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SaM R NOBFEENICET AR BAES
T2 % DEREREGEFELT 2 ERUERERG % 5F
RICECORTEYLENTEY, HBEFNOHT
1gG HURNB 548 s I RRET 3 LT ) Va9,
ZFELVEIRTCOBER IgGH 77 725K ED
B EMEIC DWW THREL 20, RAOKREX
B, B PEERERESESRR (LOIA) %
FERERFIC 1gG SRR U Y) 2 BROBE 55580 &
2% ) DD2% 599,

Reynolds 575 B X Milg ¥ (bron-
choalveolar lavage, BAL) #% IFIE35E B NHIK
BERETICIGA L TLR, ABER EICHRSEESR
DEMIZIESCIGHINTEY, AL, &*ik
2 IIBERMICAEIXRD, BFiCEAEREAD
FREEFTICH VTV 599, ATl KB RIEGH
FricBil20E7a7 ) v okEl2 L VHLY
9 3BT, KREXMBRERFONESFE
B IgG, IgG 1 Btk ZREL, HUFERAZICE
BINIRERIG E DBEEIZ DWW TRRETL 72,

HREHFE
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BARFNAEXGEBENRT, NTATR
FEREACTICL HEN, B, BEERE
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& RGN DB TH - 72 105EFI R N 185E
Bl xtRicBY, Ao LIERIERIC BAL %
MATL 7z F 720t e L CEA THIC L BAL
2HITL 7. BAL BBEBRO L K IREX 7 7
A N—2 a—7%50 B, 7213 Bl wedge L,
ABEAIEK® 1 @50mlT D& EAL, K5IT2
BIEL 4EBRYRL, #7200mln £ &IRKIC T
Wig L7z, EIL 72 8e@is R T v A8 2y
Pl TEBL 2, Eic k) EEERIL
ARV T LT Y RIEE T-20CICEBRE
L7, BB AR+ EE L, May-
Giemsa R&ERIC L ) MRS EET- 2. A%
Fhtlaseid (BAL fluid, BALF) ha#iRiE
898 1gG, [gG 1 HiKIZ 5 1 R CTreak L 724n ¢
FEHZNEZFE 72 avidin-biotin ELISA (enzyme-
linked immunosorbent assay) &z THIE L 7=,
%, BALF X1, X10, X100i=, MmiEid X
500, X 1,000, X 4,000, X16,000icFR L CHlE
L 7. &¥ukffiiz, 7= (Dermatophagoides
farinae) 723 %> ¥ % (Candida albicans)
Pikz2AE T o ERMBE 2 Hi L ERR 2 E
Bl T, BEREfcRELTRL (Fig. 1).
% 7z, BALF Hofifkiiiz, BALF #7173
VBETHIELME (U/ng) THEBARSTL /2,
BALF RUMEF AT LT I vidL —F—4
LTy eI L DRIEL 2219,
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BAL ##ifTLTH 2 — 4 BRFKICRELWE
BEICHL, BUEBRAFERARZ TV AX—%
SNREXRRICBIT 2MARBOZRLEY
ICEDWTHETL 2. BIRRARE L D EREIC
FEV,, (forced expiratory volume in one
second) # pulmonary function indicator (%
NCG ##) k9, %7 peak expiratory
flow rate (PEFR) # minilight peak flow
meter (XE 7 Vv A> } -7 57— 7#8) TR
ZEL, FEV,,% 7213 PEFR #20% L HET L 72
BAZRERIGHEEL L, SURBAL 1R
URNicHiEs R L HA LR RERE
(immediate asthmatic response, IAR), 3B
ML E10RRILINIC B2 R L 12358 2 BRE
SERG (late asthmatic response, LAR) &
L7z, %72 IAR H3#%F U LAR R L -
fE B 1 — #H 4 S R i (dual asthmatic
response, DAR) ¢ ¥R L 7212, M, SEIZE
FEALEOTNCIRRESE 2:8A TRETL 22,
% 72 BALF R ORI ERRAE [gG, IgG1HT
KhiED & 7 leakage 2R T 2 & DA, i
R CHOEETEIC L2 L0 2REFT2HH
T, BRI IgG, IgG 1K, TL7 3>
(albumin, Alb) &% ¢ BALF & MiE+HiRE
? M, quotients 10° ([protein] BALF/[pro-
tein] serum) &ML Qprotein, §4bb%
nFN QIgG, QlgG1, QAIb & L1, IgG, IgG
1 ftih iR e (relative coefficients of

bd

0.D. 482nm

L4
o

M BR

excretion, RCE) # # L #11 QlgG/Qalb, QlgG
1/Qalb & L 72114,

% B#EHFEEOREHC 1T, FHMEL student-t B
EE, BOENLEICIE P REL BV,

S ES

1. AEXWERRVERENBRCEITS
BALF =R U4 > ¥ SR 1gG, IgG
1 SRkt
NI RF R M RRRATFEESD BALF 15
=R 1G, IgG 1 Pkt Banc L
T, Table 1oL ARICHEMEEZRLZ (3

Table 1 BALF IgG and IgG 1 antibodies to mite
in bronchial asthmatics who were test-
ed with inhalation of house dust
antigen and healthy subjects. The date
are represented as standard serum
units corrected by albumin concentra-

tions.
IgG/alb IgG1/alb
Bronchial
asthmatics 22.8+19.3 17.5%£17.0
(n=10) ] B
% *
Healthy J _]
subjects 6.24+3.65 2.8212.60
(n=17)
% p<0.05

Table 2 BALF IgG and IgGl antibodies to
Candida antigen in bronchial asth-
matics who were tested with inhalation
of Candida antigen and healthy sub-
jects. The data are represented as stan-
dard serum units corrected by albumin

« 1861 Ab to houss dust mito concentrations.
o IgG1 Ab to Candids antigen
1gG/alb IgGl/alb
i 500 1000 I 2000 2500 Bronchial
Standard serum unit (Unit/nd) asthmatics 15.4+18.6 16.0+16.5
. G e e
Fig. 1 Dose response curve for measurements (n=18)
of antigen-specific IgGl antibody. * *
Results for each assay were expressed in Healthy J J
arbitrary units with reference to dou- subjects 1.61£0.97 2.30+2.40
bling dilutions of a standard serum for (n=7)
each antigen. * p<0.05
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2 p<0.05). 72, &> 2 FVHERAFEES
7 BALF H77 > 2 ¥ REE 1gG, IgG 1 Hik
bRFENBRICKL CERRICEEEZRL. (&
IZ p<0.05) (Table 2).

2. BALFHF=RUM >V IFREN IgGlH

AtiANC & 5 FoBE Rt ORET

SEX RS ERNBREOFSRNY IgG
1 ik F#ME (M) RUERREZE (SD) i<
&N A# (M+2SD LE) & BB (M+2
SD ki) o 2#ica%EL, AL BRIcBIT
2 S BUG ) FERIz D T HLERET L 72,

NIAT R ERAESR TIE, Fig. 2002
&< A B (n=6) i DARI16.7% (1/6),
LARS83.3% (5/6) #3%, BB (n=4) Ti3
LAR25.0% (1/4), IAR #75.0% (3/4) % &
&7z, B, ABETI2 DAR 288672 LAR
BliH100% % s>, BEECH L CTHEICEERTH
-7z (p<0.05).

B> SRBRAER T Fig. 302 < A
B (n=12) i DAR33.3% (4/12), LAR66.7
% (8/12), —%, B# (n=6) Ic NR66.7%

(4/6), LAR33.3% (2/6) %88, A BTIZ
DAR #&7: LAR fEFIH100% % &>, B B
L THERBICEETH-» 2 (p<0.01),

3. REREAIzE 3 BALFy=RUHr ¥
THREA 1gG, 1gG 1 Hiikoikst

ETHERASRIC & 5 RERGERIZ OV
T3, b7 272+ ERAEF D10
Fis 3 Bl IAR, 647 LAR, 1%l DAR
RELS. —F, A SHERAER 186

group (n=6)

q
group B \ (n=4)

1
0 50 100 %

Fig. 2 Percentages of bronchial responses after
inhalation of house dust antigen in group
A and group B.
IAR : immediate asthmatic response,
DAR : dual asthmatic response, LAR :
late asthmatic response

F10%04* LAR, 4 %1% DAR, 4#l15ERE
% R& L WERE (non-responder, NR) S
T#H-72(Table 3), BALF m#ifa5¥Hi3 Table
4 i CRENRE, wRBELCAEXME
FEHOBHE KB T2 LEZ LT,

NI 2T BURRAGER & RN RED
BALF #7 =% R IgG, IgG 1 Hrikifi,
LAR # 6% Tid, IAR BHC N, F=4RD
B IgG IgGl1HR L LIcHARBICEMEERL 2 (3K
12 p<0.01). F7 LARBETIIBENBHL L
BLTY, BIgG, IgG 1 Hitke LicAFICHE
#RL7 (&2 p<0.01, p<0.05) .(Fig. 4).

KRiz, 7> P FHERAER & BFESRBREN
BALF w7 > & 7RI 1gG, 1gG 1 Hilk%
®BET L 72 (Fig. 5). 7> ¥ BB AT LAR
EEL BB TIE, NR BICHXA > D7
REE IgG, [gG 1 kL LICHRBICEAELZRL
7z (%= p<0.05 p<0.01), ¥/ LAR T
ITERREITHREE &t L T LB 1gG, [gG 1 Hidk &
bItFEICEME2/RL 22 (3 p<0.01). DAR
BL v /G RN 1gG 1 HURII BN REE,
NR HicHh~NAEFICEHELZTL 72 (Fic p<
0.05).

KRIZNATI AT 2 FUIRRAER O 7 =4 Ry
#® I1gG, 1gG 1 Hfkn2ufas (RCE) ##aEt
L7z 25, LAR #Ti2 IAR #ic kg L T RCE
BEFICEEEZRL (% p<0.01, p<0.05),
BHIRI0L D LBELICHETH -2, T2k
MEREEE B L T IgG, IgG 1 Hitko RCE iz
FEICEETH-72 (&% p<0.01, p<0.05)

group

group B (n=6)

=)
0 50 100 %

Fig. 3 Percentages of bronchial responses after
inhalation of Candida antigen in group
A and group B.
NR : non-responder, DAR : dual asth-
matic response, LAR :late asthmatic
response



812 MNREORM BB

Table 3 Characteristics of bronchial asthmatics and healthy subjects.

House dust Candida Healthy
IAR DAR LAR NR DAR LAR subjects
No. of cases 3 1 6 4 4 10 7
Male/female 3/0 1/0 3/3 3/1 2/2 9/1 7/0
Age (vr) 39 39 41 41 35 40 25
ge (24~52) (19~60) (37~50) (32~39) (25~55)  (24~27)
Age at onset (yr) 15 6 41 29 22 34 _
g y (10~20) (17~49) (4~46) (6~28) (18~49)
Duration of 32 34 11 14 13 7 _
morbidity (yr) (21~42) (6~17) (0~29) (5~34) (3~15)
722 381 1260 620 905 858
IgE RIST (U/ml) +749 +1615  +441  +825  +099 -

positive IgE RAST
against house dust 100% 100% 50% 0% 25% 10% -
or Candida antigen

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

Table 4 Cellular parameters and albumin in the BALF of bronchial asthmatics and healthy subjects.

House dust Candida He?lmy
IAR DAR  LAR NR DAR LAR subjects
Lavage (% retarn) 35 33 44 29 42 36 57
g€ 16 (18~58) (32~67) (12~42) (23~67) (30~56) (16~75)
Total cell counts 6.6 2.7 5.7 4.5 7.6 6.5 17.2
(X109 (1.8~16) (4.4~8.0) (1.3~12.7) (2.7~13.1) (0.1~25.0) (4.0~22.8)
Cell differentials
82 98.2 82 7 79 79 91
M¢ (%) (74~89) (68~94)  (43~90)  (52~98)  (37~99)  (88~96)
Lym (%) 15 1.5 10 8 1 1 7
ym (% (10~21) (4~20) (3~1D)  (1.5~19)  (0.6~27) (4 ~11)
Eo (5) 1.5 0.1 5.1 15 8.4 6.9 0.2
° (0 ~2.5) (0.1~27.3) (0.8~52.4) (0.1~33) (0.1~42.2) (0~0.8)
1.0 0.1 0.4 0.3 1.5 2.4 1.8
Nt (%) (0.4~2.2) (0~1.1)  (0~0.4) (0.1~5.0) (0~21.5) (0.1~4.6)
0.1 0.1 2.7 0.5 0.1 0.1 0.1
Ba/mast (%) (5 19.9) (0~15.7)  (0~1.1) (0~0.) (0~0.2) (0~0.3)
. 64 20 34 10 4 2% 61
Albumin (ml/ 1) (58~70) (17~86)  (5~24)  (20~63)  (13~62)  (34~T8)

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

(Fig. 6). FREx{HREE, NR BRCHE L CHEE R TEMI
F12, AU IHIERAES L RENBED Hotz, LHL, LAR BHNRCE i31gG, IgGl
B v FEREIE IgG, 1gG 1k RCE #% Ik 1. 08 CTh -7z (Fig. 7).
METL 722 A, LARBETII A > 2 FRERNR
IgG R U IgG 1 Hitkn 7 uwie (RCE) #%, f#
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19G/ alb IgG1/ alb
(U/mg)
5] p <001 p <0.05
p <001 " ! p <001 ’-
50 = e I so0

TR e,
Healthy IAR DAR LAR Healthy IAR DAR LAR
Subjects Subjects

(h=7) (n=3) (n=1) (n=6)

Fig. 4 Relationship between asthmatic
responses after inhalation of house dust
antigen and specific IgG and IgGl anti-
bodies to house dust mite in the BALF,
expressed as standard serum units cor-
rected by albumin concentrations. In
asthmatics with LAR, the levels of
antigen-specific IgG and IgG1 antibodies
were significantly (p<0.01) higher than
those in asthmatics with IAR and
healthy subjects.

IAR : immediate asthmatic response,
DAR : dual asthmatic response, LAR :
late asthmatic response

% 27

BADBEE MG BRI R RE T 2R —
RE L TEDBEREICEIEL»ZBHLN TS
HERA# D LAR DBFICHEREN [gG i
Y ET TS 2 HECT 2 HMT, R
ARNC BAL ##fTL, BALF o FiER
B# IgG, IgG 1 itk # B2 L FURRABO X
BRGE DBEEZRETL 72, £ 0% FE, BALF #
[gGl1 AR AT WBEHCIBEALVLEE
#RL, BEX*ET5%4EI013 LAR 2 EEC
BRTEMEZRDZ, X—HTRENTXTZ
b, AT FEICHIC LAR 2FERL LB
BALF $# ¥ R4 I1gG, IgG 1 kv AR
CEEZRL, 8562 RCE i & 250 61k
ABEMBETH B NTRAFTA L -F=ic8$ 5 IgG
IR T, A FnEFNEIMBRRNA
O TMBIBRTLOEEITLEL TWDH I LHR
N (WA

iE L Fko BET, BEHAMRBOBRKE L

1gG/ alb 1gG1/ alb
(L/ma) p <001 p<001
p<005 <001 [
50 A *p <005 50
= =)

(bt

Healthy NR DAR LAR Healthy NR
Subjects Subjects
(n=T7) (n=4) (n=4)(n=10)

Relationship between asthmatic
responses after inhalation of Candida
antigen and specific IgG and IgGl anti-
bodies to Candida antigen in the BALF,
expressed as standard serum units cor-
rected by albumin concentrations. In
asthmatics with LAR, the levels of
antigen-specific IgG and IgGl antibodies
were significantly (p<0.01) higher than
those in non-responders and healthy sub-
jects. In asthmatics with DAR, the levels
of antigen specific IgGl antibody were
significantly (p<0.05) higher than those
in non-responders and healthy subjects.
NR ! non-responder, DAR : dual asth-
matic response, LAR :late asthmatic
response

BT 2 HEBAZICHET 2 LAR okt 53
S[IEMIEREGE%Z BAL iIc L DRETL 28K 51
DIFFICL 5 L, LAR FRRE®ICIT TR, T
BRTRIO R UHEEER - I RO S HOH L
@BHT5, 72, BALFHdnuo{ab )z
(leukotriene, LT) M#IETIZ, LAR FEHIC
LTC,, LTD,, LTB,O¥EmM%#H T3, Zh
5Hixdt IgG Budk, Ca®** ionophore #llEic & 3
LTC,nEE BB KR BOKM MIFFERIZ 50
TIRTTEL TR L L FATH LB bNLS,
F/, MBATY v SRiZFcBAREIc B W
TRA > 271258 RIEINTHY, interleukin-2
(IL-2) EEEOTTEL, £ EEEL TFP
Bk K F (neutrophil chemotactic factor,
NCF) ML TTHEL TE N, ki)
Y oERIC & ARRETTH B, LAR 6 Tl HLE
Iz & D interleukin-5 (IL-5) % & 1) > o¢
BREI R 0 4 B 3R ¥ % B F (eosinophil
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[lgG] [lgG1]
P<0.01 P<0.05
1 I 1
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(n=N{=3{=1)(n=6)

Fig. 6 The relative ( to albumin) coefficients of
excretion (RCE) of specific IgG and IgG1
antibodies to house dust mite in asth-
matics who were tested with inhalation
of house dust antigen and healthy sub-
jects. In asthmatics with LAR, the RCE
of antigen-specific IgG and IgGl anti-
bodies were significantly (respectively
p<0.01 and p<0.05) higher than those in
asthmatics with IAR and healthy sub-
jects.

IAR : immediate asthmatic response,
DAR : dual asthmatic response, LAR :
late asthmatic response

chemotactic factor, ECF) MEATTEH LD
LN Twap0, F7bt, LAR H5\WIidEE
G SIS IEFEMEEESY) o BRER D SFEHI
HEEFICLD, R, FEIREIHEEK
PRERBRTICER L, URRBRE IgG, #ic IgG
1HEFIC L N 2 HIciEELE NEAREIE
RINDB L) RNDIRIET 2 MIRKIGE T v
NEX—DNBERE LTV TR IR R S
nr.
EZAHTREXMS, $ic LAR & IgG ik
B L TmERHRGRL 1gG, 1gG 1Atk
LAR L D52 TRT 5 SH0EEIFET
127 B NT 5 AHe2924029260) SGE G & MR RT O
ERR [gGC KT 2 RIIRZE L3N
Twirvy, Kay 5273 DAR & IAR fEHID

B

[1gG] [1gG1]

P4

A\
\©
\

254 . 2.5

2.0 4 2.0

1.0

RCE of lgG and lgG1 tp Candida antigen

Healthy NR DAR LAR
Subjects
(=7)n=4)(n=4)(n=10)

Healthy NR DAR LAR
Subjects

Fig. 7 The relative (to albumin) coefficients of
excretion (RCE) of specific IgG and IgG1
antibodies to Candida antigen in asth-
matics who were tested with inhalation
of Candida antigen and healthy subjects.
In asthmatics with LAR and DAR, the
mean RCE levels of antigen-specific IgG
and IgGl antibodies were high, compar-
ed with those in non-responders and
healthy subjects, but not significant.
NR : non-responder, DAR : dual asth-
matic response, LAR :late asthmatic
response

BALF #i#& IgG Hifk%# RIERET L T 555,
BELXEEZZHTOTV, TRIRBABRL -
PRI LT 2R IgG HANRE Tld »
TRHSEINER LR LB EEZ NS,
FEIZBIFIRETw 7)) LizoWwTEER
87 1gG Hitk, IgG 7 7 5 2Btk IgA #
WORIBIEIZ & D £ DEEHDBRLITHL P2
noo6%. miET IgA RIBEBEICEWTE
DIFEAED [gG2 RV IgG 4 HfKDET % &
b->TEY, IgAHEkE RIET 22 SREE
REBXILZWESI L ORELH, RETAAHE
B3 1gG 2 HLkRe 1gG 4 iR /RIB & HBE
DR S LT 5292930 g JHEH > SRR X
L TidEz IgG 2 Mk H RphEaiceEmE L <
WBEEZLNTWE F R EEIc i
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175 BALF # IgG #iA&icovCi3 IgG/albumin
THE T 5 L MEL D L BALF THEYRL,
FEREE & N IE T BALF Tl3EE2RL T
V2 B T8039360) TaGG 47" 7 T AHARIZ DWW T,
BREE, JERREE L [gG4 HihR U IgG 3
HKNHE A MEIC b~ BALF TEW?, 4@
FEBREE = 4R & LHURREREY 1gG, IgG 1 Hi4K
NAHRET BT - 1225, SHERREA Y FIRAH
FEOMEE2EEL Tiho IgG ¥ 77 F x>
WITHORFTCREZIC BT 2RV ET L%
Z bbb, #ic IgG 4 Hifkic D TL RSB
NRBILSMCSEZRBIC BT T+ 747
X - RERLAD® bz IR7L L
¥ — Rt % ¥4 % blocking antibody & LT
DRBENHTRE LT E ) BERER 0404,

AEX B BEDIFERERFICERETIIMER

(transbronchial lung biopsy, TBLB) # HifT

LRGSR & R L, ARRREERPUAREIC
THAEZEBICORmT 208707 v 858
MBS AT & AT L 72 RBIENL, FET F b —Rlng
BHTIR7 F e—Eg R L T I1gG &FM
RBokEFEEICE{, IgE SHMBENLEIZ
BEICBENZL2BEL T3, 2oz Liddk
T Me—RER L rBENRED B Vi T Dk
&L+ 5 LAR MHBALF $#iE4&ERR
IgG, IgG 1 HifkHr EHEZ R L 24 EOKER L —
K3 s:Bbhbns LAR EFICRERAICE W
THFERRE IgG, IgG1Hiks» RCE 12k 3
Reth LRATEEDTTHEL T b 2 LARER
fn7z2%, BALF ) > o8k L DEBEDRED b
Ttirotz, s BALF HRoKREICRET 2 &
| IgG, #FicHiFIERM [gG # A7 3 B cell
& DB BRE TSR AT 81T 2 HiiREE
DTLEF L VHEBIC L 2 L BbLs,

KB BT 5 1gG ko half-time 128§ %
HFFRITFEA K &\v>, Reynonds 59D KIc & 5FF
RTIE, MmiFN IgG HLED half-time 49 HH
TH 1N L BALF & IgG B4k half-time
7 5EMEREEIN TS, —FHE MZELT
IZM#EF T3 IgG 3 ik half-time. %% 7 B
L@, Y777 Ai3#21 8 M & Bk
WS, BALF CizmiF e sl T 1gG3,
IgG 4 RN EIBH BN Z & & N IFEICBITS

b DGR FFEESPRBINFL R LS
Mk ER bk, AWETIE BAL #1647
LT#H2 ~ 4 BBICHRRAZRERR 2T 1
», RERFNIgGH 77 7 Akt sz
D& L BB LS BRI LICLELB bR
5. 58lcBltaETa 7 R IgG tIgA
PRI DWW T Waldman S*9N8EIC L 5 &
IgG : IgA »° nasal washing Tiz 1 : 3 Th 5
M2kt BALF Tid2.5: 1 Lt FTREIRBWT
B LA IgA Hiik & N & IgG HUiRAAENBYIC
BMLTWaZEHRENTWS, L LAE
BFTic L - SRk, ot A 2
A 22 & - TEEL S Nz iF8ERIT 1gG Bk L
iz IgA Pk, W IgA Hikic k> THE
{2 41, MBP (major basic protein), ECP
(eosinophil cationic protein), EDN
(eosinophil-derived neurotoxin) % & MHH =
PAF (platelet activating factor), LTC,#%
ET5ZHBEINTENY, BALF o IgA
Ptk & BRESE RGO BEEMEIC D T H KETH
DEEBbID,

4E IgGHARHEICR S =RUFA P
HEZ A%, F=HEIz>»Ti3 IgE fitlk
&G H 7 7 7 AREKTCREIGT A b—
THRLHURBEYLRIREIN TS, Fhoh>
CIHRI SHERME R 26BN EL AR
PHEETLEEb, [EXHRSSCELEESL
PIEGEHN YV ITDRET LT L AX R
RENMERBICL VEETIHELEL LT
A2l SRR FAS ISP ADE 527 < - B 4=
PR TIE, BRABRRICHAT IREEIR
LTBUHEEL H YO, SHBT=RUD > P SOk
BHE B RS UEEL B b s,

s £

BANTEIGE, BIChEEREIEEYE
miS (LOIA) nEEMEFIC IgG kR LY >~
CERDBIEHLPIZE N DOh B, £ TH
DERRGEP BT 2 BRUSERE (LAR) »
BFIC BT 2 RSRN IgG Hiknl 5+ 3 5
IR 5 BB CRE M KM (BALF) &
DTRRER 1IgG Hifk e LAR & & # &S
L7z, Fikld, "TRFRA gz hr o7



816 R A

JRIRA BT I AT L 7o R A la et (BAL)
2 & 3 BALF it vic iEF oo R R R o9 IgG
Kur IgG 1 Hidk% avidin-biotin ELISA #5ic T
BEL, ¥2BENOBRICL 5FTERG LM
L7, XBEOMEWRAT LAR 22 L 2H%,
RN RE, MRRRERG (IAR) B, —MHKE
SGENEG (DAR) B, &K (NR) B & ik
L7

1. MERAL -AEXWAHE CIHERNR
B LT BALF h =3 12ld 7 > U SR
B 1gG, IgG 1R ABICHETH - 72 (3
p<0.05).

2. EENREEEN BALF $HFERN 1gG
1Hkff% b &2, SURRAL -REL S
# IgG 1 yitkEER: (AR LIESER (BE)
B LIz A, NI RAT R HURRALER)
Ti3, A #n DAR %2&#7: LAR fEMIZ100
%THN, BECHL CERICEETH-72(p<
0.05). $72, > Y FRERAEFTIZ, A B
# DAR %#&7: LAR £65100% % &>, B
B CTAECEETH- 12 (p<0.01).

3.2 FR), A FHIZ LAR #2
L 722 i3 BALF P oHEERIGEA 1gG, IgG

3

1 BR

15k &~ IAR B, NREICHL (FRICE
fETH -7z (Fiz p<0.01).
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Studies on IgG subclass antibodies in asthmatics with late
asthmatic responses
Part 2. Antigen-specific IgG subclass antibodies in the BALF of
asthmatics with late asthmatic responses
Kazuro OGURUSU
Second Department of Internal Medicine,
Okayama University Medical School,
Okayama 700, Japan

(Director : Prof. I. Kimura)

Immunoglobulin classes which induce a non-immediate asthmatic response (non-IAR) in the
case of low level of IgE antibody are still unknown, although IAR is mediated by IgE. To
elucidate the relationship between antibodies and late asthmatic responses (LAR), antigen-
specific IgG subclass antibodies in the serum and bronchoalveolar lavage fluid (BALF) of
asthmatics were measured by avidin-biotin ELISA before provocation by antigen.

The BALF levels of IgG and IgGl antibodies to mite and Candida antigen in bronchial
asthmatics were higher than those in healthy subjects (p <0.05).

Followed by inhalation of house dust or Candida antigen, bronchial asthmatics were divided
into group A (higher levels of BALF IgGl antibody) and group B (lower levels of BALF IgG1l
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<0.05). The percentages of LAR
including DAR after inhalation of Candida antigen in group A were significantly higher than
those in group B (p<0.01).

In asthmatics with LAR after inhalation of house dust antigen or Candida antigen, the
BALF levels of antigen-specific IgG and IgG1 antibodies were significantly higher than those
in asthmatics without LAR or healthy subjects (p<0.01).

In asthmatics with LAR, the relative (to albumin) of coefficients of excretion (RCE) in the
BALF of antigen-specific IgG and IgGl antibodies were higher than those in asthmatics
without LAR or healthy subjects.

These findings suggest that local production of antigen-specific IgG and IgGl antibodies
increases in asthmatics with LAR, and that these antibodies may induce LAR.



