BAREREHl S RERBUNTR)
BISPIRmEE

PCR(+)RT-PCR(+), TREEREAL(+)

MICA Tgiomiaot, mis FluoliBEMit 568 s FluolEEEARSHS18 s

MICA 126412 R
DB 19990201 Pholo 1999.11.23

non T PCR(-).RT-PCR(—).IIEM-) FIUOEEWE'—';%SS s ; HUOE%N?&E}?&498 s

5 7. MICA Tg DIREZL

B5I F4-1-3 L

HLA-B51 Tgzme nuoliterstsig22ss  FuolliEi 5k 688 s

'Jl-"

B51 Tg C57/B6N

7 8. HLA-B51Tg OHRIEZEAL

£ 7 MEATgTMW%E@%ﬁ‘@ﬁ%ﬁ\m%wéﬁMﬂEBREOQ%EEﬁ%EET
R 5 OIRE GBS & & O PME, DBRFRENH ST, 8 HLA-B51 Tg TIIMICA
mgn%@%ﬁﬁm@Um%%ﬁ%%&éi%ﬁﬁﬁBhtomﬁwﬁﬁméﬁ$f@uﬁﬂ%
B, SNERIEOMNE, BIRAR LEORENALNE.
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BRENERAHD G REEDBHRER
RIS E

9 9. MICA Tg 4% 1-2 B DR B H L
KMoz,

HLA-BSI B THRMO TgDHFHHROMREL
T, MRERERSA SN, (K8) 84 H
DOff ORI ZYBE LR E2BHEL /034
fEAT RO SN o iz, £#IBEEH IR
RSENITREOS B R ARBLA-EICRS5H
%o E%5-6)8 B I ARG IR ZES & AR,
MEDOHMERBDENDE I, 7
Aot ENREGERR & L TREEN S
DB AR EEEE R T 2 IR EE 3L,
IR, BIROHNME, OBRARENRSH - -,
£ 5-68 B DIREROBWEEAFT R & LTI
BERLEORE, WHIERMREOMNE, HEE
AFRBEOWHEENRH - 72,

MICA <DNA WBIFEAIN/Z NS Hif
THREFEINZT 7 ADMFE TH, Immunobloti®
T68-70kDad ¥ >\ BRI . Zhid
WY NV BEELUTHRESN T AL TR
ITIE% U < (Bahram et al., 1996a), Hi - FMICA
NI n—FIRgEMEREhZELELZ SN
B,
RitE % £ 7o REBETHI3E T 5 MDCK i3
Tld. PCMV-MICA-GFP 28 AL =B4&1t
basolateral 7282, TM i 2 RE B/~
PCMV-MICA-del-GFP % # A4 3 & Apical 723K
M GFP OHEIL B AWM EIc THRL -,
(B4 10,11) pCAG-MICA 5.1* ZEA L /=413
Apical BB 2 Hi MICARRII S X iz, (19
12) & hO/NBO EFEIZHB W TS basolateral 72
I RBENALSND Z ENERI N, (T
13)

Phenotype DE(LDE &

MICA(AS) MICA(A6) MICB B51 B51X g,m

- EmEy - 0
o FROIRE  HP -

. - -

- Bl HREE ;440114

» HIRSIBR Hu L ZL &Y BHU

o EiydsFhER Foie
SuperoxidefE4:

*M.Takeno T Sultane 1995 American Coltege of Reumatology

7% 1. Phenotype DE{LD £ &8

D.Z8

SHE. RAIIE b MICA, MICBEIE %%
ALTED S DA 2w IR A(Tg DRKERE
FENL U7z MICAMICBE{=TIZHLA-BRIG T
HREIZHDAR—F v M EOBEIRE SN
Tz,

MICA OBFIRBII~ 7 ZICHmERELD . If
BEERZTZEZ U MICATg TR SN
AR IRERE IR —F v MEORMSITLIT
W, RO ZABMAGEALRTH B T &0 S
BREMEOL D BEMEREIIEREILTY
LAREtEHH D, L L C57BL/EN(2 H 4 4 IE,
4AoMC, 19 H 4 11E), B6C3F1(2.5 A4 50L),
B6C3F1 X B6C3F1(7 H4r 8 IL) TIREL{L %
ROBNZEXOEENTH %, T8 ARG
FTORAGMIZX5EROEEII3 R TR
EZENEeNZEnBEZIT W, F201
RIS DRI BT EHEDAN o, 2D
KD RIREELSE S M ORERTIIC T Z 5
NWTHEUEBDROMN BHEBO LD ICH
FELTHELSINEONISDEZ AT &
DLW, ERARERECETIVYIIEL
THISENS rds T T A tulpl” 7 A T3
28 HEICIIRMBE OB D DR R IZ 0 5
P78 T <L % (Stephanie A. HAgstrom et al, .
1999), 4[El, MICA Y7 A DIRIERE LR
HOTHERN 6 BHIZITONEDTHD.
SR ABB RS, & ORI IRIR O BIZR
MHEIZ/A S, Ll MICAmRNA 2 BRKE G
HBDETRPEDIS S SHOBELL-T
W5a, Ei-. KM ORIMERO B SR
FILLDHTFMIZK2EM%E KB L T AR Bl
NH D,
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BAERSMARHGE RERBMEER)
BEmITRE S

kDa AP BL kDa AP BL
103 = |~ . 103=| = -
76 —|au 76 = .
Anti-MICA Anti-GFP

10, fifE % £ - 7= MDCKMIfIZ BT HGFP %
BENC L7z MICA O ETE

A, L S IAMEEIT T Apical(E 1),
lateral(#5 ). basal(lE F) DB &R, HEHRDHL
TH 5, 5 FORHELEREREHEICHE
B L 7= b D TdH 5. B.domain selectivecell sur-
face biotinylation assay FfiMICA HiGFPHifA L ®
IZ basolateral IZ#5H L 7Zo

A

C &t 5
Ot
kpa W w©

103 -
76 -

& 11. MDCK #ific B 248 MICA @
FEHOMBNRTE

A

©12 MICA 5.1*@OMD C KAz 317 Sk
WNIRHE

AB. —BORBID Aplcal llZ EFF 2T ~ULLHL
Texas Red #4& streptavidin THIRIL LA HD L. HIMICA
bk & FITC &8 R FUE TR L7z H O | Apical flliZ
FEROBAFBER>THREL>TRAS,

C #i MICA Hifk & FITC B& 2 KHtk D4

X 13. fiMICA X U AFikZ AW E MNED

By s F YL P BRI

A b RRBOFMICA T Y AHitk LFITC-Hi<w 7 A lgGHi
BT NHY) 7 x AT 7 & — YR & Texas Red #iS
HRICHikIc kD —EBHRE Bt MMBOHRMICAT
itk HR PRSI ATIBICLSHRE C b
INBOH MICA 7 Ak EHR PREEHAKICL2E

FREMSC &S ERERE

— 37 —



BERZHRERGS RRERBHEEE
IR

ShD#EFER L OMICBOBRIFEF T 2z
{EARE, AMIREL, ALREE L -RER
DEZFIER T RIEENRRI N 50
EZAHEAE, HMRBBEIRKETRSNT
WLz, ARBETFBAESEIEETA
ODEECL->THIERIINAEFEZIZL,
MICB DBFEIRBIZL 2D EEZ NS, 4
ICMICBHEBE Tg <7 AR 6512 BlRE D
BESWEIMIFEHIARZEEBDNS, R—
F v ORGSR ENERO—D
W, fFFPERDRREMEN DB (aseptic neu-
trophil infiltration) & X 5NTW 5. Z OiFH
ERVZ, #¥IZ superoxide BT EFHERE L TD
NS5, BRENWZ S, X—F v MR
FAEW RS BEY 5 & AN SHBIET HLA-B5!
ZHEASNZTgY 7 AT, FMLPHRIEIZ L %
superoxide AR E A NFPIROEREML T 5
ZEMRENTS (Takenoetal, 1995). Linl,
FRRIZMH ORI AT, X—F v MFIC
RS D8k 4 IefER (RIEORE, BOT Ry
BRR DR, ODEENTY 74, BRIBEES) 3R
HEFTWE 0 (Takeno et al,, 1995). MICB &
BHTg = AR SN BB O SR 72 880
\, T @D superoxide iBFIBE AT FFERD B OB
ERIRLTWSHDM, Sk, FHHI RSN
THhb.

BEDMHEREICDNWTIE 1 RFETIIBgIC
HoHR, FIDIFETIE -EDOFIZOHERD
oNfz7z, MICB DEFREENZ 0L T
ERCTEMEBRFTHEALES <BEHIUA
HTh5, MLEETNOREENRE T,
AEBORR, ZEBOBEERR N, Bk
M OSREEIMT SN OZETER LML
REEZFIZFEZ L TWATHREMD D 5. #ik
RIE EIZMICA, MICBY /N7 BEREBEL 7=
MIRLIIAE LR ICHEET S v 6 THIKIZ SR &
NHIBEEEZT5 T EH SN > T
%.(Grohetal ,1998) < AREiLr 6 THM
DEECHFETHMBATHOMICB TehkfET
HRROECIE Z B RIREEH 5. BRI%AL
REWORGHBPHORBENLELS. Hiv
VA7 8 Teell iZKHACBEERD GG %
o708, ERENOKEMEND 2 < BHEMR
VEHIE RS Dy o To. 518 5% I DR AT B TR

FHAZBRE LRI 20ENS S EEHN S,

HLA-BS1 BHTBMO Tg DFROMREL
T, MAREIEERNA LN, £B4ABOFD
IRbeZ W LR AEHB L2 A RERR
B oniah o, AR IBEEICIIRIBEY
KHROBRRAaRRELA—EICRoN,
NOMREREIZLEBDRONICDONT
. R, BR R EENRTSET R TH
DNEDEZABRE/B TN WL A%5-68H
DF R TOIREZE{LIT MICA Tg X0 HBFEL
ENWMN o . TN FA DA S BRIBIE SRR
RO 5 ORISR B & RIS
OWRER FREOFREIILISER LY,

MICA & MICB 3, MHC 7 5 X 1 EE%| & thigs
LZREG, A RAL > THBal, a2 a3l
& DOMEMEZ27% &R TEWDS, SRS
WIEHLAZ 2 A THIE SRS 2 DT, 045
FIZEATF REEEHEL, THIMEEHIRN A S
HEBBINS (Bahram et al, 1994). UL,
HLAZ 5 ZHRR &3 R72 0, B 2-microglobulin
AL Tzt N3 (Bahram et al.,
1994) . %> T, MICA & MICBIE, # 8tA9/2 MHC
77 AT ROZRICHEHBEZ LT VWo T
WInEDTHID H B, MICAIZ T Bmonoclonal
PURIC & 2 IR MM/ S MICASY >
NIZEE, N ERICOARHFT S I LAHVHBH
U7z (Grohetal, 1996) %%, Zhid, MICA 8
B3 EERMIRRANY) RRICBIT BT T
FADUARELUTHETS, Sn#izh
W, BB THIR O GBI RIC B L THAE
THIEERBL TS, Lhd, MICARD
MICB OXBI# T a v 7 FEHEEZRL,
MICA R TXMICB B15F promoter FITIE, 2
avUinEEelement NEETEHZEMD
(Groh et al., 1996}, —7# Tl cell stress response
BEFO—DTIEARLMEINTVS, fijask
Il B2 MICA, MICB & HH #RE L =M
BE LRICHEIES % 7 6 THIFRICERE S ik
PEEZT 2 ZENBEENIE> TS, (Groh
etal 1998). SHBEATgZH W TEROLS 2
MICA, MICBEIZ T OMEEEMA L. £/~
U2 ERS Ty b OB h BB S ETS
ECEENT IR NSHETH S,

MICA RTXMICB ORI TH B H, &



BARPETRME S (R N)

REESRRSE

Fpo TEFDEKRBHS ATV, Zhoy >
NOBZBERBTLS2Tg vV AZAWS I &
k0, FOEFERBPICIWL SHTHREEHR
BOTIRRVWNEELTNS, FITRERZAND
FEOMHIZBERERAVWIHENLEELR
5. LT, TORBEOBEOKIT, Ihod
&N H ENR—F v MEFE & OHRRE R
MELNMIINSHDEHFEINS.

E. &R

MICA, HLA-B51 BIRFO <D A BT 28
FRBRIIMREESELSIEEC L. ZONE
MA-F v MRORFREDORIE - ETIZHED
AHaREMEAURM S .

MICA OREE SRS O MICA ORI
TORBESME2T LS E, ZHCE-> TS
MDEMFRISREN AL U IRBOBRICET ST
BEEIONE, XA—F v MRBETIIRE
OEBREST ORBEZEF > EMICADT LIV
Hoha:T5822FT58RETHo 7.
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1. 3R 30 F 2% Intracellular localization of human MHC
clas | chain related gene A(MICA) in polarized
MDCK cells and human intestinal epitherial cells
Hiroshi Suemizu et al. (#xFH)

2.%&%% b hMICAMICBEETFEATY
ADVER oFFRE . 2 FRAKER, ANFEF?
VEREIEZ:, KEFEE . BT EMER, R B!
(EEAE . OTEM2 HRIRTRE BR CE
WARER. B A9 EY P2 1999FE 4 = (& M)



Streptococcus sanguis &%) MSNL A — b 22 BIT 3
R EDIER EBRT Vi R—% ¥ Mo d 2 HiRinE

HEFRE

MREXT LBEERKZEPHOEG L=
BME i ARERKEEFHERSYES
AffE— ARENKZEEHMEDEYE
GG ARERREERMMEY =
AT BE CBERYEEIER =
SR ALEERPEERIRR 5=
REEH  EETIRZEFHRAEEE
MEEE

~N—F v MF (BD) iZBWT. Streptococcus sanguis BHEDFEE & 72 b
DEDPRBPRDED ) INNA A - P EBRBWETINVEER L, 5610, 20
NOATRHREDEREINDI D ESHPBIUCADRE LEHEMEE T R
F RN U RIS E DL T 2D 8D ha T,

S. sanguisl X~ Y ADOBEIC L < EE L. BEENCIIERERICEER
SERR Iml 7= 0 OBBIZ 10 Th o, BBEBENBT YR L LEL 5.
MIREERZEE CRBOBIEZR T U BSas ¢ I3 OEsiE 1,710~
L7100 EEBEIZT <o =P, BEETOEBIIABER L 2o, #
[REBTIE S. sanguis HMBEBEICN 42D THREZTRLUED, BMERRET
FIEETRI R o, RFEEIIREH CIIEEREADE S -, WEDE
BB FRIROBEEME-> TV, —H. BEBE LR >EvY 2T
RREXRDO SN b=, BBEEHDITS DR EMARLE IR T., BRFE
ERTAVVIDEGIFEm P o BET Y ZIZBWCHEFEE S 7F )
ISR UTHRIGE DRI U e /2, 823 v VBHERATF RIZOWT H.
TURIGE DS L =,

FHRHRECNE TRE S 128
A. HEER BREBIZLTWE (8), BERRKD
N—Fxv MR (BD) EEHEMOOE BEIHMOHDT &0 hROIEN

BLUNERTOBEE, 2L 5EA%
S 2BOREMKBETH D. 20K
A& RRREEBIIOEFTHL X
NTWw3, % %1% Streptococcus
SanguisHAN IR TH B I L 57
LT&7 (3, 4, 5. 7, 8, 9)
ELZE, DEMEZEC 55 S.
sanguis DENGIE N BB L TER
WML TWE (4), &5z, B
25 DB RGN, FUER. £

LD L ~)VIZOFEA D 8. sanguis O
BWMCAEBLTWE (4), EBE
HhrosBEmECIN L TOBREOS
BISBEMAGECERR ok &<
REHR S =710 (BB LT
HIEROBERILILEZE (7. 9).
2 XEEDPHNHADOEFGE R D S
SPERFXRBLED ) ML A — K
EREMET N E2ERLE, &5
2. 2OV ATIRBEDR X



NaPESHPBILCADREE LB
FBHEZETHTF RIZINLT
HURIGE DRI T D0 E D D2
NIz e
B.#ARK A

YTOAL LTEHERFAIQI <
ZAxEHHBV, BEHFKHEKE LT
BD113—20 ZFER L7z YT RAD
CIREIZ 105 5 TOEZERE L -0 $5
BEEEDEEELHDODETHA -,
GEATF & LUTIZMAETRE
B TTF RAEBEIOCH s p&rk
RT7FRIERERLE (R1)
CHIE#ER

S. sanguis i3~ XD X
SEBUEAREFCIIEERR
BRI < MEME 1ml 72 h DEE
X107 TH o l=, AEENIE
AEHBUEE S MEEEZER
THRBOEBERZT LU= 5 L 14,
HIEBEBEETOILC 2RO B
RREHTIIEEFPOERIZ 1,710
—1,/100 L EBEICT < e o=,
BEPORERBIIABEER L ED R
Dol BEERTIX S, sanguis
MBI 2D THIRERTRL
To 5, IR EE TN E 2 R &
P o ERR A I REEE THLE AR
BEDPRoNE (K1) REDRE
B8 L IFRIROBEZEE > T
2o —H. BEEELRP ST
ATEHBEHRETRO SR o=,
BIEEROITS D E BRI
AT RBEEEET AT ADE
FiXEDP s -, BT IIIBNT A4
FED S BRHT 2 FE O M5 B d <
TF R LT ZZREICE D
sz UL (K2), £/, #o 3 vy
BHEBARTF Rz T, HifEn

BEHRAL U (X3 ). FURfiX &R
PR OB LEEE, BRI
B5hol.

D.EZEK
FEIIOMEEEOCVLELDTH D
Zehs, BROEM. FhilEd R
SRBH HWVIXREIRE T BICER
WU EERORBIZTERNL S
DIetiEd H S.Koch D 4 JEE|D S B,
BREIBITAICERDODE AT &H
e TW\W2., SN EE. &
LS THOMBEKICEECEKERE 2R
XL TED, FLTERY
CEIINEREEKCIHRE RS
BN BURREhRITHREZS 20,
S. sanguis RREFEHDOBRRKDIFHILFE
SICZDEAEMBZ ) T7TERTWRNT
ETHB. TOEFNEMEDE -
TVHFLELTVLWEET T I S
sanguis ZRERE VLD TH B, B
RRIBHIIHILL, BAEITITRLAE
BNDREICEFEOIEITE-,
2. HSPOMETRERTF FICH
TEHHABTENSREI b, ThIRER
MEEBICEET I b,
EHIC, BROYH - L HEERERT
HLEREIIODOWTHEERG AR
AT & 2. SE. BOWEFRERATF
FIZBICT Y XA TOERICESE 53,
ATOZWICIDATS 206 %2 R
HU&E, BFMFICHLT, BWRIE
HERTISKDEHD—-HEI2—
FLTW3aBes— 1 I3ETEREL
I—FLTWAERLGTFEEWMERHME
EHELTWS (10), B a v &
BIZDOWTH ALHERTORFHE
M REEAA~DE SR E N
T&EH~ (11,12), Hs pld~2oED
RBEBORBRFEICEAS TS L
WrEhT&ERE (K4), £, Hs
p IR RIEELE D THEIGE. &
SIZHREENMICH s p D@ERFEHRH



mHenTnd, LPL. Hspdhk
TRENZNOERORM &2 HIE T
2RV, . BYrOMETHE MH
spEeEWTFEOY - DEiEgs
HH. BEFERICEAS T s hTn
5 (X5]), 2i<ed, Cho5HME
OB RHERED 2 WV ITER
BREOBHEERETZ I ENH D, N—
Fxuv bMREDRASHPOH @S, M
EREZHEC L, LERICHs p D
WREANDOEE 2L PIZT I HEN
HAHD, SEIOTITIDERRIZBL
T INEDRTF RIZK D AEINE
THMEOHEICEDL ST, BEADK
BRFLRDSBEILETEBINE,
E &5

S. sanguis ® EBE VU RIIEL
S|AHZELIZL DT, BD LMD
WEEFHTEE. NS RT
MR ERTF FBLUH
S PIZH U THURE DAL L.
AR BD BE T HAETURE®E
N7FRFBLXUPHsplicnwLTH
WHEE R L T (RERT—
% o
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£1. FHALEERRTF ROT7I/BRY—TI TR

Peptide sequence

Synthetic peptide

Human Hsp 60-kD (Asp336-351) QPHDLGKVGEVIVTKDD
S. sanguis protein 95-kD (BeS-1, 229-243,No.2) AFIVPHGGHFHYIPK

S. sanguis protein 95-kD (BeS-1, 373-385, No.3) HGDHHHFIPYDKL
Retinal ganglion cells (Brn-35b,11-25, No.1) AFSMPHGGSLHVEPK
Retinal ganglion cells (Brn-3b,177-189, No.4) HHHHHHHQPHQAL

M1, EBREET™ R E S AL E R

FHIROBEIEEIND,
M HS 7S
& HS 58
250 B HS 15
o7s
o5s
200G aj3s
B HS Cont.
B Cont
£ 150 £
[=]
o
< g
@ R ®
g 100 R 8
50 |-
o L
PRI I R S VR
\?‘c;. & Qg, YN CP“ CPO
=) Mouse group
LS
Mouse group
1gG antibod
yres ;
ponse against Bes-1 No.2 1gG antibody response against Brn-3b No.1

ept) i P .
peptide in gnotobiotic mice peptide in gonotobiotic mice

2. HEBEBEER~TF RN T ERY Y I TCOHBFBE
HS : 8> awvw 27—, 38, BS, 7S: 10> % "OF &2



500

450

400

350

300

250

200

0D at 450nm

150
106

50

0
Q\'-’o'\ca \?\cf:‘% Q\(;f’ I fbc;c) & &

K2. Hep SRATF KICRT 5EBRY VR COHFGE
HS : #3927 )0V—7 38, 58, 78: 10 > "OE =z #E

Behget’s disease

RA
SLE
MS
Reactive arthritis hsp-specifice responses
Kawasaki disease Antibody preduction
Psoriasis —_— T cell response
Atherosclerosis Overexpression in lesions

Systemic sclerosis
Chronic gastritis
Hashimoto’s thyroiditis
Sjogren’s syndrome

X4. b NECREBEBICBITSZH s plcd 20865

Streptococcus sanguis
Helicobacter pylori ——{hsp60

Legionella pneumophila
Treponema pallidum

Bordetella pertussis
Mycobacterium tuberculosis
Mpycobacterium leprae
Chlamydid trachomatis
Borrelia burgdorferi
Listeria monocytogenes

X 5. MIERESECBIT2Hs pioE




G-CSFHEEFEACTIUREZHWVWER—F v MNERBEAH=X
INO) ¥ )is

B RE

WMREET AUEEERR RO S =
MEEER  AEERRZE RS E

MR W ALIRERNRZEE M ERSYIMER
BMHEE  EUREERENEEEE

PEEZ  HILKZFEPSMETHE

BRME BMETULRZEZRRRZHE
REERE MEDIREEZRERZHE
MREE

FRARID=—REEF (G-CSF) BEARENKID = —0ORmEEET
YA b AL EUTRREIN., ZFOBALEFRIREMER DRI O3S MM
MRBEEAPEEHENTE . BETH., B8R OEHAREINA T 2,
K2, 25 LEARZE OO RICAHEDEBREEZ S5N3 Streptococcus
sanguis DREGEE R =0 S sanguis (109/ml) X OREMNE L OREEBETICZ
hZ2nl10ul 28 L=, G-CSFREGFEATYZIONBELT.ZDY
VI =AM OREFEALE BE M BEICROBEREEVWFER Y —
79 Bes-1 XNTFFEOBEKETIZRSG L, B 18 HEFTHE L=,
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Fig3  Number of TNFa producing cells

7000
< 6000 ¢
o
o 5000 k
c
8 o |
£
Y 3000
o
£ 2000 |
et E
0
control stable Be  active Be
Figd Cytokine producing cells after co—culture
with anti~]L—12
1.4
12 |
2 1|
O
g 08 b
=06} —O—IM
504} —#—TNF
02 F
0

0 0.2 2 20
concentration of arti—IL~12 (ug/mi)



R—F v MEEEIZHITS Th RREOHIFIINT 2 Txk DEEMK

AR M
X T

T N

SFHEHRE
HEBHE

HRES

BEYYT7UFERKY SRFPESTHVTF R
BRK HEARIARE Y —
AX SEFFEHYF BBIR

BhF

R—Fzv ;MEB B ETEUREOREEBHETIHRET. TORBITIEA
v —7xza> (IFN) ¥y 2EET 2 Thi ZEROBMENTEINTWS,, &L
(Z4EIZ2Tec 773U —FO> ) VEHMLBEROUEDTH S Txk B IFNY BXE
[ZRA5 LT, T U2 /SRD Thl BRI~ OMLIZREDZ 2 L &8RE Lz, BFE
BETIIERETHICIE Txk 2N LEKMM T ) > /VKIZL S Tht BHELO
YA MHACESEERBHEESICHFTZ Tht WBEOY A bAHA CEERFEOD

2o HIZBF/ICHDNE Txk OFIFIERIZIL IL-18,

M543 &BFo MLz,

A. TREREM

R—-F v ME(B R IXEMREDOR
BEBBETI2HRET. TOHEIC
Z4 > -7 (IFN)y BEET
% Th1 BRABREORESHATEZINTL
B, BAILKIZ Teec 772 -2
BT 2 Txk K Thl BH 4 hAHaA 2D
—DT#%% IFNy BEEORAMICES L
TWaIEeaERELEL ». RARTIE
B mOREERERICH TS Txk OS5
EBHSMITEENT. B BEREX
Wl TS EERESICEITSY
A MhACOEEIRE. RU Txk O
RIBIKEERET L=,

B. A%
1) BHREBERUREE~/NUM

IL-12 DOELFEH

RIEM KD 7« 3= NAIIN=F L
BROEICED U IBREDBEL =,
—BIEyIURMBkEDOYF v ME
AoRIC LD THlEEFB Lz, &5
[C—8R I~V 2y bE-XERAWT
CD4, CD8 [t Z 5 & L7z
2) FEREBIREET ) o/ BREEE L.
tEE FEROY A A1 % ELISA
ETEE L,

3) CD4, CD8 [Bt4#ifai=8s(17% IFN
y mRNA OFIR#% RT-PCR JETHKRET
Lo

4) BEBERUREEFREMLTHEEICS
7% Txk OFRREVIAY 70w
NETHERIT U7z, Jurkat #MR8 % BRiE
m BV N oy [PPSR U

5) B & EBHEEEAIII O S REMIC

— 53 —



L 12X pptmd)

Frd Txk RUY A bB A4 DOFIR
(d B PR ERIZTRET L2,
T EEREBERES L,
B mEEERMEAMIEYI T L FE
BAFERBMFBOSFHITLD.
7 hE—HREROERBREIIAS
KFERBHFUWARHERIRLNES
anrz,

C. iR

1) B wBEREMY > /K(CL 58
ROV A A VESEEFA<LE
BIT. FEREIRERT Y > R A& 1B E
L. EBEPDOY A DA EREL
fco B BBETIL interleukin(IL)-4
FEEGEREEEN G IL-120 IFN
Yy DEEHLIEML T, HRFIZ
BREECLORAT 7Y HEEL. F
D TELEERTIEZ A S YA b
H4A CEEDEMAIRD SN,

400 1

L 400

o o
30 00 200

200

2
1w
@é’m} . mm&nmJ
X 1
N—Frnw bRBEXRMEMY >/ Bk
OBRMLY A Mg CEEN
; IEE &

2) A—-BEFETIRBERS L UERL

DFRMEMY > /NRICL S BRMRY
A hHAEEMEBREFTLZER.
BRFEIEIRIZIL IL-12, IFNy OEEAN
T 020 U CEIRIZIL IL-12,
IFNy OESEIXET L. IL-4 E4EDHE
YR IEMA RS b,

IL- 12 IFHy tpgin
(pgnn
IF My -4

150150 19

IL-Atp gAmdd

iL-12

-0

Actlve Subsided

uvellis
2 N—Fxzv FFEBIZBIFS
SERORIR, BEHAOY 1 HA >
FEHEINY —

3) IFNy 4 #fah  CD4. CD8 LW
ho T Milgy 7y MZET 2%
I~ E/T. B fHBEKRMEM CD4,
CD8 BEtE#HBaIZ &1+ 2 IFNy mBRNA
MHIR% RT-PCR ETHETLE, 3F
REBIREETIX. CD4 12D & IFNy
mRNA OFRIREFRH D BERF & CD4
HF LU CD8 @&EIZ IFNy mBNA D#
MERDDIBERNFEL

4) BinBEXRBMTMIRTD Txk @
RBEYTIRAY > T Oy ETRE
Lz, EEETHAEICER. BEER
EFRMEM THRE TIX Txk OFIRAHEA



