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AJVS— T #Mifa (Th) 121F, IFN-y 24T 5
18I~V S— THIE (Thl) &, IL4 24T 5
2HEIA N S— THINE (Th2) BELET 5. IL-18
IR SN L 9L, ORI 215 72 Thl g
R L CIFNy BEAZFHETLHTEEZ N
2V Fotk FESHIZIL12 0RFET TR, PR
B A7 < T IL-18 S Thl MM 721 T < F
A —7 T Ml 8 L T IFN-y © B % ¢
LI EEWLMILY. W, FEHEHIIIL2
LT B & IL-18 A3 NKT s % % # L T IL-
4, IL5, IL13 2 L DA ZFHET LI L HHS
ML, F2HIZ, IL18 AT IL-3 DT T
NG AL & 2 WIZ AP L ER 2 A L <, IL-
4, TL-13% D Th2 ¥4 M h A4 v O ZFHET
LIELBWHL2ICLAEYR®). ok, IL-
87 LA —OFEKNT-& LTHEETH L. IL18
X7 VT & IgE B FONER LIS, TR
CUFEIEER A R T X 5. FHHE R, LIS
12 & 2 R OWEHEALARKNTEB I 57 b E—
%, TVUVFV/IgE THEIND T b E— (G
By hE—E) EXBILT, HART FE—LIf
ATWVWD?,

Super Th1 #fiia

FTHET, IL-18 Hili % 5 \F 72 Thl Mg s, IFN-
YDEAZBET 57213 Th  FKIZIL3, IL-
9, IL-13, GM-CSF %% A 352 L2 HWw7/ZL
729 ZonkH%, Thl A vH 4 & Th2 -4
N A VR FERCEAT S Thl a2 &%, %
H 5 IHFIC Super Thl Mg & A TW B PO D
T, A%EH T Super Thl MRAVER TR Z 5K/
Xkl & 7 M E— PR RIC OV TS T 5.

A BE+IL-8EZSTHEE NS Th1 B
TEX WS

ek, Th2 MIIZT LV ¥ —Ph e 2 5538 L
—7J5, Thl #iffgix Thl/Th2 /35 » 2 % Thl fllic
INEE, TUNF—URELZIHTSLEE L
b7z, fEDS, PURIERN Th2 iz F 35~
Y ANCHUR E R RS T 5 & IL-13 A A SR
BEMEPFEINL Y, L ZAHHRIE, HEHER
PUEAFEM Thl Mila %2 A3 %~ 7 AP +1L-
18 Z Rk E9 % &, IFNy & IL-13 04D H
I, [REXWMEBERIET S L2 RWZL:
(E2)Y.

AEY —Th2 <7 ZADH4 OVA O 57517
TR O RS S, &7 VEATLE, AHR
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F 1. EEAT7 PE—EE HARET b E—IE
7 UWA I3 IgE 01 2406 S 5 2 & T, NI R0 i e R 2 i AL 5.
—77, IL-18 13 IL-3 DAFAE F TN o oMl % Gt L < IL4, IL-13,
LAY I VEQHEERFELTCT PE—2FET L. TOXHI KT FE—%
HERELT NE—EIER T E AR S,

BRDENSL. LIZAHH, AEY—Thl v ik
OVA B 5. 721 CI3BEO RIEFT R Z2 29 5%
DHRTHA. LL, OVA+IL-18 2R x5 5
&, WRRIRIES L UFh RIS R AR E T A D %
FEVEZEIL & AHR O L5 % £F o 7o 58 L0 B AYHE
BENhEY, AEY—Th2< v 204, OVA
PG IL13 o EH % k3 % BHig T i1k
IL-13Ro2 %# ¥ 59 % &, WFEEEkIZ & AHR 1335
BB S5, —J, AEY—Thl =7 ADH
£, IL-13Ro2 ¥ 5- CTUfF REREE 2 1330 2 5 23,
BRI % & AHR O LR3Il Sk o727
e D, FERERIEZ X IL-13 IR T H 5 78, i
HERI % & AHR X IL-13 DAk H A4 b A 2
AP35 2 LR E .

ZNhTIid, AHR Z#E$ % W7 134774 ? Thl
i, PulE & IL-18 THIE & 5 & SuperThl
ML 20, IFNy 7217 CTh < IL-13 2T 5.
X512, IL9, IL-13, GM-CSF, RANTES % &%
TS, IFNyO S 2H 5 22T 5720,

OVA+IL-18 & & P IFNy Puik # R ik 5 L
7-& 2 A, BALF & ik o fF i Bk 13 3%
P L, SEEILD EwWE L2, D k%
B o, Pulii L IL-18 THIE S 7z Thl Mg,
SuperThl Mifg & 7% - TIFNy % AT 5 2 &
T, EREAAE D % RS B W REMEAVR S 7.

FNTIEIL13 X ED X ) RRREICE ST 46D
2. OVA Ry A £ ") — Thl, H5WiE Th2 v
Ax VA b I, IEHE% BALB/c v 7 AL
OVA+CFA » 5 Wi OVA+ALUM #5795
L TREBRIEL SNy Y A% FREFR ac-
tive Th1 ¥ %7 A & active Th2 ¥ 7 A L IR T &
W23 5. RICHEH MW ICactiveThl v 7 2 1
OVA+IL-18 %, ¥ 7z active Th2 ¥ A 12 OVA
BENENREG L2E 2%, AHR, BALF, Jili#l
Mg e b, miE & b ICUFEREGZE, AHR Oz
& FHM L2 RS iz, ISR Bl
DAL % FERNHGET L7z, 2 of 8, active Thl
HBHVIE Th2 7 AT TDH, ZONiHFLTH
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MEEE AT — Thl, Th2 #RRDIEA T
EBI3REXMBET IV ADMER

OVA and/or IL-18 D& 3 AR
24nt% B
30 ~ 60 B |memory Th1 mouse — BALF
BALB/G \ SUEEH
’ memory Th2 mouse‘
+ OVA 5}#?—9’\] )( :E U - = ) £;
OVABRI TN, T2 @IBEBA | | 1) 1o mmmng | L NEEHBOREORE

2. OVAEMAEY — Thl, Th2 =¥ A2 X A5 LMEETF V=Y
A DYERL,

INFTREIME Th2weE 2oz ATV 73 Y (OVA) [k
SN Th2 Mz @ <7 ACBAT L. RICZOI T AXMALETL~2
PHEBTTHE, AL Th2M{IZ A€ — Th2 MM & 5. Z OB X
EY— Th2 Bz 5537 A (AE) —Th2 =7 A EIER) ITEEMIC
OVA ##54 5L, XEY — Th2 7 A DLEE I IFEREk DR, BALF
hOIFEEERERL, AOE#B T (AHR : airway hyperresponsiveness) 7
& RE TR EISET A, —7J7, OVA KRR Thl a2 E%~ 7 2B A
%, W27y HEICOVA 285 LTH ZoAEIIEBI 54w, L L
OVA+IL-18 259 % &, KGR BAICIFREER DR, BALF h O FRERERL
AHR Ot % &, [EXMB 2 BET 5. BlL, A€ —Thl w7 AL

OVA+IL-18 Z#5-8 N5 L KB E 2 IHET 5.

5D i L & 7. F LT IL13 2%
1t IL-13Ra2 THIAIS % &, BALF i & filifigk
DU BREREEIEZFH IR S, F7-FRICHio
WHEAL D B 2 7=, BDH, Super Thl a1
IFN-y % pEtE§ % 2 & T AHR JTHE, iFrh ki %
FHEL, HICILI3 2 AT S 2 L ThHligME L L
RERZ M ZHET L e S L otz
ZFNTRR, T0L) BRERETNVIEEROSRE
TR TIZEDE ) % s 4 TIHBTIE2DOTHA
;KT AN AT, BB ISR A
MR lia~ a7 7 — Y & lE LT IL-

18 DFEAZFETSH. T2, ThHMERP YAV
AP RE LGB EMESRL 22T
OVA+IL-18 % mi s 53 5 b h ITOVA+
LPS #, active Thl =™ RZH&¥%5 L2k 2
%, R0 iFhERE vl & L2z & RS
WEHE SN, ZF L CHILI8 ik %% 5§
L, TNLOFEIIMIES NIz RERDS,
FBEHB L7z Thl BMAE LN E T VL, &
e )5 K THEE S 2 IE 7 LV F — Moo 48 30
DETFTNICRBEEZOND Y,
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3. SDS/SpA 5T MY - LK< T .

B. IL-18 THEEE 37 FE—MERER

W7 N BRE (S. aureus) I T b ¥ =R
4 (AD) #EIES. LarL, ZOHHEAN
BHCHh 5. F—A I S. aureus O ZFEE KL 5D
HC protein A (SpA) 237 FF /%4 bR L
IL18 FEAEFET AL R HWAZALTWD P HIZ
F72, FEFII-18E2LEr 75 /%4 MER
BICBRBHEEL IS VAV 7T R
A3, & IgE MUE & 7 & ¥ — Pk Rz 8 RARIE IR % [F] Iy
WKETHIEERWZLTwS "9 w1z, Hile
NTIL4 ¥ 7 F ViniE %5 STAT6 & XiEh
LHET ORI A LKLY 5 LT, IgE %
EAETEZWIL-I8 FHEBHREH~ Y A2 /ERL
TWwWh W K< 2, IgE # & AL WS
BEIIERD G EL BB L 2w L2 RWAEL
2. FEHELIE, ORI ANRHNREET Y-
WREEDETFT NI A EDTIE RV EE
ZTW5h, Kifger 5, IL-18 1% IgE RIS
AD ZFETLIENWEL N E o2 I,
protein A # X7 ADFEFIZHEAIT S & T AD
EEBICHFLEIL RS RE L. Zof%, RE
rFoF A I HSDIL1I8DEAIIHS T
HoM, AD OFEITELFESN o720 F
ZTWIC, SDS THLH L TR N ) THSRE R KT
721, SpA WA LT, BB ROIEDNTFHE
ENB MET L7z,

A FE BT lx BALB/c & C57BL/6, ¥ 72 B2 f§ /Y
) 7AEREDA 42D NC/Nga ¥ 7 2% vz, HEb

%l B, SDS TR N 7 % i L 721% SpA
E®AE L7, BI3IRT 91, NC/Nga~7 A
1% SDS ALER 7205 TIEFEIE L 2\ AS SpA 2 8AT§
5L, BFEEOBMEEREBELL Y. BHE
DIEIX, NC/Nga v A0 b m <, BALB/c,
WIZCH7TBL/6 X7 A TH o7z, TDEHIZ, &b
OYpE LM, AD T, #{nHR KO EEEAH
L7, AD#FE L2~ ATlRIMpr 2y I~
flio E5, £EOMWE L BEREORIEGIED S
7oo BRI, RFERER, WFHRER, RN ORI A
ET, THROERDLADZ. 2D XHITAD
BAERLZD, MEIGEMEEA LN &0
5, b FPONKEYEAD THh 5B L AP L 72,
e 2% 3 o LR, IgE IFEEEO L
MBS AL DR TH 5. T4 XA RAE R
4R L7 Thl Mg SEEA L 72 IL-3 DS Hi e
FHE L L2 A, FERE, IL-3 b
Ra P53 5L, WERPTICBT 2 By o4&
RO L, 7 N — 27— 8L —F4
IL-13 D) X #WHl§ 5 &, FEJE R co CCL11
OFBIET L72A, 7 =273 L%
o7z, IL-18 WPk FH 512 & 0, Super Thl
MRaOFEIEHIE S 1, [ER ] 7 b ¥ — 1 H
2%, BRMIZD, MHEREMICH, e inbE S
nrz:.
RBICHREBEZR AT EDTAL. JEEN
V7 RBEEL 727 A SpA BRI T B L EK
MO ILIS A ns. 72, FEBhIRalix
SpA ZPURE LCHIE LATIE ) »/SEilcBE) L
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ILA2E I 18% EET HZ LT, 74 =7
CD4"T Ml o % 1 U % Thl k12, ¥ IZ Super
Thl MRS AL ES % LB, 7 EH A V%
BIROFI &R 5. WIZ, SpA/SDS EAi 13 iz
BRI COr Eh A4 Y HHDPHERT 5. T OREER,
Super Thl MM IZ R ERATICER L, PUERIBLT
\Z, Super Thl %4 b % 4 > (IFN+y, IL-3, IL-13)
REAET L. FOMR, PRk, MEEA, e
BRI AERE - WL S, 1RYER E RaTE R
ShareEzo6M5b. 72, IL-18 1 Super Thl
BBk IL-3 & 1M L <, HEGHIAE o 85 & if
PALZIRAET LT LT, LAY I ViEED A%
7267, IL-18 2/ fI§ 52 & T, RKEBROAK
KT& % Super Thl Mifa LR HHI S v, Z
DR, THROKEET A N A A4~ OER/HHIE
ENTHFENRERIET L LEZ .
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