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IEAR SV L ) BR AN IgE Hifk% 4
T IR EER - MRS 5 chemical
mediator FEEFHREANI N, KREIRED
REBFO—HE@EALIcENL, L L, W
BB EHMICRETT 5 LEED 5\ T BEHE
RIS B\ Uit IgE ST Cli R R 5
Bl %, b r8a8h 6, RiTH99E, IgE #iT
HHOBETHINRBIICRET21WHbWET FE—
BRI L, PEELURCNS TRIET 2%
A3 IgE Ui EME CHREMmY - BEERIES
RELEEESLLLT, 225 AT04F
KEERBORE2 [P EERENBAERSR
twIa s LTRIBL, IgE fuikliitic 1gG
RN TERERE2 AT HREXRERNHT
EETRRLZ, SLIAEINEESH HITH
B R OREIC, HURREREY IgC HitkiEuic
Vo BRI GBEINLBEERF TS,

—F, REXGEBRBICRERAZRAR
T-o7128, ToEKICHEIAT 3RS ERE
(immediate asthmatic response, IAR) Mt
I, BURRA LR 3 100 ZIC BB 2 RER
% Pepys H7I3ERERBSFEFG (late asth-
matic response, LAR) EiRIEL, ZNREHK
FrLTIMBAWEINEPLAX—DEEL
HEL TS, »4 5 LAR (3, BIEVEH»
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DRI LIARICIENE CEEH 5 WITH
BB DBRFRBICHIL T 29, 22 THF
T3, LAR DWW TIZEEDH 5 W ZEEBERED
REMFICHERL D T VX — RIS & 88§
% BeyT, MEFNHERERN Y IgE ik, &
I[gG K, 1gG 77 7 AR L REXREE
HICNTIREZ PRV Y Y THRBRASBRER
BETv, ZoBIcEREINS LAR /0L
L 7= RERG & DBEIC DWW TRETL 72,

W& H &

1. NgEf: 2nERER

R 1L REESE 2 V‘]HU%LW%E%*’E ZHEH L
BARPOREXREBRENRTNTRATZ
Flaldh > 5z & 5 BEMGHED &2 3061
o2l s, xRRE L T A5250 (B 3345,
195, FHIFEI2E (18—63m%)) E MR L
L7z, "T7AFZR M & 5B CTERY, &
%, BERRED T2 HBEL2 R L 22306
LAY P FIcER, B, BREIERIEN VTR
AN DA THERAT L C WiFEH 1IgG
RUxD¥7 77 ADBERIT, XRLKT
VX —ZEnZREN L CTHRBRARR S
AT L 72, BN L EREIRARE & 0 #2889 FEV,,
(forced expiratory volume in one second) #
pulmonary function indicator (kE NCG #:
) 2k, 72 peak expiratory flow rate
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(PEFR) # minilight peak flow meter (ZE[E
JVv AV 77— 7#B)ICTRIEL, FEV,,
% 7213 PEFR #20% LV HET L 23542 REK
St s Lz, SURBAL 1 RISz
AL 7254 2 AR SGE R G (immediate asth-
matic response, IAR), 3 ERREILLI_E108ERILIA
KEEERLA-BE42ERVURERE (late
asthmatic response, LAR) & L7z, %/ IAR
HBEBF U LAR OHBL 72 5EFI3 A S0E
RJG (dual asthmatic response, DAR) & 238
L 729,

2. MRS RO IgG R U IgGl, 1gG2,

IgG3 HiRNHIZE

HIESRAK IgG RV 1gG %77 7 XHK
@ #l % i%, enzyme-linked immunosorbent
assay (ELISA) 'oma= b~ k1) ESRRED
avidin-biotin ELISA #™#% &t LTI <
T-72,

1) #= (Dermatophagoides farinae) K Uf
%> # (Candida albicans) $IER&ER (B
B GLS) %0.05M phosphate buffer saline
(PBS), pH7.4i2 T2 N ZN10pg/ml, 50ug/ml
DBEICERL, ZN100u] 296X polystylene
microtiter plate (Data Packaging Corpora-
tion) 0)'% well iz AL 4 CiZ T overnight &
&7, washing buffer (0.05% Tween 20% &
10.05M PBS) T3 EI#&EL 72, Tk, i
BR#A %[5 ¢ BBYT 2 % bovine serum albu-
min (LIF BSA) #£& well 22001 EAL,
37C, 18 incubation #, washing buffer
I2 T 3m¥EEL 7.

2) HRmFL =% R0 IgG, IgG 1 Hilk
BIERRICIZ Z N ZNS00f5ICFRL, 2> V7%
B 1gG, IgG 1, IgG2, IgG 3 HikilErs
IZiZ £ £ 116,0001%, 4,0004%, 1,0004%, 250
FicHRL 72, 2 FNE well 12100x] 28
AL 4 CizT overnight #i& %, washing buffer
2T 3MmEEL 2.

3) Bk, —kbike LC=7 2t | IgG
#i4k (Immunotech : 8a4), =7 Xk bt IgG
1 ¥4k (Yamasa : AGB52-3), =7 Ak | IgG
2 ik (Immunotech : GOM 1), =7 X#k b
IgG 3 Hifk (Immunotech : ZG4) # dilution

o OBR

buffer (0.02% NaN,#% &t 2 % BSA) 1= TA
WL, 50ul ¥o%& well ICHEALITC, 107/
incubate L 7z.

4) washing buffer i T 3 B¥E¥#E, K#K
e LTerFrib=r 2 IgGl itk (Im-
munotech | 4 M2 -274.20) #, —Xk¥ifky=
7 ZHk b IgG 3 HLRNBAIC 13400/%ic, £
DA 12 200fF I AR L TH well 12501 §°
DEAL3TC, 1BEM incubate L 7z,

5) washing buffer i= T 3 BI#EEH A4 F>
b~ X3 85— TE o HAE (Vector 4
Vectastain) # PBS 2 C100EFRL 24 0%
50u] o0& well iICEAL ZiRic TI02MEHE
L.

6) washing buffer 2T 3 B##&%, sub-
strate (0.1M citrate phosphate buffer pH5.0
100ml, orthophenylenediamine 40mg, 31%H,
0, 40ul) #100x] 2% well icEAL 7.

7) ZFiRIC 155 HEFES, 2 N H,SO, %100
#l Fo& well ICBIMEA L TR 1L, EIA
reader (BIO-RAD) i2 T492nm DIENE % BIE
L7,

3. HUERERY IgG 4 kD BIE

ERRITIZAHE FROBRIETH 225, 7=
B> 2 SRFERIEEICS0ug/mnBE L L,
BRRIMLEIL 4 FICH/RL, —RIRD~=7 25
t b IgG 4 $i4k (Yamasa : DG-01) (X1004&!z
FRL CZKkHFEKOE F F w7 X IgG1
Hitk (Immunotech : 4 M 2 -274.20) #100/%
AR 72,

4. ¥ E

& 1gG 477 7 A{Eix+<T duplicate THl
EL, #RLENFRICHA7 PBS % back
ground & L TELB[IWwW72 OD. ETHRL 7.

5. IgE HUENHIE

mFH#H IgE $itkiz RIST & (Pharmacia
Fine Chemicals ) T, F=RU% > ¥ FHERE
# IgE Hitkiz RAST ik (Pharmacia Fine
Chemicals %) THlEL 7,

e BHEETFRIRETIC I, FHME IS student-t B
EE, BAENLBICIE yREZBAW:,



BRUSERIG E T 1gG 7 7 7 A5k 799

& R

1. avidin-biotin ELISA #ic &k 3 IgG #+7 7
7 APURAIEEORET
1) ERHERE & BROEATE
F=HbnidH VI HEL 55 5100ug/ml
DFFRIBEZF] & L T microplate i coat L,
1 &2 5 32,0000 ¥ THAHURNE RS #E I F
DHEFIBERT % 1Bk L, R RK IgG, IgG
77 7 ZAPRRIER O B HUR B E & 5 m
FREZRET L2, 20E, ZEEARBER
=R IgG, 1gG 1 HiARIER I310ug/
ml, IgG 4 FARDBEI1350ug/mlT, H> v 7k
Ruo# 1gG, 1gG1, 1gG2, IgG 3 HitkRER:
1250ug/ml, IgG 4 HANHAIX1004g/mlTh -
72, BEMFEFREIR, F=BROE G, 1gG
1, IgG 4 BuEkBIER T £ N £ 15004%, 5004%,
L1ET, H ¥ O TRERIGR IgG, 1gG 1, IgG2,
IgG 3, IgG 4 FiikRIERE I, £ 1L ZF116,0004%,
4,0004%, 1,0001%, 2501%, 4f&TH -7z,
2) E@EHE b [gG V77 T APUKIBE
Bk b IgG, 1gG 1, IgG 4 ¥itk% FEENS&H
TRETLA2EZ A, =2 on ik b IgG,
IgG 1, IgG 4 Hifkiz, £ Z£12004%, 2004%,
1000/, Ehh > FiconwTit, ik b IgG,
1gG1, IgG 2, IgG 3, IgG 4 Hidkiz £ L 11200
&, 2001%, 2001%, 2001%, 1004% T O.D.ioonm?*
LORIECH Y N+ EHBE L L/,
3) =, I FERICE 5 EEIHER
CORERMT =, HrUICHT RN
B 1gG, IgG V77 7 AFEKE ERICREBL T
W B HELERET O HIE KRB 21T 72,
Thbby=, H I FaR%E, £21,0004 5
0.01ug/mNEMEICFTRE L ¥ =RKFEIE IgG,
IgG 1, IgG 4 Ftdkic o\ Tiz 2 L F 25045, 250
1%, 21&, #> o BRN G, [gGl, 1gG2,
IeG 3, IgG 4 HLikiz DT i38,0001%, 2, 0004%,
5001%, 125f%, 2MBIcARL B LBCEFE
IBFIL, 37C, 2B incubate L 7248, #7100
pl 2 LROEENRIBET coat LTEWR
microplate D& well ICEA L2, 0% ELISA
2 TERBENKE 1gG, 1gG ¥ 77 7 2Hik% )
ELEZA, BmLHEEIC dose-dependent

I E e, IREEE & 0 Ek L 7o &2 DR 1gG,
IgG 7 7 7 ZHih50% inhibition I &L 7
HEEIR S =DEAIETXT0.5ng, # ¥ FD
B4 1gG, I1gG12%0.5ng, 1gG2, IgG3, IgG
47°5ng Th-o7z,

2. BEARVAREXGLEERICEBIT 2 0E
FHERREN [gG Y7 7 7 ATEOKES

1) mMEFF=RUOH > IR IgCH7

7 7 Ak
N RT A MRIERAER D 7 =K R

1gG, IgG 1 Fitkiz s Nic b L CHBIC A%

RL72(p<0.01) (Table 1), ¥ Y SRHED

IgG Hifkd, Table 2ICRT 8 A Y 2 5

RO 1eG, IgG 1 ik r@gEg Aic kL Th >y

THREBRAEFICBSTAEICEMERLL (p<

0.01).

2) MERF=RUH> D FERI IgG 1

AR & 2 SOl G DORRET
HEBRAFENREX WAL EE ADPUR

RRY IgG 1 fUkfinFHE (M) RUZEER

# (SD) ickh) A (M+2SDLIE) & B

## (M+ 2SD ki) 2#icoL AL B

2 BT 5 KRB RGO RIS D W IEBRRRET L 72,

N AT A MREBRABRES T Fig. 1oz

¢ AB (n=14) 2 DARS57.1% (8/14),

LAR 42.9% (6/14), —% BE (n=16) i,

DAR 25.0% (4/16), LAR 18.1% (3/16) %%

HHN, ABTIIMTICL TS LAR (& DAR

rEHl100% % hsH, TN BECHKLTEE

REETH-7 (p<0.01). 7 IAR RU*NR

FEFIZTRTBEICEL T, 2P FHKE

IRAFRESITIX Fig. 202 A # (n=

16) i DAR25.0% (4/16), LAR62.5% (10/

16), —4 B # (n=12) i DAR 25.0% (3/

12), LAR 0% (0/12) T& Y, A #n LAR

62.5% KU DAR #&%7: LAR 87.5%i%, B

ol TRIcAREEERTH -1 (i p<

0.01).

3. RERGHIC A ERE 0 7)) > ok
B '
RICHEBRARBRDOERY b 2 2 RER G

REMBFRE 0 7Y > DBRICDWTRET L

fo. BYBRINLKGE 2 3 LD TRE 21T
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Table 1 Serum IgG subclass antibodies to mite in bronchial asthmatics who were tested with inhalation

of house dust antigen and healthy subjects.

1gG 1gG 1 12G 4
Bronchial
asthmatics 0.61£0.49 0.36%£0.46 0.09+0.14
(n=30) _‘ —’
%k *
Healthy J J
subjects 0.14£0.07 0.08+0.04 0.05+0.04
(n=52)
* p<0.01

Table 2 Serum IgG subclass antibodies to Candida antigen in bronchial asthmatics who were tested with
inhalation of Candida antigen and healthy subjects.

IgG IgG1 I1gG2 1gG 3 IgG 4
Bronchial .
asthmatics 0.69+0.53 0.68+0.51 0.08+0.12 0.20£0.35 0.40+0.46
(n=28) ‘I “
* %
Healthy J “
subjects 0.19+0.10 0.29+0.14 0.02+0.10 0.10+0.10 0.25+0.10
(n=52)
* p<0.01

(n=14)

group

group B

0 50 100 %

Fig. 1 Percentages of bronchial responses after
inhalation of house dust antigen in group
A and group B.
NR : non-responder, IAR :immediate
asthmatic response, DAR : dual asth-
matic response, LAR : late asthmatic
response

272,

AbznREERICE), ~"T7RFZMHE
RAZER 2 ER G (non-responder, NR) #3
5, BNEEESGERUG (IAR) BE6 B, BRBFE
R (LAR) B 96l “HMKERE (DAR)

group A

group B (n=12)

0 50 100 %

Fig. 2 Percentages of bronchial responses after
inhalation of Candida antigen in group
A and group B.
NR : non-responder, IAR ! immediate
asthmatic response, DAR : dual asth-
matic response, LAR :late asthmatic
response

BLRAICOEEN, XEBOTRRTELH
Fhb, REFH, BRUBERTFLLZEZA,
HEMICOW T LAR, DAR Bic L TIAR
BTRRENVERSRO N, T - REEH
22T, TARBTIREFIEERET (405%



BRUSHERIG L hiFP 1gG +7 7 7 25Uk 801

KENDREE) TH - 7245, LAR BTl 34, DAR
BT 2B 40 LA D FpE 258 8b & #1172 (Table
3).

Ay FRERARR TR, fEGERE
Z\» NR #EHIIZ1081T, AR # 27 2586
1#lics8s» s n, LAR 3104, DAR iz 76T
HD, X NR, IAR, LAR, DAR &ENHIRE
i, BEEEH, BROMEZKREHL22VTNRY
EEMTABEIRD LN -7z (Table 4).

1) SERGE o HREERR IgG, 1gG
W77 7 AR

N ZF A FRRASES 0 £5GE R IEE]
miFy =R IgG Hik IgG1Hk, IgG
AR ERE L2222 A, Fig. 32k < LAR
BOoBITId, IAR E66IKRU NR E3H#lickt
~N i iE 7 =4 REHA IgG, 1gG 1 MY EFHICE
ExRL7 (%2 p<0.05, p<0.01). %7z,

DAR B1260 T ki iF 5 =4 RE) [gG1
Hitkhe AR Bric WA FRIcEEEZ R L7 (p<
0.05).

RBkic % > ¥ FHRBERAER O & FERIEF
DME A > ¥ TRROKR G Tk L 20T 7
7 ZHRIZ oW T3, LAR # 2 L 281060 Tid,
NR 2108lic X TliiE 5 > 2 TR RE9E 1gG,
IgGlEk»FRICHEMEEZRL 72 (Fiz, p<
0.01). £7:, DARB 7#IT% NR #ic T
miEH > v SRR IgG 1 P A BICREE
~L7 (p<0.05) (Fig. 4).

2) SUERIE L MmiE IgE fik

N7 2T A BRI AES @ E IgE (RIST)
&I, Fig. 50T RBERIGHENEFICIL
L NR B TEWERFZDH LNz, —FA TR
FZA+rBEWUF =0 IgE RAST score 2B\
T3, BHMTEEZR LWL 0D LAR BT

Table 3 Characteristics of bronchial asthmatics who were tested with inhalation of house dust antigen.

NR IAR DAR LAR
No. of cases 3 6 12 9
Male/female 1/2 4/2 4/8 3/6
Age (yr) 29(28~29) 24(13~51) 35(18~53) 42(19~60)
Age at onset (yr) 18(10~28) 10( 1~18) 23( 3~44) 27( 2~49)
Duration of 11( 3~18) 14( 0~41) 12( 1~21) 15( 6~33)

morbidity (yr)

NR : non-responder, IAR : immediate asthmatic response,
DAR : dual asthmatic response, LAR : late asthmatic response

Table 4 Characteristics of bronchial asthmatics who were tested with inhalation of Candida antigen.

NR IAR DAR LAR
No. of cases 10 1 7 10
Male/female 7/3 1/0 4/3 9/1
Age (yr) 39(9 ~77) 46 38(32~51) 40(25~55)
Age at onset (yr) 34(6 ~74) 36 26( 6~48) 34(18~49)
Duration of 5(1~12) 10 12( 3~33) 7( 3~15)

morbidity (yr)

NR : non-responder, IAR . immediate asthmatic response,
DAR : dual asthmatic response, LAR : late asthmatic response
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0.D. 492mm

Fig

IgE RAST SCORE (H.D.)

2.0

N EE
I9G
p<005 <001
= W
p<005
[l

NR IAR DAR LAR
(n=3) (n=8) (n=12) (n=9)

. 3 Relation between asthmatic responses

after inhalation of house dust antigen
and serum specific IgG and IgG subclass
antibodies to house dust mite. In asth-
matics with LAR, serum levels of
antigen-specific IgG and IgG1 antibodies
were significantly higher than those in
asthmatics with IAR (p<0.01).

NR : non-responder, IAR :immediate
asthmatic response, DAR : dual asth-
matic response, LAR :late asthmatic
response

IgE RIST

(1u/me)

4 3 2 1 1000 2000 3000 4000 5000
4 - ez

AT BT ROy

2 I i)

D | ) r:.:F; , & | . .

Fig

. 5 IgE RAST to house dust (left) and IgE

RIST (right) in bronchial asthmatics
who were tested with inhalation of
house dust antigen. In asthmatics with
LAR, serum levels of IgE antibody to
house dust antigen were slightly lower
than those in asthmatics with IAR and
non-responders (not significant).

NR : non-responder, IAR :immediate
asthmatic response, DAR : dual asth-
matic response, LAR :late asthmatic
response

Bty 2 FNBEE L) —RICHETH S
#59 Bl 3 FlARetE THEEC X TRV AR D
Hotz,

A Y FHIERAEG O NR, IAR, LAR,

0

O.D. 492m

[ige1] [1e62] [1g63] [1aG4]

p<001
"

Fig. 4 Relation between asthmatic responses

after inhalation of Candida antigen and
serum specific IgG and IgG subclass
antibodies to Candida antigen. In asth-
matics with LAR, serum levels of
antigen-specific IgG and IgG1 antibodies
were significantly higher than those in
non-responders (p<0.01).

NR : non-responder, IAR :immediate
asthmatic response, DAR : dual asth-
matic response, LAR :late asthmatic
response

IgE_RAST SCORE ( Candida ) igE_RIST
(Iu/me)
::l 2. 1 0 '.J 1 OPD ZOIOO 30‘00
H NR
F i e .
. IAR
(h=1) -
. BEIEEEE
LAR .
,!, 2R et - “

Fig. 6 IgE RAST to Candida antigen (left) and

IgE RIST (right) in bronchial asthmatics
who were tested with inhalation of Can-
dida antigen. In asthmatics with LAR,
serum levels of IgE antibody to Candida
antigen were slightly lower than those in
asthmatics without LAR.

NR : non-responder, IAR : immediate
asthmatic response, DAR : dual asth-
matic response, LAR :late asthmatic
response

DAR B i IgE #ithk 2 #5395 &, MiF [gE
(RIST) fEic >V T3 &L LBV ERFEZ
n, ERFAHLN LD -2, Fleh vV TRR
&y IgE RAST score i3 DAR fEfI 1 FlHkE
¥, IAR EFIF TS THIZTXTRETH -
72 (Fig. 6).
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% S

LR BOREREO—RE L ThFPHR
FRRNMEZ7 0 7)) v L BaERENET IV
EEZ bNAHERABRRABRNC L N EREEIN
LEREUREREN D DB EME S RES T2 B
BT, HEREN gGH7 7 5 AHKRERD
avidin-biotin ELISA %ML, BEARY
SEXHBEOT =R LY Y TR RE 1gG 4
77 7 AR ERERET L 72, #0EER, BF
AL, REXRBB TR =RUA> VS
RROE IgG, [gG 1 TA» B RICEME TH-o 7.
B LI E AN IgG 1 Frikfiiic £ ) KREXZWHE
Br AR (IgGlotksfEse), B# (IeG1lH
RIEEERE) R L2 H, ~NTATR}
THEBASZSR LTS ABTIZI DAR %
¥l LAR »100% % &, B HL D FREIC
BETH- 72 (p<0.0D). F7, AT IHR
MAZER21T- o4& A BTid LAR 62.5%
B DAR %# &7 LAR 87.5%i3, B BEc it
LTEIERICEETH» 2 (p<0.01), —34,
ERERIGHICMERRE 72 7)) v ERETL
PBATLV=RUA > ¥z LAR BTl
IAR #7213 NR #ickbl ClEHHEFELN
B1gG, 1eGl kI EFREICEHBEEZRLE (p<
0.01). 254z IgE Kz, ~ 727X MK
BAIZTC LAR #2L 729805 & 3Flh 7
Z# A b IgE RAST score 0T, HETIZ
v oo IAR, DAR ESlic b UKEE =T
fEmbsh -7z, B> P FHBERAZTHREIC CSRE
Ris#% 2 L 7218561z o> Tix DAR o 1 6l
A5 IgE RAST score Bgtt, IAR o 15455
BTN T TIZRETH - 72,

SEDOFHETIX, "TRTRAIRUA TS
BEICBWT, #0 LAR Bl hniER:
21 1gG HriRiFic [gG 1 464 JAR /212 NR
B TAREICEERZRL Y, ot 7 7
FZATHB1gG2, 1gG3, IgG4HkicizEN
TnZ LR, &5ic IgE HilkizcowT
I LAR 8, %ic7252 b - 7=kNn
AP IHBIEETH 2L D, ~NTR
TR} - F=BTIE, TOREICT=IgEHR
ErEBICEET Y, AV FmBTIRES

HRERHEEC L A [gG 1 KNG TRESI N
7z. —% LAR o#Fic 811 2 1gG Hikn B 5
22w, TNETICATRATAL « =W
BlizBwTF=HmREAI £ 5 LAR EFIT,
iy =4 R69% [gG B U IgG 1 FLRI B A
ThY, HhrrIEBiIcBWwTy LAR EfIT
7 vV TR BRSO OB 5 % TR B i
hb, F, BELIKERL-AREEEEH
B2k AW HEEREERAE 7 2 7)) o ORES
i2k 0, LAR Eflic BW T iFE Bk R HIC IgE
Bk L 0 b IgG i 1gG 1 PifkHEMLICHEE L
TEY, HcAT72F72MmEBENL AP 5
BRI BWT L NEEETH S Z LA HE L2229
CENBELLIZENTWS,

—HFRE Xtk % A7, LARIcB
T3 BFEMBAE R F % RES L 2 BB SR FRIC &
D, LAR ORAEICIZFEEERO DA % & TIFHER,
IHEXE - EHMBRROBETLZ LAREN
TEY, lvd biFHheky o IgG Hiki A
L 72 leukotrienes NEAREII EiER VBEHART
TLEL T3 Z e EELICL VLN
7z. Zhicimz T leukotriene B, i, IFEEERK
UHFHRERD Fey L £ 77— expression % 1
&2 ERIERS LN TE N2, iEE{LIFEREK
Th HRILEFBRIKIC Fey L 77 —2RBLL
TWBEHIEEPLH S, F72 Barnes 53
BREXHREBENTERESD 5V iTREREK
MDTFCHEIZ axon reflex 2 BIEL T3 & L,
FICHRERTF FO—D2THEH7XI AP
PEELREFRIILL T3 LEZ TS,
ZNFTRE AP BIREFERERD Fce V&7
Z—RU Fcy v+ 7 % —? expression % #in
SEBERDH N, EERUVELERBNRE
NEHUE®ZZ 5 L TRKEV, 352, Stain
L3z k) HHEEIKIC L FeyR U BET S Z
EHHBAL TS, INLNBEIIEERVE
BEREH 5 Wit LAR OREICIFhEK, 178
KRR UHEERR - IBimMRR»BE5L, ns
DD EEIC IgG, $#Fic IgG 1 HiK S EE)
LTWwaZL2B(TRRAED, SEA VY
PURBRARERIC L D RERIGZ 2L 22 185ER
17#1#DAR #2&% LAR 22, # v V5
BNBET 2 5EXwSIX IgE Hilk L D b IgG
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" EHBEI N,

ﬁ*ﬁ)éfﬁi’ﬁkﬁ%—f‘r?‘é LBbNn s niEhRE
7a7)) »OEEICIITER P cytokines NDEIS
LT ) DDH B A%, IgE HiKEEICHT
L interleukin-4 (LATF IL-4) »¥{E#ahIc 1R
THZEDPHLLELD, WHYBRTIE—D
FEIFENTRICNT 2 IL-4 0BFELET
HHEEZONB L)L TELD, ZicHt
L lgGHfknEEICIX, =7 A TldH B4 IL-
4 [T HOHIEYIC BUL IR BE Tl IR ERYICER T
V) |EOY R B, F 72, interferon y i3,
IgE HREEEICH L IL- 4 L 455 L THRIEC
EHETB LI B|EDLH B, WL T IgE
BRUIgG HiREAEN # H = X a3k MoB
WTIESRIZHREICE LT, L LLds
IgG HiRNEE 2 BH L REIHMEBIC BT
X, =, AroFiricko THRENTS
helper T #HlE% #.00& L 72 cytokines DEE
PREDZILLBEIN, BENTRICHL T
IgE PifkpEAE & 0§ 1gG ik, % IgG 1 Hiitk
PEHE~ classswitch 25 Z ) R§{ k> T3
L) ZEDREXRBOEFERELLELLS
FTELEZ LN, SETRICHT 552 7 cyto-
kines NEAEREEIZ DOV THRET MR 5 LED
»59.

Bx%IC avidin-biotin ELISA EiZ4E&ER W
BIEBREE LICENLFHETHEY, #ooF
R =Y+ RUKH2ERNEATMEST
ETbLShi, FeFEI L OTELES
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Studies on IgG subclass antibodies in asthmatics with late
asthmatic responses
Part 1. Serum antigen-specific IgG subclass antibodies in
asthmatics with late asthmatic response
Kazuro OGURUSU
Second Department of Internal Medicine,
Okayama University Medical School,
Okayama 700, Japan

(Director : Prof. I. Kimura)

The immediate asthmatic response is mainly induced by IgE-dependent mechanisms.
However, the late asthmatic response (LAR) is induced by inhalation of antigens without the
participation of antigen-specific IgE antibodies in some asthmatics, especially in intractable
asthma induced by Candida antigen. To elucidate the relationship between antibodies and
those bronchial responses, the antigen-specific IgG subclass antibodies in sera from asthmatics
were measured and compared with IgE antibody.

The avidin-biotin ELISA (enzyme-linked immunosorbent assay) method was established for
the measurement of specific IgG and IgG subclass antibodies to mite or Candida antigen.

Serum levels of IgG and IgGl antibodies to mite and Candida antigen in bronchial asth-
matics were significantly higher than those in healthy subjects (p <0.01).

Bronchial asthmatics who were tested with inhalation of house dust or Candida antigen
were divided into group A (higher levels of serum IgG1 antibody) and group B (lower levels of
serum IgGl antibody). The percentages of LAR including DAR after inhalation of house dust
antigen in group A were significantly higher than those in group B (p<0.01). The percentages
of LAR and LAR including DAR after inhalation of Candida antigen in group A were
significantly higher than those in group B (p<0.01).

Serum levels of antigen-specific IgG and IgGl antibodies in asthmatics with LAR after
inhalation of house dust or Candida antigen were significantly higher than those in asthmatiecs
with IAR or non-responders (p<0.01). )

The serum level of specific IgE antibody to these antigens in asthmatics with LAR after
inhalation of house dust or Candida antigen was slightly lower than that in the asthmatics
without LAR, though the difference was not significant.

These findings suggest that high serum levels of specific IgG and IgGl antibodies to
adequate antigens play a role in inducing an attack in asthmatics with LAR.



