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RYYEIC B 2EFEORFEINE BRFERIC K - TR
TH b, CNRFFREOFERRCEMELTIFEMICK 3,
GIFIEE ERFEOBRYIT X 5 EEBERIG E § 518
513, &% DREIE CTREMNSHREINED, F15RYBs
HBELEZ L LNTES, —H, REKRBEOR
BICEA2BE SR Z LT, REOBILEZBRBICLTUL
ALY, INHPRHAIREIEEE LTEREIAT
WA AEEM DS D B,

BhRAEE TR, & IgE MIE & FRRME & i
BTH B, CO2-DORIGIEZ, 13EAEDERETH
BicAaonadZEh 5 (Hamada et al., 1991 a), %
DOREBFIcEN S KUBEEMEES O, S S5IKER
RGBT & DBARAURI S T X7, IgE Vilkid, i8R
RESUREOL 7 27 5 — ML & bicBhoRBic
BI53 3o kD iciE»T, F1, IgE Hilk
BIERMEEN LT, FRIREZOFRLE 155, Lr
L85, IgE TUAD B RUREBHHICBIS T 2 0G0 %
B3t L 72 in vivo DEERIZDIE W,

AR T, ERERYUCBT 5 IgE IcBAL T, 2 DELE
DOBFICTD VTR, RITERLBHHB & UIFBRERIE S ~
DBEBIC DWW T in vivo DEBREHRLIC, EE L TESH
5 DOWEERNT 5,

IgE DELKFE

BRRRAETE TR IgE A FERR R 0 10/2 Ll Eic
BEILERBTSHLLBY, [gM BL U IgG HilkDE
A, BRREATEECAON B0, B 1gM P 1gG
EicEEEZZ22LE3ENTH B, & IgE MES X
bE->THZBDI, IgE ORELEBSMO Ig ik~
THELDBVWIEILk 3, BEAOMGPRERTS S L
IgE i3 IgG @ 1/20000CT& %, Zhid IgE EEFR O

HERESENREFEREHE

AHFFRIE, SCGRERERFTE (FEEFS . 57570166,
59570178, 61570199, 62570183, 62480150, 63570185,
03454179) ¥ & UHARFIREMFIER I FIREE S D
Bhpk%E S 1o,

BEVWZ B, Lol IgE OBEELSMO Ig &8 - TOK
ORFTHRESNB LTI, IgE BEEEBMDB W &
BHEE EORIEE BB S Lh b LA,

IgM, IgG (312 E A L DARBUFICK L THESFDZEC
ZHNELEEA 205, IgE OEERERPT LY v &
RN BRBERETRICRO NS, ST &id, BhRy
DHRBERNOFEBE BRI EL B EEERLTVW S, IgE
DOEAFIHME U TOERERL, ZOFER, FHEIL
BRERBIRELRWEELZ STV 3,

BhRAFEITELIN S IgE 22 0 RERED
5A5 &, BREURICKEAHEL bORR IgE hitke, %2
NELIMVIEER IgE LicXBlEh 3, TOXHIE,
IgE Ic X BPhHEEE MRS 2 LTEEL L 3,

IgE EAICBAS 4 2MlIC>WTA B &, Bftck 3
IgE BEAOFZ Ik > THEERZT > ML, gE @
EEDSFES N BEEENE S > KRR T OARH IgE
AL DD B,

—7%, AR TR EEER—BRICA S0V,
ZOWFIOVWTEE LR M+ YV 75 X< 2HOTRE
Ltz b%Y 75 XvDHEI [gE B4 OFBEEHNE
Vo ZOEMELTTHRIZES M+ Y 75 X<HiE
BRNT GEREELEOMEEABRBR I N 3
(Watanabe and Kobayashi, 1989 a), &SI b+ v
75 X v BB hOTUR Ic X 3 IgE EEAEZ R RN
KISl e 5, Ch3BBuckiE bsniz~s 07 7 —
VB THES LU BMRICEEEEL, ZOBEERT
ZbtcbLicsEZ 503 (Suzuki et al., 1981 ab),

1 IgEEXOFH

1) T#HKE IL—4

ZIZTWS IgE EHEOFH L, BHBRERIBICE -
THEIRMEBEEN LT B #as T sl HEEA
DBEEC Y, IgE OEEDSERESNELEEET, B kg
BHERI A Z T ML L, IgE 22T %, O
BEAFAGT 08 THKE TS 5, [gE EARIREXR
» o THIKEEEOBVWERERE LTHION TV S,
BE, GEEXORAGMRTFLLTCTHE» SO
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interleukin—4 (IL—4) BEETH 2 Z L MBS H I
E#7z (Coffman et al., 1986), IL—4 I3~/ — T
MlaEFIN2 CDA'THIlEE bW h, Bilifaz:
IgE EXICEM DT E (REJaT)YDIFRAZSy
F) fER%2bB, TOMRE LT IgE OELAMNFHEX
nas,

BRI gEEAICB T3 IL-4 0FEEMH I
Nippostrongylus Bt~ v 2 TRWHE TR WL
OhDRPZRTHEESINTWVS (Finkelman et al.,
1988 ; Sher et al., 1990), &% 5 b Nippostrongylus
Biftvy 2T IgE EA L IL—-4 EAOHEBEE2 ATV 3,
& 5iT IgE EA D#ESSH, IL—4 mRNA OFEBEIC Kk
T5ZEEHE L Mori et al., 1990 ; Okudaira et
al., 1991),

EEOI3, Bt~y 20 IL—4 EEERE LT,
CD4'T #faid, IL-2%IFN— vy 2EH 32 Thl#l
fa& IL—4 % IL—5 %2453 % Th2filaE i<y 5 h
% (Mosmann and Coffman, 1989) (Fig. 1. EE
B+ Nippostrongylus Bgt~< v 2D Y v {4k 1
invitro TENZTHOHRTRIBT S L, I Th2
MBI ML L IL—4 2EET B & D3, Thick
LT, BER7 LF-%ETHEKED PPD THRE
Lic= v 20 v 3Hi#ildi3, invitro T PPD O#D
BLEBET>-Td ThlkilaoF <, Th2Migicid
oIV, Thbb, RFIREORKBIL, FEITET 3
T HRROMEDAFIC L > THR>TL %, BREFE I,
Th2Mla» 5D IL-4EEEFELBVWHEE.R O C
EMBASH L 51 (Saito et al., 1993), T DFERII,
PO TEESHNT T /S Nippostrongylus Hil %
F\WT IgE JUABEAE D T RIS X 2 B BIEH £ KRET L
7-EER LB 5, Nippostrongylus &#id Lyt—1
D~y — T Hifa%MFHE L, B R [gE RikE
HxtEm U, £/, ~— THIROFEICBAL T,
B RPIEEEICE S 25D TH > (Kojima and
Ovary, 1975 ; Watanabe et al., 1977 ab ; Watana-

be and Ovary, 1978 ; Ovary et al., 1978),

2) BHifgaE FceRII

IgE B BRI 2 LEBbh 3 BfilREDOSFEL
T, IgE @ Fe #i5ricxt 3 2 EHMBEZEE (Fee RID
Md b, Fce RIIGHMIEEZ, BHICZIZLAERVE
SNV, KD ) v R ICIIFET 5, KO F
ceRIIBHMIBERI t BLUPOHEBIKREAL TV B,
<Y RIZ Nippostrongylus /&G & % & IgE DE
DSBS bHRT 5, ZThicE-> T TWE Fee
RII 5% B #ifa0igin & ik 72 © D Fe e RII O R H
BOWINEASHALNE, TOZE(LIZIgE OEARED
BT 5, IgEEAENALNIEVSIA/I PR — K=Y
A T3 Nippostrongylus &4 % 1T > Tb Fc e RII B3
AR ASHER LS\ (Adachi et al., 1985 ; Azuma et
al., 1987 ; Kiniwa et al., 1990), TN SDHFHHEIZ Fe
e RII BHEAMMLS IgE BEAICBIR T B T E2RELT
W3, EUAE L BRI THELSD ) vrh A1y
THBHIL-4%2RMLTHEET 2L, Fce RII ORH
LEbicIgE OEANAONS L SIS (Azuma et
al., 1987, LILOFER%ES &ic B0 LEEEL
1D Fig. 2 Th b, u& dxRMMOD BHEMST
Mg (Th2) H%D IL—4 ORE%5%1F T Fce RIl %
RB$T 5, TDH% IO BHIRAE, «, 6§, FceRILich
boTeDAERET I LI, RKMIC IgE E
HMRICE 2, COXHMBEERECELESN IgE
i3, BRUURRR IgE iR L EBE IgE L 03d 5,
Ihid BMREVEST 2EOBHIC L > TRES h
%, RRPURERM L/ BHMKRIIAR gE ik 2 ELE
T3, —4, FhREFEEZRHE XLV B, IL—4
DRl EZIANBREICHNIE, FFR [gE OELE
L1853,

b b DEERAED [gE BEATUEIC D W T, KA B A
e E®D FceRII (CD 23) ORI E OBEFRERET LT,
S HUE & P RE <3, Mo IgE AR E A 01020
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(Short lived)

(Long lived)

Fig.2 Differentiation of B cells for IgE production.

EERTICODL LD ST, Fee RII OBMMIKE LU
ks 1o ) ORBBOVTHHBEADZNLEERD
T, RYRTHELNHMRE—HE LY, S5
B Fee RIOESMZ TWE W (Watanabe et
al., 1989 ; Hamada et al., 1991 b), % Z TEEHRAELL
Ao IgEME%2ET 3HKEETH 55 IgE EEREF LK
HER CRIBEORET %9 % &, FceRII ORFEIHERR
THEEE A D (S, 1986), ChoDfERIZ, & IgE
MAEDRBBFOLRKMEERE L TW5E, BRAIL, &
IgE MEMREF IZE RS ARLE, ANKKISEERAE, &
HEGBEACSBREICE>-THIGE2ELIRETH
%o

IgE EEA B MR OB MELBE TdH 5 IgE bilkE
HEMBAD NI D W T Nippostrongylus B s L UH
BHRES » b THN, BT v b TR, CORBDK
AT L HETAICEFE D ) v/ Hii< i Nippost-
rongylus IgE HAEAMBSEHEECAH LTV 5,
PR O5E bEEIMALICIT WY v ¥Hiic IgE fuik
EXMEsE Rul&h 5, ¥ Nippostrongy-
lus IgG bifAEEAMIRE O HBUBE & IgE PiAEA MR
EHBELTW3, ThokRE, IgE EAME IgG
BB MIcEARN 21375 <, BURRIBERAL < 3t
B L ThkEAMEISFERINE LERLTVS
(Watanabe et al., 1987 ; Watanabe and Kobayashi,
1988 a), U748~ T IgE HAHEL s hhid IgG #i
BOEEINDLITN DB, & T AN IgG HUEMEL
INTH EETEPEASNZ EEROBV, ZO&
WIRRIBIROME I & 5 IL—4 EEAREICKET 5,

O el [gE EEAE

BEhRETR gESSBICEA SN 3OICMATE
Hicbhbic-TEAESN S (X, 1983 ; Watanabe and
Kobayashi, 1989 b), —icHiikEEEMIRI D o 135K
BEEZOohTW3, i IgE ol ¥EHEZHLD
THL 3HLINTH 3 (Watanabe et al., 1986), IgE

DEXNZOFEOAIC LS LThiE, BREICX 3R
RIBA <123 LMD IgE BEPHIET T 5139
ThHb, LrL, BELSEFERIPBERES Witk bEHIM
IgE iAo SN %, £ T/ IgE ME
DRI AF D1 oL L TR IgE EAMBOELE
%I‘Eﬁbflo

Nippostrongylus B> v F TRk » A& T
fiL Nippostrongylus IgE Vith»iiah s, D IgE
DUREEA RS S » M IcHV X BB ZT-> THET
9, XREOEY IgE EAMBIcX 3 b EEX
5h3, [gEPilAEERZOFEYICFEHKO X HEH
O LEECHHIENE LS, B IgE EAM
fat DXBIHBTES, L L, BRI IgEEAMALESFE
B [gE BiAEAMI E TR, 200HB L UFE
HRICZ %2 Y 2 (Watanabe and Kobayashi,
1989 b),

R IgE EAMICH 3 b DM MERIERED
ARMIMMIC &b 3, FFRBRIEREOKRMI B Mz ESKE
WL, 5577 [gE EEPFEINBVWEHRTT
B&T5L, ZBOIgE MRS h S, BEEEDO
IgE i3, BB TARMICHM LI bDEELS
h, COMifaE BN IgE EAMK & bFES, BREM
IgE EEAM X BRIt TH 2, S oic, BE
iZ&k B A%H IgE EAR LD IgE & Dfiici
BESEDONE, THbLE, HREFEREFEOMD IgE
W EREN IgE EAMRICHKT A EBNREBENS
(Yanagihara et al., 1989), C OFHEIFERERE D
% IgE [MAEAS B #HfAD Fc e RII ORBUKB L 12 A -
el EDHBAICH B, Fee RII DN £1T - 7R
fETd, [gE EADOFH L » BHM IgE EEVEALL
RELEZ SN 5,

IgE & REEBHEH

FRELBHEIC B ) IgE OREIEM B &1, EHIED
IgE IC & 2 FRIPHRBEOTEEEE R 3 L TEEE,
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FRIgERTLAF-%ET L L TERKCREALE
DADRIE L ICHFAIN TS, LhL, TLVFE—
BIgE KX 2RBREOBBIKIGE T35 513, &k
HEERCBRNLBFOEESHRENE L, ZhiEdT vy
F-DEBITHOUNE, v RITBT B 5 = OFRYE
Bt IgE &SRO ES ARBI T3 (Ma-
tsuda et al., 1990 ; Ushio et al., 1993), ¥ =13 % ®D
RE» ST LVF-DRRENE T EIFRMDES Y
Thbd, TTIKHBREPHE 7 LIVF— OREBFRAS
ohbd,

[gE BB DT, BRELANADBRIYETIIEIN T
3 EDG, B 2 RYEHE & ORIRATER S 1
T& 7, IgE OREPHE~O LY I, B %
NTB2I87 LLVF -G E IgE BEKFEEE RRE
EMHILOhTW3,

IR87 Vv F-RINIE, &< BEEED > OERBER
WCEZEBES LB L, BRERFTICE T 2 AR OBHHEIRIE
ARBRANCHRELE & 2 1 ORI @\ T
WBHEREMEAI S B, F IERMKINES SHUE S h B LFEER
EYE IFREREL 22,

IgE PRk R R 13, R L cEho&REIC
IgE HiEHHEAL, RicCD IgEicz 7 = 7 ¥ —Hika
BAEL, TOMRLT =7 5 —HilH SIS T 3y
Bioik-TERBHEESNBILICLB, TOTT7 =7
y—LLTHBENTELOWIFHRIKRTH 5 (Capron
and Dessaint, 1985 ; Hamada et al., 1992), i
REDx7 =2 % -3 IgE o 3 EBIFHZ

Btk (FceRID) 7% 3, FceRIIZIE#EHE LSS
fitk [gE B4k (FceRD L R3BELL RUL 23S
FTh 3, fEKFEEOHRGE R, ERRAETHE
BRREHEEE >ERIC T 2EEDOBHHRIGE WA 5,
CORIGORERMZ, ALk & 2EN ORI L -
TREEN, RiICz 729 —hoRBEha&EDHE
EVE ST 2 ENOREZM ITKET B,

IgE 2l icBERBEE L 5X 3L Fig. 30& 51
153, BREPUC X > TEA S i IgE Hilkiz, ERER
D otFRBEERT (ECF-A) B LD EEME %
BHEE, hpfithOiFBEREL 28 L TRERF~
DHBIRERERC S5, £33 - FBRRGE, IgEH
BEN L CTRREBRLEELEEL 5, LA LSS,
RIS LKA R R B E 3 & b i IgE Hifko
BIEL LI D83, AL IFRIRESEECITR
F& L THikRS (ECF-C), Vv&A4 v (IL-5)
EdEkSY (ECF-P) Ebid 5, BhkRic>\WT i,
AL LTIgG R IgA DB, 27279 —-b%
BThH 2, B4 DREFROIFBRIRME 15 X OEEHUHEI,
ChoDEMBBHAAGDRICL>TRI-TWVWEEED
3,

R RRYLBEHENIC B 1) B IgE KEH % in vivo TR
TRILH>T2ODBEERE LT, 12 IgE 2%
SHERKEETHD, 5 1 >BEXD IgE BEHT
b5,

PFRRE L3, EAshi: IgE MERPRELEA
HESODLELTH S, BHIURKRE IgE ik, %

(Mast) o

Nonspecific IgE
Anti-helminth IgE

Fig. 3

\eel)
IgE production
... C
| Helminth
A
Eosinophilia Helminth killing (ADCC)
- §2::A Effector Antibody
“L LBs b- Eosinophil  1gG, IgA, IgE
IL-5 Macrophage IgG, IgE <€—
ESP Neutrophil  1gG
ECE-C Platelet IgG, IgE <€
ECF-P

IgE-dependent and -independent mechanisms of helminth killing and eosinophilia.



OHFREHBICL > TIR T LV F —RIEOE & Hiikik
FHERBH oMYA E L TOREMSEES NS, FE
BRIGE &3, BAUREBAME LMV GE £ &
TH, TOKLZEHKLT BRI OREIR AT
Eb>TWh, FBRIGE HIEEA L OBHBERTH
CEHEEQ, SIgEIMELXBKT 3 IgE D THLIEE
Ehd, FERIGE oW TR ZDELBE I REY
HIBRDEE - 188, BRYPHH & OBIfRIC >V TIRIZE
AERFEHhTWVWR W (Orr and Blair, 1969 ;
Jarrett and Miller, 1982 ; #:Z 1986),

BED IgE &M & IBEMICHES © 3 [gE BEA
HEDMEEEEE 5, FH 513 Nippostrongylus B~ v
20 IgE EXATL T4 2818 T, [gE EABHETE
BEFERVIE L, COBETRIBE S S0ROE
BUcBAfRa IgEEAE XL, FREEK Licl—T
FEL, TEHBEAMIRBEFLEBE LTV, &
DUEER LR COBEERTFOXEM IGE KRES L
TW5AZ L TH3 (Watanabe et al., 1976 ab ; Ovary
et al., 1977 ; Itaya et al., 1978 ; Watanabe and
Ovary, 1977 a ; 1983 ab ; #4, 1982) (Table 1),
IgE DAL = AT T 2 BIZF & L CRURRB&ET
b3, COBEFRIFBRNT, &% OhtFicxfL
THERELEETLELERD TS (Vaz and
Levine 1970 ; Sasazuki et al., 1983), L LHiER
BT, VERD IgE BECRE LBt Ig %
EDRERELRICBLE LMD, TITVHIEE
O IgE IEEHD» SBRA LT, IgE BEERMM D Ig EEA
B OFTEIFEICIA T, IgE BEAOAEFATT 5 %
Frdbollid, ZIiRiloBRESHRNE NS, IgE
EABHERETETLVE—DRBIEERTH BT b E—
AHATIHDLLTRILHONTE N, LIADK
Be 2 &I, IgE EXOEFGHREHICEEEE X
3T EHMHEAT S L, IgE EABRBERET I [gE &
EHRAGHBETESVRAZ LN TELD,

Table 1
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gEhRRphIcB T % IgE KEORE R, E&ES

DER L1 [gE RiB< 9 X E BIZHNERME—O IgE
EAMEY R LIBT3 RETHEOLBIC X - 7,
IgE BURIB< v RICIHERMEEEBREL MBS 2, £X
#: IgE R SJA/9 =9 Z1F SIL/J =V XD IgG 7 o
44 7B&EF% BALB/c DFh & ANHEZ 12 b DIEA,
BhRRc X > TH IgEEA 22 BDRV L EF
H#o1@RRAWZ L (Kumagai et al., 1983), SJA/9
D IgEEAXB~Y 2 TH 3 SIJL/J id & Tich~7
IgEILEH» o 5 LEIREHIcH b, %R IgE
RE<Y 213, EE<9 RICETERLSEVELN IgE
VikeEdsc LB OND, COHNDIDICES
SR YRIgE £/ 7 0—F VHEEERL K
(Hirano et al., 1988), %KMt IgERHER <Y 2 D%
HhrboTHRYETEEIEND, IgEEREE<Y
2% IgE RIBICEH LERICHt Lc, TOERFRE—
BIiTbNTWARERERO vy RZBRPEROTXTICHE
HTX 5,

1 BhiiFEE IgE Pk & REEHE

FERPIFSER gE Hido RGP HFEIC > W TRE L
7o5ER % Table 2 ISR 9, BREBHI D IgE KEFHRI,
ZFNTIICRIT - 1oFEMALE OB » Tk » £HO
WTFNOBRBICHBED LN B, TNOTNTORERT
IgE Pk 3B OM & TRV, [gE R~ Y R T
RREABAHEES A SN T VWD TR L, MBO IgE &
HE= o ZITHARTHEV, 37005 IgE Fiik d KL
WFDo12LLTHVTW 3, BE IgE IGEMH & K
BEfIREIC D W TiE, /NESBROBER P BAEMB SR O &
SEEETERICA D0 B & 5 i IgE BIGEH TS IgE
Kic X BBESIRBRENTWS, —F, BERRGEOD
&I IcBhfkEIc [gE KEHMBIREHETRERAONT W
B, BINEHTHO M B T M5B B,
INESRRBER T IR OBERERET L1z /NER DK

Genetical regulation of IgE production

IgE level regulatory gene

Ag recognition gene

(IgE dependent protection gene)

Ag specificity Nonspecific Specific

Ig isotype specificity IgE IgE, IgG, etc.

IgE production Suppress Suppress or Enhance
MHC gene Non-linked Linked

MHC: Major histocompatibility complex
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Table 2 Effects of anti-parasite IgE antibody on helminth infections

Host IgE IgE dependency
Parasite Habitat response* Protection Eosinophilia
Trichinella spiralis muscle low No No
high Yes No
Hymenolepis nana intestine low Yes No
Schistosoma japonicum (Adult) portal vein  low No No
(Egg) liver low Yes

*Experiments were performed in high and low IgE responder and corresponding IgE-

deficient mice.

B, RIS 2 BRI% T IgE RIBSJA/9 LR
SJL/J B ZEMZ VY, 3BEH#ICIE STA/I TEERIC
2\, [FARkOR IEHMEXE W/WY & ZDxfR+
/+=2 U ATbALNE, H/IERHR IgE Filk i3 &Y 3
BT SJA/ DA D= v 2 TRIZFICKREEh B, T
bH/NESROBERIC [gE btk B & RSB 5
THRIENREENE, LbL, WFhOXRIB=Y 2T
& BRI 2 BRI% & 3 BHIK T, IgE B
B & UIERHER I BER O MBS IR S50,

H A% Bk G T 1 RIFEE ST O LRk I [gE Hiikik
FHEDA SN B (Owhashi et al., 1989), = 7Bk
faoM5ED NG, RICX BEBH VL) 7 TH
BEL1SJA/9 L SIL/I =9 RICIEH Vv h ) 72K
QX HPHEREER R REKTA B &, HHFICENT L,
F 70 1 REBGEHOEINK RIS [gE OB BRI <
A% T& - 7- (Watanabe et al., 1993 a), =7 XD
M HERLBHEIAN D IgE Pk OB 5 3 IgE SILE#
7Y ZICBVTHEERENT WS (Sheretal., 1990),
Ly LEAENRBICHT 2 IgE €/ 2 0 —F Vhilk
ZHE L=y 2 RBEHHSRE SN S & T 2HE
b5 5 (Kojima et al., 1987), {F I % HRLRHH D
IgE iR EH 1L, Bbice v PS5y b 2BEEELL
in vitro DFRBIERIC L > T/REN T E /cH (Capron
and Dessaint, 1985), invivo Tb 5 v D= vV v
R R HIC IgE Bk 0BS5S PH S h TV 3
(Kigoni et al., 1986), BED 7 7 ) HiTB 1T B%¥
HETIE, £ OB VY EMB IS B ERRER
i IgE fUAHEE L T 3HE LA 5N 3 (Hagan et
al., 191, Th s IgE KEMHICBET 2R 0EV I,
FIMBROBEIC L3 bDh, PHEEENEEICE-> TR
25 DPEROBRFDVLETDH %,

RERKLETIE, IgE BN SIL/J & IgE RiF

SJA/9 TRRYBHHEIRE % FIANSI R OB THE L, 1
RBELU 2 RBELER OB REIHEEFICENTE S,
IgE VilADBE k%4 S (Watanabe et al., 1988),
i IgE RICEHD 3RO v v R &L 2 D%RKRY IgE
RE< Y R EICHERREET-> 1o, BIEEH<Y X T
BEREICH LB O bR ER IgE ik O EA %
%, 1 IRBRGIL DRI SR S IgE RiBIcERICEL,
BB D [gE bk FE® S RB I N b, [gEIck 3
RYBHEIREDS [gE EILE M~ v it A S h, EIEEH
RYRILHBLNEBVT EH S, 0 IgE BEH%O#IZ
T2 IgE KX 2BRAEBHBLETF L LI LB TE S,
7y DERRY IgE REEZRH WA EROER TS IgE
DS REN TV S, ZOWETRINPB L TR/AHD
FRIXOMMICd GQEHGEI»LDL B E WS
(Dessein et al., 1981), EZHSD< v 2 DEER TR
P ERIRIES 1< [gE BiADOBIS I EEN TH %,

I FFER IgE & REEhHE

FEHE R IgE ORESBBHEAN OB S ic > W THRE L 72k
HidTable3DITELTH B, TNSDERDRLET
IgE WRRESBHEIC A b SV, $1EED IgE L&
M REBA NI LISV, T IGBIRE g,
RYREEE U TERE R IgE AR S A v
bhhbod, K IgE A IERGE DML H» S K5
ICHEINS B,

Nippostrongylus TIEZ% D/NgH> S D B H
ik - THHREZHE L, 1IRBLU 2L E b
ICBAtHRE I IgE icBAfR L 72\ (Watanabe et al., 1988),
vl —kiRBizE M EREY vy R TIHEREICELE LR
HICETHET 5, 1 REG% O 4 HGHREE L Ok ®
¥, 2 KEBEHO 4 PO WFh b IgE OFEICE
BIhZV, b b ToORKBELEPHIC IgE OB5 %
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Table 3 Effects of potentiated (nonspecific) IgE on helminth infections

Host IgE IgE dependency

Parasite Habitat response* Protection Eosinophilia
Nippostrongylus brasiliensis  intestine low No No
high No No
Brugia malayi peritoneal cavity ~ high No No
Strongyloides ratti intestine high No No
Angiostrongylus costaricensis mesenteric artery  low No No

*Experiments were performed in high or low IgE responder and corresponding IgE-

deficient mice.

AT BHMENH B0, THREBERIGEHAIC LS
DTH 5%, Strongyloides ratti EETIT 1 IRIRGH% D
BE Yo FEIC [gE RIEOEEIA S hT L
(Korenaga et al., 191), T 2% ) A{EMBHRTIZ S
Bt 1 ik, BLUREEERIC K-> TREE
BE L7cv 9 20 3 MR EFRY S € 254 OB
RN OB & 0 BHREERET L 7228, IgE OB S
BED SNV (Watanabe et al., 1993 b),
PULotR»r oBhick > THBSNFEER IGE
DSEERRABH I h b BAMREE 3D v, —F, R
IgE BiADEENH SN 35S 3 IERR [gE OB
HEFTZIE0E0, HERRTR 1 >OBEFICHEEK
BOBHBRERIHTOLL VL, £ THER IGE
BRIGEFARICIIBREPHICES L 2B oLk
Lo 27, IgE EA <Y R ICERFIF & &AM D
BOHATF Vv IgE®/ 70— F MKEREL, A
AWICE IgE MAEDREICT 5, C & IgE ME~ v
2K R IgE bukic X 2 RGBSR S © o BEE R %
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PRODUCTION AND PROTECTIVE ROLES OF IgE IN THE HOST
WITH HELMINTH INFECTION

NAOHIRO WATANABE

Department of Parasitology, Jikei University School of Medicine,
3-25-8 Nishishinbashi, Minato-ku, Tokyo 105, Japan

The induction and persistence of IgE production are the two main mechanisms of hyperglobulinemia E in the
host with helminth infection. In the induction of IgE production, the helminth infection induces IL-4 production by
preferential activation of helper T cells (Th2 subset). The B cells stimulated by IL-4, differentiate through the expression
of FceRII on their surface and finally secrete IgE. Persistent IgE production participates hyperglobulinemia E in the
chronic stage of infection, where IgE producing cells are spontaneously secreting IgE without help of other cells.

Protective roles of IgE were examined by comparing the kinetics of infection in IgE-deficient and IgE-producing
control mice. Anti-helminth IgE antibody plays protective roles for helminth infection, but is not essential for protection.
Moreover, IgE level regulatory gene, as has been found to determine magnitude of IgE production, operates on the
protective roles by anti-helminth IgE antibody. The helminth infection induces a large amount of IgE which has no
binding activity to helminth antigens. No protective role is found in the nonspecific IgE. Alternatively, the nonspecific
IgE suppresses the protective activity of anti-helminth IgE antibody.

Eosinophilia in helminth infection is not dependent on IgE and seems to be due to the preferential induction of
Th2 cells.



