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7 #ETG 2 mm o4 E 398 ¢4 wsoeg APSH”

3. FceRI e Of CHEt XpIISEH | HE

7. AZF Al FceRlae 9 AX

(1) A B2 =Y (subcloning)

A}& Fc e RI9 truncated a chain®] td cDNA(Dr. Jouvin MH A&, Harvard

University, Boston, Massachussets, USA)E S84 dA4¥tgoz FEZ3 ¥
EcoRI, Xbal #|3%F& A(Stratagene, La Jolla, California, USA)Z A& % pMT vl
7} A (Invitrogen, Co., Carlsbad, California, USA)°| MEZ=24Y3gc. pMTE
CP A X F(Clontech, Palo Alto, California, USA)o] HBA| 7] & F wjSL E3)
FZA A

(2) EARA A A (transfection)} S 29 A9

¥ CP MXZXE Qiagen midi kit(Qiagen, Hilden, Germany)& o]&3}]
pMT wi7HAE oAl Egstdth 47 WHez 4 pMT "W/HAE Insect
cell(Drosophilia expression system, Schneider 2 cells, Invitrogen, Co., Carlsbad,
California, USA)e] E#H2HHAAZ ENAHNAH insect cell& 20% fetal
bovine serum, 100 unit/ml penicillin-streptomycin®] #37}8 Schneider's
drosophilia ¥jX](Life Technologies, Inc., Rockville, Maryland, USA)Z )] %3}<

1, hygromycin(Invitrogen, Co., Carlsbad, California, USA)S 3mg/ml& 3 7}3}
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(3) 84 FceRle 9 A&

EAAHAMEA insect cell lined] Aol HA7pE A 2 viX|(PAA Laboratories,
Linz, Austria)® F3i CuSO:Z Yo 84 FceRled S A AT
CuSOs2 A3 widulx 9 332 @ WFuAE 4 dAdEesdn,
A AEL chloroform& o}&38ted &siA T 242e] A Aa A X8l A

Western blot2 Al33dle] =84 FceRle 9 EAE &3}

}. 3 FceRle A9 AZ

(1) 8& A4

(2) & FceRle A9 A=

AT AAA HERFANAM & FceRlaFA HES f8] a2UIEAYS
A AT. flA @S CuSO4E A5 insect celld] ¥ FdH A (FceRla 7t
e &A)E vigeo]l HHY 96 well MEHd welld 2p4g¥ HA7ME F 7
welloll 200 ¢« 1% 1% BSA(Sigma, St. Louis, Missouri, USA)E ¥ 37ColA 2
AlZE g2l get Fo Fxtet 2T "HE 1110eE A A 37TelA 14]

v e T-PBSE 33] Al& %9 peroxidase-conjugated anti-human IgG



2 1% A4 7tEEHo| /8 T-PBSE 11100022 A7 &AL 37CTA
1212 9E&A17]1 3, T-PBSE 33] AE3E $o 29 oA 7133 AR
th. 8N HxSO; & 2t welldl 25414 Yol w3 & FAA7]L ELISA%RS7]
(Dynatech Laboratories, Inc., Alexandria, Virginia, USA)Z 3438 % % (optical
density)3tS A3 A}, cut-offitS B + 2EFHAE 3F4 o}

4. FAHAH &4

=4 ZZ7% (Statistical Package for the Social Science, SPSS, Inc,
Chicago, Illinois, USA)S ©] 83} independent samples t-testE® A A stAqth
AR FoeES pat 0.05 Yo R 3T



BEN F Frol fo% A& molx @gton T Astueldee
FHE UehbA QghehE 1),

2. FceRlad A3 A73Ae 2%

ANZEF Alg FceRlae 9 AES ¢3) Western blotS A 83 243 FceRle 9
AR 46kDaol A HE3 oyt fFEdo(zyg 1),

Az FceRla € ol8% SAUAEXNES A3 A3 2199 FA< o
TollME AV AEHA @dod T 594 Foy] 34 419F 14
(34%)9) @AM & FceRlae A AEHAT o] T A7tEH g Rukg
Ab ST 178 F 638(B5%)0NA, AE A s Rk HAL 4T 24%W F 89
(33%)°l M A7HEA7E HEEHO F Fo] 93 2o]2 BIE F UAH(2Y
2, % 2, & 3).

ol N

o

3. & FceRladA FAATF3 AT v
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45KDa 3

Molecular weight

?

without CuS O4 with CuS O4
Cell Super- Cell Super-
ly sis natant ly sis natant

a3 1. AFE $84 FceRle ¢ Western blot 27, FceRla 9 &A%<

46kDal A &3 w7t #Fdo.
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E 1 SR HA FATH ST 944 54

T 4T
A A8 & 24/41(58.5%) 17/41(41.5%)
A3 1] (male:female) 6:18 5:12
3 A = (years) 35.3 36.9
3 ¥+ ¥ 7] ZH(months) 32 28
3 I W R A £ A H(hours) 86 8.2
FEHIgE: 3o (IU/ml) 71.5 1376
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# 2. FceRlaol d& A7FA &

3 FceRle 84 A&

(%)

AR RS AN P Ay
suy Foely] a3

0/21(0)

6/17(35)

8/24(33)
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E 3. 93 & FceRle @A 589 v

A7rdd gF g AL

ST e
FAd T 8 6
8}Fc e Rl o 3+A)
ST 16 11
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X 4. % FceRIe @A ¥4 S479 9434 53

BT 8T
Z A v) & 14/41(34%) 27/41(66%)
43 ¥] (male:female) 2:12 9:18
B A H (years) 34.6 37.3
3 1 7] ZH(months) 34 29
3 7 7 X1 A & Al 2H(hours) 8.6 8.3
FEAHIgE: ¥ T (IU/ml) 739 1125
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CIUS) Wle S48 wad A @ou, HMAEAe x5 dF0)
AAe) §e7t F ARz A= Yok 19889 Gruber o] CIUSAIY B
oA & IgEFA7F wolz AL Bt AL AVMH Bl dig FAE
#it® o] Hide Tol A7tE% RS AA 49 @xEoM FeceRleodl

3 5% F IgE IgGH 2 o F kA FAE BF A1
ATk o] AP AFAEL ¥ FeeRla A7 CIUY Hol F2T 4T

BR-LH g g fdsts AMEA AR NEHAR e, 297 F sl
7 HA B9 71 HAF B oin vitredl M E WEAHoH, 24, A7 gz
2 Z4std AU 2asA ki, As, Cludae
T #AaFEAEY, 1A FceRle &dAlol ot wkAd A<l
=2 U8 297177 FceRIol 9% 3| 28R Eulo dis] 2@ de] 4
ofd Aoz F2HU® A, CIUEAENA ZEAES AgF A J4H
34 7HALtE H5S A sl Fiebiger 5& ol¥F WA EZEH S o] &3
o CIUSAS) 37%°l4 & FceRle 1gGe) EAE FUAsHth? £33 o] Fc
eRleol & FAE CIUEAAA FojFHoz yeuu & IgE FAE A4
ojuv} ol FEFAAANME YEttE A& LASAT

IgEell dd & A FceRIZ HRHAIEY 3H7]FolA L 27] wes de
71ed #93ts YA EHo|tt. dFA EVL UFQE wow gE-F&4 &
FAZE Axgdo] AEREHY g AXeAEEES FEsA Hed,
o] Zd & interleukin-3, interleukin-4, interferon-y %9 Alo]EJ}Qlo] X &5 o
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9t FceRIE 46 kDa @, 33 kDa®) 89 7-9 kDa2l 2709 yolg9|& o] %
AR ALFATER, o]F acteglo] gE EFH AFRAS YpF

A 2A7LEA AE S| 2EY 28l ZHAF Western blot#HAN, E4AAAFAY

S Agstn gon, A4H HAPAZ AEY ARNSHAA} F8E A
o2 &84 Ioh'® 13y Sabroe £ ATl QW IRWHLHA AYA B
AFlMAY B FEH @GF HAH9 Hio] WETFRY 2 mm oY & A
5 4 Hgow AL W ZFUT Sl2EY FEABAY dRge g
A 56%, Soldol 76%2 YEwt” 2 AFoME FceRleE AZdd

ELISAE Algstdcd, dFehggdAL 49 #AL Y 33%NA% A7 &
HAth.  Tong 5% 3|I2BT FadA FAU B2 38% A%t ELISAE &
FceRle FAE H&s3ce 298 231d v Yo.”

o|9} Zro] I BWZFHALS} FAAEFE zol7t Av o FE AHEY, WA
FrEAA ALY o FAVE AEHA G BT 549 HAER HEHA &

we £%9 A AE0R A AN Yo A9E AFT 4 e

H

T, A7bEA] o9l HIRMME 5o 3|AetWl #lzl, HAHFE wwFoy
chemokine®l Z&& #2% 4 AUt =3 FARWNE AA 4 Ao FA 5}

AeHe A As FAE A48 ARHA dE W, S A FHo

Eo g3yl Yolups AL BEASA gou}, o AT ARE AreA
A77t o DA, MAAGA SHABE fGAR, 5 AZE VAT Sol
Aol EAE 4T+ AT

A~
e
A YT S4T J4Y vmelNE FTAY, FH47I, B A

e
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A zZbll A G923 ApolE HolR gty ¥ HAARGAA R EAPAL At
gatAA}, dagAAAL, BARA SN FF Aolr Ytk Bt AL H
#84 IgE 3 SATH 4L slov 4T 739 IU/mIA &4 1125
U/mlE FAEA S 43S BAT o) H¥wgHs FPTAME v
FAe Bt olE olHe] ATFAF YFHE Ao olg Fo] FAIHT
AN IgE7t WA YEluE Ae [gE-3-IgE B EFAFYeR A& AW
2] IgEel o] #4aHy WEoz AZHTYI? w3 ArtEAH FAU ClUR
Az BG7)TFe Sl s (releasability) ¥ 71 Zade R1rE Aed,
o= rtatAel thE wAHH wmFol TEVITY FeeRIS BHFHANIL o#E
oA BH7 T AAZ FRAIY] BEA Ao 2oh® yRwgzAte ¥

A7t BF Y

oX

/

o

23 BE £4Q 29 vmlAE BF FY TAN 497

2ol ARed FAGE F

fo
oXx
rlo
52
3
K
(=Y
e
il
rir
ol
)
_L?L'
)
lo
fru
=
lo
ok

o Ex @& It XY R (recruitment)ol #83E FE, & steroidol] ®F
23 o8 HAYEE & dS Aot T CIUY M2 A5WHY, 5 FceRla
of st A4 3977 (epitope)}t THE FHFA, EF T, dFES v

F3l e AlolEFIRlo|Y 3 Aol EFRQ] 59 /Mg =&e] B ASE Asdn
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AL 949¢ & 5 9t By S84 Foey) 34 4098 gae

2 AN HRas AAE ABsd FY&S Lolnm, fHA F2YE B

1 25 4199 gid@zzoA AtEHE ol &% HFweHAL AR 249
(585%)°1 A Fgur-g&, 17H(415%)NA SARES B AP A ¢
T AT 94H 54E vlud I {3 xolE HolA st 2 9
S AGAL} FAFAHGAL, RAHA EFoA F ool Fo3 Ao]E Ho
A ggokon thE ArtH gAY FAE HEUA &gt

2. Ab¥ FceRIY truncated a chainol ¥ cDNAE THEL A W3 o=2
ZZ% % pMT wiAAel ABR2298 g pMTE CP AZ3o d8A2 %
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Abstract

Autoantibody against high affinity Ig E receptor in

chronic idiopathic urticaria

Hoon Lee

Division of Medical Sciences

The Graduate School, Yonset University

(Directed by Professor Seung Hun Lee)

The pathogenesis of chronic idiopathic urticaria is not completely
understood, but mast cell degranulation and histamine release are thought to
be of central importance. It 1s now eslablished that circulating autoantibodies
against the high-affinity Ig E receptor( FceRla) can be found approximately
one third of patients with chronic idiopathic urticaria.

These autoantibodies can be detected by in vivo autologous serum skin
test and by in vitro basophil and mast cell histamine release assays as
functional tests, and also can be confirmed by in vitro enzyme-linked
immunosorbent assay to Fce RIe and Western blot analysis.

Our purpose was to determine the proportion of patients with positive
autologous serum skin test and anti-Fce Rle antibody in chronic idiopathic
urticaria and whether there are differences between patients with and those

without autoantibodies in the clinical features.
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Results are as follows:

1. Positive result to autologous serum skin test was 585% in 41 patients
of chronic idiopathic urticaria. There was no significant difference of clinical
features and laboratory tests between patients with positive skin test and
those with negative results.

2. ¢cDNA to truncated « chain of human FceRI was amplificated by
polymerase chain reaction, then subcloned to pMT vector. pMT vector was
transformed to CP cell line and amplificated, then soluble human FceRlea
was produced by transfection to insect cell.

3. By enzyme-linked immunosorbent assay, anti-FceRle antibody was
detected in sera from 34% of patients with chronic idiopathic urticaria.

4. In sera from 33% of patients with positive skin test and 35% of those
with negative result, we could demonstrate anti-FceRIe antibody by
enzyme-linked immunosorbent assay.

5. There was no differences of clinical features and laboratory tests
between the patients with autoantibodies to FceRIe and those without,
except female predominance and longer urticaria history in those with

autoantibodies.

Our results demonstrated anti-FceRle antibody in the sera of chronic
idiopathic urticaria patients, but there was no differences of clinical features
and laboratory tests between the patients with autoantibodies to Fce RIe and
those without. And we could not demonstrate the correlation between

autologous serum skin test and the occurrence of anti-Fc ¢ Rl e antibody.
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