205 AR TLAH ARG
B BHEREAR - RS 7 HE SRR
AR 16 7 DL L iR AE 12 B E] 75 bR L [H
FIEEE B EE - BT 4HE 15
H 78 6 %] omalizumab 300 mg 35 % » H th»
134 i (65.4%) BHEESIFRGE (REE 7 5
LM EERERTBAE 6L ) - 1K
T8 SEAE R B BROGE Y B B R R o IR B 2
458 1 %] » 3 %& 6 % omalizumab 300 mg 5,
LRIPIEHE o WFFEEE L - KT (60.4%) FAHR
omalizumab 300 mg {5 24 FERIER S E
TSR 4 52 R RGN BB E AR 1E % (R
HiE 7T HEMZBEEERSBAE 2700 1)
MAERE RS2 omalizumab 300 mg IGHEMEHER
21% FEARTE 8 - B2 LRI B RRAEARTE 25179
B3 fF HFr %% omalizumab 300 mg G 12
R HAE IR Al OGS - HOERE 7 H S
PR R R WO N 29.5 41 o T ilam B
52 24 5FE 48 38 omalizumab 300 mg 5% » 1E
(T BELS 12 EFEARTE ZRY LB (43.4% vs 45.1%)
WHBE AR - AN TR 60 ERVEIZNF
A R BT A AR B E RN R IIE - BR
T 1 B omalizumab 35588 M 28 £ SRR R O
Maurer 55 A B9 B 5% 38 B £ 5 FH omalizumab
300 mg JAFRHIRCR B Ze a1 - (HAE RIGHERr i
A AR BB IFEE R E RS - BHSERTE 3
FARFFERIAS SRR - i< ABOLRYE » BIfE
TEARTEIZ SRR % - B3 FE R omalizumab

RER

BRI AT DU TS AT HEH] 2 -

B P (real-world) HY i IR #H 22 3 — 2 S Ff
omalizumab FE12 4 H 214 S HZ AN - Bern-
stein ¢ A B ¥#1 84 R #1224/ (observational) fiff
FERTHET T R I SCRRIETER (systemic review) 5%
W FE$252 omalizumab G R IE M B & 14 &
JiiZ B KEB 5T (62.6%) AT $E 32 WY RE 45
Ry 300 mg o BEAEAKAH 0 85% KU E X
omalizumab JR¥E & A JEFFEEE » 1T 67.9% HYE
FHREFE AR o BEEE 7 HERZSTE M
ERTBEOEYT TR 86.9% » MEMSTEMEERS
BT N 82.4%° © Tharp % A1t 67 Faiise
PRI FERT S TR S 54T (meta-analysis) th2g
Bl » i omalizumab {6912 - EEHE 7 H=
W TE R R 5T BT T 25.6 43 0 SIS
MEFRDECEIT N 4.7 43 » B5E 72.2% WEH
1EHE3 omalizumab 1A £ FEE| 76 AR - M
AN 17.8% (I8 ] DIEISER o A 2 -

Omalizumab FYE|I 2

Agache %A $HEHBZ 10 EFEHE M IRIFFLHL
TR SRR TR B A 5 3 BT+ SRERET omali-
zumab 7E 181 H 2 14 ST RIIE R IO B2 2
M S EEERAS DUEAE 7 HE RS SRR
VE Ry B UGTEAL HATHE » 75 4 3 1 7] omalizumab
150 mg FYIEREBCR BL 22 ROBING 1% A BEE 72 52
FH¥ENMS & 4538 1 7] omalizumab 300 mg HIH
REE R = ILAh - B85 438 1 %] omalizumab
300 mg VG R TR R B B R DA
J7 ¥ B2 R U B & #% (Dermatology Life Quality
Index, DLQI) HYZr 8O EIth A BAEE TR - iz
2% 4 38 1 7] omalizumab 150 mg JAEAYEFEH]
7532 KL RS S - 4 4 38 1 % omalizumab
300 mg FIVEHESRAB A 4 38 1 %] omalizumab
150 mg °

Sussman % A fx T & & WY B 9% B R
(OPTIMA) it — 4 3% Ff omalizumab 300 mg &
181 | B ERS IR AT - RS ERiEE:
BEBE IR SR o MIRIOA 314 R7 AR PTAH AR
e A A B EEAR Y 18 1 B B M E R R
o B E YR IR BRI 40 1 A~
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#& 6 7 omalizumab 150 mg ¥, 300 mg V&% °
% omalizumab 150 mg JG Y M5 25 L 1S
R (R 7 HE S TE R R 5 BAE
653 LA ) » AIAE 8 & 8 I & Ky 300 mg ©
TESERK 6 BTG H 1% 8 VBN » 35 BEIE
INE 2 (BIEAE 7 HE ST R R BUE 16
S LI E) o Al AL 4G E 1Y omalizumab V5
I3 - FERBBL - £ 248 H36.6%
By BB S R HES] - K e IR 82
omalizumab 150 mg IGRAVEEE T » H 79.2%
F R TR R TR JEE S LA PR T S 8 SE R Oz
% omalizumab 300 mg /G 7% ; JELL B HER =
omalizumab 300 mg G + HIHIHE 7 HEiE
EEERSEEEE L NET 9.5 - A
Sussman 55 A I ZEH] » fif3H$75 omalizumab
150 mg B¢ 300 mg 1R » 1EHERS R A7 PEHIHY
FHEST - GBI (48.7%) I EBEEARTE (T 8
&Y 4.7 FERAEFE - HARRELST (87.8%) HIRE
FHAIAEE T HE5Z omalizumab VAR RIES FLITHE
il o SIS - BEAE— BG83 omalizumab
1R 3.6 R IEAR P JELS A7 HEH - 17 24 1%
TEANE B SE » fEB T2 omalizumab 167
3.1 SERAEAR P FF IS AT 200 32 -

HE#E Agache Z5 A Y 52 P SRR [ Bl
& 53 BT LU R Sussman % A # OPTIMA fiff 5% -
HESR omalizumab 150 mg i omalizumab 300 mg
eI B R SN2 R B A R B
B im A E AR B B AR S B GE T
omalizumab 300 mg HYZUSRHL L omalizumab 150
mg HYR SRR A5 B i - BhAb » $5Z omalizumab
150 mg {GHE LS RAFPERIRY 83 540
By 300 mg BRAMEESE P UEE - i
i K 75 252 omalizumab 150 mg B¢ omalizumab
300 mg G  FERENIELS RAFPEHIE thaT n] A
LT EE 5 KRy » BMEAE R SERIEIRTE 2 - K
Hl oy BB B2 R & omalizumab 58 % A 1R
TR RIERS RATHEH] - 2018 4FRRERIN / T 5 i
FGH AR S TG HETE S | 2238 omalizumab AYfEEH]
PRy 300 mg ~ BE 45 1115 2016 FRRE=E
EFS AR | 10 Bl 2014 SRR EBE RS 6
F85 1 20 B omalizumab 5 F & HI ARG R A1

(R
Ze = B E| H [ Fy I omalizumab FHRIGHE
&1 2 ERS Y E ST -

EretERYEEMEAEALER

Kaplan % A R # ASTERIAL/11 Ei
GLACIAL % 3 {[f 28 3 HA B PR 0 52 19 &5 R 3%
i » $5Z omalizumab 300 mg G AY 1 4 H 2
MEEEE B 0 T ERR AT B 6 HIGEA
REJETS RAr#Ed - 3 HFBFER @A B 1258
(ASTERIA 1) 5% 13 38 (GLACIAL) f 35 # 4" BE
B 58 A% M o {E$% % omalizumab 300 mg 5
12 AR ARES RIFERINEEET - H
58.1% (ASTERIA 1) B¢ 48.9% (GLACIAL) 1Y /&
G ARG RS AT > Ferrer %
A8 H % omalizumab 75 %G ERT 1S 14 H 2%
PEEE BB R4 Ry T EHEHR S ELR (fast
responders * HELETE 4-6 N ENERAINIE ) |
Bl T ¥HEE EE (slow responders » HLEREFF
ELRKE 12-16 ARG A G INE ) o FEEEE -
gt &5 - MR I S omalizumab HY G K
SOREARE TR+ (H R S 2 R A
= B R AR A omalizumab 54 12 #A
0 S FEA P MAEEE - B el Refi Sl BE L L
JETS FLAT eI B 3 o Tiirk % A 8 F omali-
zumab /G ED 6 (8 H & A & H 2 & K Ry
AR AT T U I T 20 0 2018 AERRBRIN /
M FUR RS IS G RTE T [ - HiE=
omalizumab 765 6 fE H ( B F ) (HEEESE R
IFPERIRY I ME H R S B - 4B
TGS -

53— J7 M * Ferrer % AMRIE ASTERIA 1/ 11
HINFFCE R - AL omalizumab 5
FERTEAN SRR E GHEE 7 HEMEEEERS
BOBlE ) » B0 omalizumab IGE R IEAR S
AN - AR R AR A7 SE AR 1E B 00 SR iR TR T
1EZRIE MR R B B 37 - Maurer £ AFEH B FH
# A omalizumab 7575 < FERY 2= 22 0] DL AN [H
O3> REHERIARIRE (R—) - fE58 1 U EHHE %
e M 3 22 M S92 B 0 omalizumab 7 JE
BRI E P E S PURRY B RIS RE QS
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IRt R

RER

&= : Omalizumab ABREFEIEE BRI SMBHE RN 7R

- e - HE N T
= We s S ffFgEErR F =2 VE (primary outcome)
Maurer ~ ASTERIATL  FiflgME 323 (7ACARHAERI LAY 128 FF4 0 1% HE3I A fEE8 1258 LR BEM
HEANB FaEkksr PR ROEB 2 omalizumab 75 mg © H > # % omalizumab 150
IR HEEIRIEMEE M 758%  omalizumab 150 mg mg i omalizumab 300 mg
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Chronic spontaneous urticaria, also known as chronic idiopathic urticaria, is defined by the presence of recur-
rent wheels, angioedema, or both, for a period of six weeks or longer. According to the latest guidelines, the first-
line treatment of chronic spontaneous urticaria is second-generation antihistamines, which may be updosed to
four times the approved dose as the second-line treatment. However, nearly one quarter of patients still respond
poorly to updosed antihistamines. Based on phase Il studies, which showed the significant efficacy and safety of
omalizumab in chronic spontaneous urticaria, European Medicines Agency, U.S. Food and Drug Administration, and
Taiwan Food and Drug Administration approved omalizumab as add-on therapy of chronic spontaneous urticaria in
adults and adolescents 12 years of age and older who remain symptomatic despite antihistamine treatment. Studies
of long-term use of omalizumab in chronic idiopathic urticaria as well as real-world studies further supported the
efficacy and safety of omalizumab in chronic spontaneous urticaria. Regarding symptoms control and quality of life
improvement, omalizumab 300 mg has better efficacy than omalizumab 150 mg. Although relapses are common
after omalizumab is stopped, re-treatment can effectively control symptoms most of time. In addition, patients of
different endotypes may respond differently to omalizumab treatment. Further studies are needed to evaluate the
efficacy and safety of omalizumab in pregnant women, children under 12 years of age, and in physical urticaria.
Physicians should also note that few patients had anaphylaxis after receiving omalizumab. (J Intern Med Taiwan
2021; 32: 417-430)



