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Studies on the immune response of Peyer’s patch dendritic cells
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ABS: absorbance, W& ¥ &
APC: antigen presenting cell, IR 12 = il fg
BSA: bovine serum albumin, 9 > MiEFE7IL T I >
CMIS: common mucosal immune system, Eix /& &£ & 8
cpm: counts per minute,
MEtREEMEEML. —EHEDDHD 2 b
CTL: cytotoxic T lymphocyte, iR E =M T 8
EDTA: ethylendiaminetetraacetic acid, TF L > 27 I > ME &
DC: dendritic cell, & ik il i
FAE: follicle-associated epithelium, P Lt & {8
FCS: fetal calf serum, o B85 R M5B
h: human, & bt
HBSS: Hanks’ balanced salt solution, /\ > 4 X &
HEPES: N-2-hydroxyethylpiperazine-N’-2-ethanesulfonic acid,
N-2-E NOFIP>IFILERS I D-N-2-T 5% > XIK2HE
HEV: high endotherial venule, & A & 4 #8 # ik
IFN: interferon, 41 > % —7 0 >
IFR: interfollicular region, & i3 &
lg: immunoglobulin, &% 07 U >
IL: interleukin, 41 > % — 04 F >
L: ligand, U > K

~

LT: lymphotoxin, U >R b F 3 >
LP: lamina propria, ¥ EE & &

LPS: lypopolysaccharide, J R % ¥



m: mouse, Y U R
mAb: monoclonal antibody, €/ 2 O — + /L i {k
MACS: magnetic cell sorting and separation of biomolecules,
Mo X T LA
MHC: major histocompatibility antigen complex,
FEHBBESMRES K
MLR: mixed lymphocyte reaction, ;8 & U > N K&
OVA: ovalbumin, BB 7 /L 7> A NN T >
PBS: phosphate-buffered saline, U > B2 4+ B R G K
PCR: polymerase chain reaction, Rl X 5 —F HZHEH RIS
PMA: phobol 12-myristate 13 acetate,
RILEKR—=IL12- T YUXF—HF 13- 75— ¢+
PP: Peyer’s patch, /N 14 T L 1R
r: recombinant, # & ¥ z {K
R: receptor, Lt 7% — 8K
SED: subepithelial dome, H&E £
SP: spleen, &%
TCR: T-cell receptor, T IRIREL 7 4% —
tg: transgenic, P> > X T x v P
TGF: transforming growth factor, - E & ik R A F
TNF: tumor necrosis factor, &% &% & F
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L5351 BEIX—MRICEKRE T 8. XZE B
faxEMibtlLY>28VWVIRERTEZFEO>D>HRETHD . MERF
BENRECZOHBIZBLWTEERBRIETITMBETHS 2
ENBALMEBRDTUWWS,

(MERRE )

MEFENRELZEOFEIT. EBALERENMNMERT
M A8 (antigen presenting cell; APC) (L D #HB8AIZER D A
FNB2ETHIEINS, ZOER. RO RAEFhEY NI E
FHMERTHMBEATHT IO >R EDBERIZLDEILE RIS
5, BILIZELD 10 7/ BEREBEODRTFRER2EE
DIFFTEHEBBE S IR K A& (major histocompatibility
antigen complex; MHC) 2 F 8B AaAR 2/ L. MIER =M
feofileRBLIZIRRINS, THRE THREREL 74
— (T cell receptor; TCR) 2N LZh o a@B#MT 52 & TE
b % 2+ 3 (Fig. Preface-1), T MBI A DIRER % F
DEERBIZENTET MERTHBICL > TRTS
NEMHCOFERERTF ROEBEARERHBETZ2DOTH S,
COESIZ. BIRMEREEZIILOHETIRERTHEREBEIRESR
ENEERSZIZIBNVT THRZEMALTSZILEDICHEEIZE
ERrEYFERELTVL S,



MHC class Il molecule
Antigen peptide

T cell receptor (TCR)

Antigen presenting cell T cell
(APC)

Proliferation and differentiation
to effector function

Fig. Preface-1. Antigen presentation. Antigen: receptor
binding and co-stimulaltion of T cell by APC.
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BEMMARBINEER L. EERABMIZIERRBO SN T
W3, ENTE., BREEMMNIEE 2% 12 Bfich 3 &
EEEESTZCOFEY NRERB MR, BRE. V> /NEHOD
BEEICHEHIXMBBEIAERIATWSE, YORXTIE. BBE 14 H
THRIZ. 18 BTHBEEEBREBEIZ. 20 HIZ(E/N1 T )L
WMIZCHIBL TSR ZEDNRESINL TS, BRBRICZBITZ2HD
EMEBEONT., ERLARLVIZETZIOICER 2382 E
35

(BB RBRMEEE Y /KR BIRME)

BIREBEIZOERZIXRB[REABLUIHEICLD DL
EEZODMBERIZIRETES, YNOXDOBRE T Hi38E
BWIZ XM EIREAE & E#H CD11b/CD8a* BRI A EE
L. BIRMERABEHLKRIBMEIZIZ CD11b*/CD8a” #4KX #f Bg A
&9 % (Fig. Preface-2), Th o OBEIRMABIZIEENEL
STHH . THEEAUMAREEMAEICH®X L CD11b/CD8a’
ODERBZEF ODEHRMABE Y > NNKRABIKMER., 2077
—JERURMEEMEIZARX L CD11b*/CD8a” D RIE R %5 iF
DEKMEs B HABKMEIELTREAMLT NS @) 2D
TODMRERIEHENIZIEERD I ENBELNIZRD DD
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Marginal zone

st

B cell region

T cell region

Central arteriole

Germinal center

St Myeloid DCs (CD11b+)
* Lymphoid DCs (CD8a)

* Macrophege

Fig. Preface-2. Transverse section of white pulp of spleen.
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1A2DEWNAS, Th1 & Th2 ERIENBZ D08 A B M
SHICHBEST B ENTE. RRDI2ERIGCEEHHLTUL B
(5) (Fig. Preface-3),
m1mwuzmm@ﬁﬁ@&mm;amwmﬁiﬁwim
cﬁ?%@%%m&\mzmwﬁﬁﬁﬁ%ﬁ&mmxbm%
%%Eﬁﬂi%tﬁ?%@%%ﬂﬂ%%bfmﬁoZ@:D
@ﬂ@%ﬂ@BEMﬁEET%#4hﬁ4>t£ofm§®
ms>z&$%cﬁ9:&c¢0\@%@&mﬁﬁzemm
xammﬁmﬂmb@otm5oit\ﬁﬁﬁﬁmwm¢b
EEXINZY M4 MhHha4>E Thi/The /v S S AIZEEBE B L
EFde&EZONATED , =, CD11b/CD8a* #f4k #0 Ba 1%
quéiﬁﬁ%<\4>9—7zmy(WMwéﬁité
Th1 ﬁélﬂﬂ@féén%'f%’otébhft\%(ﬁg. Preface-4), % 7= .
VAINZABRREME. A ML CIE CD11b/CD8a” &1 1X £
wumbﬁin7utw>>7ﬁﬁwt&\&7%H-wm
V7RI PFHEAKELT CD8* THIIZ, XTF K - MHC
751uﬁ%@é%tLtCMmewcﬁﬁcmﬁﬁﬁﬁ
RNSNZ. Chid, VOXRTSAI>0eFIENBE Y 4L
ARRMI., AMBGEIIHTE T MBEES0EEIZ S
ROBRTH 2, £ PRMN—SATRBLEES O MA
BREGMORAHB RTF K -MHC 452 Il HFEEHL L
CCDA THRIZRRL., RRESOHEEETo> TS & &
ZAO5NTWWS, —FH. CD11b*/CD8a” HIKMM L IL-12 &= 4
%ﬁﬁ<\4>9—m4#>(MAJL&&JO@E@#%
MIACEEETZ Th2 a5 E8 L. Y0754 3>
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Destroy Destroy
intracellular extracellular
microorganisms microorganisms

Fig. Preface-3. Differentiation of CD4+ T cells.
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Lymphoid dendritic cell Myeloid dendritic cell
CD11b/CD8a* CD11b*/CD8a"

IL-12

Fig. Preface-4. Regulating T cell immunity.
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VEREEBELTWLARWVLG), LML, UKRSHE (LPS) R &Iz &
PMEMBRORBIZ LD CD11b*/CD8a- # 4% #1 B3 1+ 5% +o
MET MBABRIIES L. RESSOFEICEE T 3(7, 8),
27120 in vitro BEIZL D FE X h - BHE MR L89S g
BHREZRWVEHBAIZBEWVWTE., CDBa DEBIZAH ST
Walv@4), . BHRBRMAB THZIS >IN\ M
REERRNIZREINDE T HBEESEABH L. CD8u% &
WIdED0mELH D CD8o%Zx ¥ X ) >Nk % 8 4% ¥ B3
DIEBRETBIEICRMHMARZINT VB ELEETH (9,
10),

UMEDLSIZ. BIRMAD in vitro TOBIER AL H S D 5
BEDHEIIZCELD &HTF L LB L THRMEIEIZO L\ TEEBE
SN, TOEEMDNELhE R E, UWFIZHANSZ &£ 5 /4
BIZBEFTE2RROREIATATHIBEREZRIZE LTS
EEL®REAEBo-TVWBREEZSND,

BERE
BLDEBEEIEROBEMH DI VNIZZDEAEKIZHZ 2
tﬁﬁééo%@%M@@&EE\%@WME@%%&ét
%@mxotébntab MIBOXRBEREEIERBOH 200
fBIZCETB2EEDNA TS, O, B, FIRE. ELES.
EIERIIHBEBLEOS—BONY 77— 2N L THAREELTS
N, ER., BREE. Bt iﬁ@&@é%&i PHEFRFRENIC B
MT\%ﬁTBUttbhﬁ%%%®§E@b¢WhmbL
ATW3,
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MEBRESRT LR, MR, BREDLICHEBOEA TS
EE2RR  XBRRESATLEFRA LG8 - 5|z
MeH>TWBZENBASNIZR>TEE (Fig. Preface-5),
Bl MAEELECBVTELESNZSES/O0T7U > (Ig) @
PAVIATHER>DTHEND, WBEEBER KB TIL, 18
SEINEREE[LT, IgM AL EFFFEBI L. DS T
BmLABY TS558 0 196G MAEEENFTEINS, 2 h
X LT, $BEHE T, IgA EENBMIZEEIN(11, 12),
IgM ® 1gG R &M DV S XA DREDBEEIZIZFEA E R L, E
ETNEDnB IgARGKE. HERAMBEICH L THEN L
BREMBLEETRTHENRO SN T UL 3 (13-15),

COIgA MAFEEPRLE LEKBEL2Z IR DR EHIE L
R IV L REBEREBTHI MDA >T LB  ZhIT.
BIRBEMZE (common mucosal immune system: CMIS) (11,
12, 16)E MEN S HBEEPRLICHBINTEE, 63 (FE
BEXMBECBVTIZ, 23, IgA FEHRB TH 3 /54 TILIRIZ
MEFARODAEN, MEETRINZZLICLD T #HBEA L
U Bl EMLIT A, ZhIZH LT B MO IgA E 4 1
RADBIENFEIND, Zh o5 DHMBZIE CMIS IZ & b 45 E
& & & (lamina propria; LP) N& K — 3 > 4 ( homing; &
%)T%O%ZT\%ﬁ@%%&%HE<MQwEMA&E
EL. ZhZ2BBERICIBTEIEIZELD BEERNOREES
YINVEEPMTBEEZ SN TS (Fig. Preface-6),

(RADGEHBE L TOBEEIE)
MBORTLREHBI2HBEEED 80% U L5 56 .

13



Oral antigen

GALT
Parenteral
immunization
I Blood I I Intestine |
Suppression of Enhancement of

IgG, IgE production IgA production

Fig. Preface-5. Oral administration of antigen
induces two aspects on antibody production on
the periphery.
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Fig. Preface-6. Common mucosal immune system

(the intestine).
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BREVWSTAEBLT. BRYREDERHBIILEAL D
DHEOTEFICESDTTEMAERTEMEN R L IZEBRE L
T2, ZNoZHA L. ERXICEBRATHZEDIZE D AH .
PRIFLERIFBERZEDIIHBRITILENAH D E LS ST
RENEZEMODBAEBCNANUT - LTORIE L TL
PDEFERBRD. BEHBIXEFRIIBITZ2R KD R EHEE &
LTEZRRFEE>TVS, B, XBOXTIZE L Ei%
BETEODLTED ., ZORBUICLVFRMEDLREDEY
DHEERELTWLWS, a5, ZOBBEETHEDIZTLF > &
WOBRZABEEIEELTWEHEY NI ETHD ., 208
BHEFICIEMEMHDME LRI T 2MIIE s
EEEULTVWRZ2EDNBLLHD, BANWIZCHERT 20 HE
TELTHOWTWS, #ABIZIEETSICHEOEE S & iz
TH53VVF L HHIEOES EFHIIVELAMARBEPREET 3
ZI90MT72U 2 HO, RBIZWELRRILAFI S -+ BB
TERBEXORAEMEMRIEDELCOMBIEAAE T 2ERR
HWEMENEIFZCEELTED ., BETOEGIEO KL
N7 - LTOMBERBE#EEREZLTWS,
COLS>BMEFEFEVOLMEY - L2 NY 7 -0
3w IgAFES LU LR MBEICSEETCHELET 2 CDS
FHEMREESE THREACSIILZ2MERENRERE NS
BINZEESHELBEEEDOBARLHBIATVS, £, BBk
EMREISEEL LT, IgA EEREFTEOMIZ. BOaEsS
BRENMAONAT WS, Thbb, ABAUMETHD S >N
VEERONIZERLEBA. ZOREXBEIIBLVTZORE
CH UL TRECENFZEI ARV ENFHSATNS A7),
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COLSIC BEMEBEMEABTIE. £RICE>STRASEL S O
PREBRREDIZF LU TIEEDHICHBR T 24 ELEBE. 58
BEDIEHULTRERERNFTEINZ L VWSEEIZHY A
REEENBLTL S,

INA T LIRDEE

COBREMNBIZEIFZ2EEL Y DNEBEANSA TILIRT
DB WATLIRIZY >NBHEISKES LEBBTHD .
NEHECY O XTIE 6-12 8. £ FTIlE 180-240 BHEE T
5(18)0 KIBLRE(ZITIMIME ) /B AD D, Zh 5L
BEMCNAILIRIZEMLTED . BHEOKEEET 2 &
EAiohTWd,

WA ZTLIREBEHVIZOVLSCDONDEBRIZEVERI AT
LV % (Fig. Preface-7), BERBIIZELET 2 M i3 8 L UH
= LR # A2 (follicle-associated epithelium; FAE) 2 & h B
hh. TOTEIZH B MES (subepithelial dome; SED) &
FIEN2BRMIB. X207 7 - ShAChHEETIEE S
20 TOFHIZWLSDONDEEF L (germinal center; GC) %
3% B MRBICEA ZREYE (follicular area) »% 3,
Tz BigBE BREOMIZIZEMR (interfollicular region;
IFR) "EZEL. THREROBENE L, T ZI2IESM R
# Ak (high endothelial venule; HEV) B9 % LTW3 ., ZO
AR M IZIE MADCAM-1 BRI L. U NEBOXREL ¢ 7
P—THBIDL-ELIF o074 >FTH5YUDYHY K&
LTHBEL .U NHNERD /N, TARADERIZEFZELT LS,
MMIREMEOCRE WKL LEMBETHY . BEERNDOIR

17



Antigen

M cell l

FAE
SED
IFR
@ ollicular area
erminal

Fig. Preface-7. Structure of a Peyer's patch. FAE; follicle-
associated epithelium, SED; subepithelial dome, IFR;
interfollicular region, HEV; high endothelial venule.
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RIELETY —PEREBLEIZL>TZIO M M7
IR AEND , MBIBBE FTIZIZR Y v & E(EFh 3 Z2F
R&HDL. B, THIE. X077 - BRI A AD
RAATWE, g2 M MBRIEBERNIZHT TS Y E 857
DIZMZ . MHC 52 Il ORBRABHSATWHWS, LHL
BAEL MRRTICLBTHDIEEZ LA T B ENIEE
AEFOFEMNAAVES M BREEIBICEAB R TS L
FTT. MERTEEE L TCOMEEETRV IR TWS, M
MRICIMDAEZFNEZRRIEFAEBET®O SED IZ29%H ¢ 2 B4t
MR EOMERTMBIIFFTEIARTINZEEZ SN
TWd,

MERDOBANDRDIAH & Bk 405
MIREENLEIREOERD A H)
BEMEBRIBERORBECFEBREDIZIRI N T LB A
RONLEEDDHADNERNIZBATBZIENTESZ, ZhIL.
ERMENSSA NP aiziniEALTEN . M4
M ZzOREBMHSONY T —-DB/RBEBEREELTVEH ST
H2. BETHH. REMEDIEIEE M MilBEsANLTRAT
20 COULTRALEREHREYIE M ARy v hR P2
DETDSEDIZHEHAT Z2HRMBICEERYAZNS,

(BHIRMIICLZMBEDERDAH)

MENEBEREEICEROVAENBZE S — D0 (L6 R
MR\ HREEEL ERMEE ERMBEAOR S ESHEEIZE
DM EELZTMDALEDTHB(19), FEMBOD N
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U A3 AR RV A G NS A A R R
RRELOHLLWS AN D220 3 BOBES Bl -
DEIZERT 2, CORBIECH L TLIZDNIIBE N7
FET2MEMENBLUSEDEFTEBEYIZIEM LA -
RMBELD SV F LN EEINEBAICEEIATEH D H
ETRBETH %,

NWATZUREZBEITZ2ROGBERSDFE

CONATARIFEERENEBER BBV TEEAD
%%Ei:tﬁﬂantméo%@—oﬁﬁmﬁﬁﬁﬁwﬁ
B ThHd. BORBEREFIFAZIBEDOA N ILLELT
FR=ZDDHBIBIFOAT NS, 40— 23H%E (F1 -2
ay)mm\7D—>$mgmnzm\%%ﬁmwciéﬂ
BB (23-25)TH %, Weiner 51F. YO RIZZEDHEL
BORETDZIEED . "M TARIZBOTHEBEY|Z
VO0-CHEANBEDZILEREL TR (200, £+ . B
%ﬁm&%btv@Z®N4IwWEBMTHE%E%EM
BIEDY A MDA >THZ TGF-pEELET 2 T A EE
SNBZELRESATULBE(26), 512, ULk pE >
(LTB-lg S5 > NI BREIZLIDNA T LRORE NS
BTN EEEIHTEZZEICLD IS4 TILIREBEEK X4
EXDRARY NIV BERORE L THLEARENFZE X A
BODEWSHEQRNBRE ., NAZURDNS >N EIZHT 3
RO R ERDEEB I CThHhE I LA R T REN S K LS
Zo

—F . RERBEENAS TLIRKREBEYYZEBVEFZ(Z
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&D\N%Ihﬁﬁﬁﬂ%ﬁ%@@%%ﬂ%ﬁ?@@mtw
5%%%éntﬁbm&\&Dﬁﬂ@%ﬁﬁ%%énéo

NWATLRIZBITZ2MERELIZHT 3 HE

WNAZLIREZBIZ2BENLRESEELT. 4 > 4 —
O4F2 (IL)-4. IL-5, IL-10 B & D Th2 Y 4 MHAEE
WEZFERE(R9)E Thd 4 FH 4 > Thd TGF-B EER/HZE
HEHEE(26). IL-6 EEFHEEQYNEIFSh BN, Zh 5 (E
RORBREROFTELR BT 3 IGAEXERZICEEAR Y 4
h4>Thd,

Th2 B5LY Th3 Y4 M h A > DFEBEEIZMZI T, /SA T
wﬁmamrw%ﬁwimmxﬁﬁ%ﬁﬁzot%é@\ﬁ
™M Th1ﬁE%fJ“E%%éhéZth‘%ﬂBh'Cb\%ofi'Jil:f\
Salmonella typhimurium(30-33)X> Toxoplasma gondii(34) M
BENDODRBREIZLD . N1 TR THBIZEZA V45—
TO> (IFN)y ZEEDPRBOON B I ENBEI AT W,
IFN-y / w275 N< % XTIl Salmonella typhimurium o
FEO/EIZLD E%iﬂ?@Z’Cliéﬁ&b%h@b\ﬁﬂzﬂﬂﬁb“&“
5o 2 BERICERSO 5h =35, 1= BFERIYIIITIZ
Salmonella typhimurium OO/ 512 L0 CD4* M & &
U CD8" #ifa# . MHC ©# S5 2 1 BLUME M EE
7+ VCAM-1 O RIFHEE AR H S h = hi . IFN-y / w o 7
MY D XTI O 5N T . Salmonella O HEPS A5 5
NTWBIENTEhE, 2O NS, IFN-y EEILIES
IZ&I1F 2% Salmonella BE IR T2 RBEBEICEELT A
RELTWBZENRTRBI AL,
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WA TLIRIZCEIFT S IgAEEREDFE

NATILRORLEERBED—DLEEISATWNS D
MIGAEEREDFETH2,. MENANAIILROEREBIZE
ETSMMRENLT/NA TLRRIZEBYIZROD AT .
MORAENEHREIBRMEEACOREEREBRA EIZ LD
CD4" T #iRICIRTI N2, 2OLS512. METCEERE Y
MIROEMEEFTET 2B 2 FTEHEBLE VSN, XA T L
I IgA 2 E LD ET 2B ERENAERZEDOEB (G T
HBdEEZOLNTE =,

NWATZNLIRATIZREHFELN CD4* THIFZ X IgA BE &£ 3T ER
i (slgA* B #if3) N SRRA wFlzLDiEEah . =
noDOMBIE—E/Nq TILROANIZETHE L > MKBER
ENLTHBUNSOMBEERERBIZBETZINA., 20812 T
ILSPIL-6 D IgAFEEY A PO A > OFRBE ST T IgA
EXFRMRAEEMBLE LT IgGAEELE S W T 2 4L 5 7 &
5uu3&3no%ﬁ@ﬁE&£®%Wtlwmeiﬁté
S EREME PV, FEMEHE 2 EBO —BRH
BRAMEREBENMNERZ O EHIE % gt bf&oh@h%%
ZRH(CMIS)EIEA TS,

WA TURMED IgA EERE~DEEIZDVTZ D
WEDNH B, 1983 £, Kawanishi 5I1E/S4A TR T Wi~
O-2IXIgA"B fifgd % IgA* HIlA~N T T B2 5T L.
INZRAA v FTHIEELEN Ay FTHIEOH Tl IgA
EEEritE ETET HMORFOLEMMNTE X N (38),1981
F. Richman 513 HE#EOBESLAEAYYZID/IN( T
R EARL. Z0MBEMEXRIIBALBRETCEE L
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EHE. BEBMIEFO IgA EEMBEOEENLE T2 & 5
WE LB, /. Kiyono I, iIEEBOBE LA
VALDRABELE/N1 TR CD4 THIl % B L Hixs
LESE. IgA EEMRNABHEICFE I N D L 5@ E
2(40)0 CNODIFRAKFEIXBRERFIZLZ EFHEETA T
ZR. LESKTBTHD. IL5E REDY 4 NBD A2 DIE
EIZEDBEESMNIZH S, WAZIREDBIIIhEESR
WHE THRIO->IZ&DPwaEh3d IL-4, IL-5 & LPS &
MUK B D IgA EE A2 AETEZ EABETHE
(41),

(IgA FFZ 18 )

IgA [FATFICRD LS RMIEBETELSSZE IS, 5% B
#ikald BCR & LT IgM (u')& IgD (8%) # MBS E (2 538 L .
MEFHERFZE IgM OB ERBT B3 L5283, & 5
ICCHOEZRBERITIEEDBREBIZLD IgMEIFTH < .
IgG. IgA. IgE B & E DU S X DG EES T 2 Hh Ak
EINBo CNETAYVIATIAwFERIFA., KT S
MBOBEBEFHINEHZ HEE LZDS% 4 T7DRBENEIRT 3
KO BRZ2EBTHY. Y1 hhA U HABEELARAF S Ao T
Lv % (Fig. Preface-8), TGF-BIX o "D 7 AV % (4 T2
VFIEFBETLEIENMON TS 42, 43), P A Y S 4T
A4y F LRI IgA*B#IBEIL IL-5. IL-6 Z&ETF. ?nleiféiﬁ‘.ﬂi
RARKRAT Z2EEDNI T 3 (41, 42),

LD Lah s, IL-50IL-6 DEAIZDWVWTIZTERZDE L)
CLDZHOBEN DD M— LERBRIZEAT WAL,

23



Class switch

Differentiation IL-5
& maturation IL-6
IgM IgE lgG2a IgA
IgG1

Fig. Preface-8. Antibody isotypes and cytokines.
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Herriman 5 (44). Schoenbeck 5 (£ LPS R L 7= < 7 X IgA*
B Hifd(Z IL-5 ZMMZA 2 & IgA BENAET B L ERE L
(45). Beagley 5 (X IgA* B #ifga "i&IEH TH hIL. LPS #
HNRCTE IL5 12LD IgA EEN R ET B L EHEL
7=(36)e TMNIZX L . Lebman 5% IgA” B il T¢ LPS T
RIAITHEILSFER T2 EEH#HRELTLB(46) —H .
Kunimoto o (X THif@IEEAT. /Y1 T )Ltk B #AE2I(Z IL-5 (2
MZT IL-6 ZKiNT 2& IgA EEHDN T ET I L AE2RE L
(47). Beagley B 1&/V1 T )Ltk B i85 B LW /=R Tlk. IL-6
X IL-5 LDBOVMRNH D EEHREL TULS(37),.

Fh. :aiTIX. B#BIZIX CD5 OHIRIZLH. CD5 B
¥ TéhH 2 B-1filda& CDSBEMD B-2 il — DD MR N
BETDHDIENHONTLS(48), B-2 #ifEX T K ED
LB TMERENARAEELEIZED TEN ., BED B
X B-2#ifazfiE LT L3, —H. B-1 fifEIL THEIEK
FHLEEBT—RNLEABRASICIHTZ2HMNMMEDOEL
IgA Z 3T 5. IL-5 /v I 7 U NI DXTIE B-1 HiIlBD %
ENBEEIh. B9 FIIHITZIgAEENEKETLTWLWEZ &
Mo IL-5 (X B-1 laOREEZEL. ZOD IgA EXDFH
5L TWLWBZENTEINATNDE(49, —H. IL-6 / v
79N ORTIE., $hEEHBIZHITZ IgM WA DL TO
VPSXATHMERENRAELEOTENKRTLTEDD . HIC
IgA TEBEE TH o7 (50)0 TN 5 LD IL-5 (X B-1 fABE . IL-
6 (X B-2#iE~DIEAMMBLWEEZLONRTWLS, LALABED
5. in vitro DR TIE. EWIZ B-2 filE~{EB T 3% 2 & 14
LA THEND. REATRLCEL, ZEEHFZTWBZ ENEZ
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LN do

x5, TGF-p1 / w O 72 MY DRXTIlE. IgA EXEEXEH
WMTETIERESIAZEDORMABRDTIEARD 2= (51).IdA
EEN TGF-B1 UHAD TGF LD FEINZEDHES N
ZBHTETCIE AR <. BIZE IGADT AV ATRAA v FAFE
TER2LEDONEETHAUEMEINSH I ENTRaNE, £ 2.
IL-15 (21, slgM*sigA” B-1 i@ 8912 sIgA* i@~ D ¥
SARAAVvFEREEIHEIMRELGH S 2 &E NI IL-15
X B-1 fif@C L2 IgA EEFEICEHASE LTS Z &N TE
I N 7=(52),

—H. BT BELSC. N T LIREBRMBED IgA E4E
WEFEANOEAENTEINIBEEHN . Tho DHRIE
INAZIIRD IgA EEREFZTENDODBHEZBCXFTHIED

THhbdo

(INA ZTILIRENT ARV IGAELEFE)

B-1 fBAE(X/NA TIURIZIFIFEAEFELBWZ &2 EH
5. B-1#iB8IZ L3 IgAEXE L CMIS LB IgA EECE#
BIZLP2EDTHBEEZOND, £, & Honjo 512
LoT.B2#fE2D IgA EXERIEMBE DI S XX A4 v FIL
WNAIZLIROABRLT . ENHBTHLAHMEBREETLE
STWBZEMNTENEBY), . NA1ITILRREYIX
CHITZEFIGAEERZIIREY VIR EER L TEMAUICK
TE 2P0, R22WHahhnwEEsREINTL 3 (54),
CDLESIZ . IgA AEET A _EHD BMROEAENEALSH
ZHh2EEHIT—FTB2MRRIZDODVTIEERS Z DD IgA
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FEMEBAEETSILEEBHEONIRD . NS4 T IILIRDHEEE
KA+ FRBECEZNEHEOBEBNFET S I ENE LGN
Zho2E, LHALBNL. ZNZNICEE ST iz IgA MR
WIZEDEDITRERRPBEICEHLODTWLIZDHNE WD ZEIZD
WTRFPBRANEC, SEOFMHLEMMNABATINDS,

INA IR0 & RIBE

FTROBREFEVMAGESZICEIERARIEZELREZIZR
EFTEEZIOND, 1996 &£, Kelsall 52L& D . ¥ RADI/N
AILIRIZ2DOEZRZ2EKBIROHMIBEBEEINEET S L&
MrEIhhBEBS, 27008 RKMIEOHRBEERD > b —2IF.
BERERICEET D2FAEQOETIZH S SEDIZFELTEHED .
CD11c*/DEC-205/M342° O KBEEFOMBP TH %, 2 D
KRB AEFODHBIEIESFLERC B MBI TE ER
hTWwd, 85—D00HRMBOMBER T EBER[ IFR &
EiEn2ElEEEBERBOMICELET 2 T MIBICEAFESE
BIZHEET S .o OBIX#AE(& CD11¢c*/DEC-205°/M342*
DRBEAEFD,

1997 £ . Rudle &/ TURBIRMIBIEEAEARATIEE
R THD . AUBRMMREEMNERICERT S I & in vitro
THBIHEBEZL X)L O MHC class Il, CD80, CD86,
DEC-205 9 F &2 RB LEAREMHEZKXS> 2 & 2T L 2 (56),
chos@Z &N S SED OK#Milgs IFR OB KMilRDRE
BIMDEWITBEICHES MENKRDOBRETENEZ S LD
CEZONE, THhbb. KA K SED ORHKHMRA M M
BMANLTHNATILRIZBALTCEEMEZRDAL & IFR
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CHE8T 5, TOBBT2BETCHRARCIDILTZ EEZZ 5
nro

— 75 T 2000 F (2. Iwasaki & Kelsall IZ/54 T )L ¥R D SED
[Z7F# 9 % CD11c*/DEC-205 D&k # A (L CD11b* D & B
FERMAE. IFRIZEAET % CD11¢*/DEC-205* (& CD8a*®M
DNWNIKZRBRKERTHD ., ChoFERZBILEDER
BezRHOERKMlRTHZ L& RLE (57) (Fig. Preface-9)
ZDfiZ. SED & IFR mAIZFHF L LW /NS TALRBIRMIE D
ff@8¥ & LT CD11¢c*/CD8a’/ CD11b” (DN: double negative)
MBRENEETEZIZEERVELAEN, BEIZDWTIZFRBET
Dol IHLIZSFEIZHR>T., TD DN BIRME (X, $5iE
UNHHBREBEOMBEETHN., N4 ZILIRTIE FAE RIZ
LHEETAIENERINE(B8). CNAD/NA ITILIRD3ID
DHA2EEIZ in vitro T CD40 #N L ERIM A5 2 % & DEC-
205, MHC class Il, CD80, CD86 O HIEE (X2 TH B IZ &
LN, CD8a LU CD11b OHFEWBEFZLLEWLWZ EMN
~aih, DN BRX#Mifgizzszcoq FEABREABS L UTYU >N
KRB RBREOERRALGRRRZTHEARLLS, BILESEER
EROMBEEOD—DOTHIIENTEBEI L,

INA TIILRBHIRMIED IgA EE~DOBEH

WA TIIRBIKBIED IgA EE~NDOBEEIZDOVWTEHEMN
BREINhhT&ERL, 1984 F£ . Spalding 5k, BHIRMIE T ##
fRENAZILIRIMNSARLESES. BHilEE NI TILIRD S
WIEERBOEEONSHARLTE., IgA DEEAFET 2 2
EHEHRE L (59). 1986 &£ . Spalding & Griffin £ Pre-B #1548

28

o



Follicule

>
% B
ermina
U

S'¢ Myeloid DCs (CD11 b+/CD80r?)
>k Lymphoid DCs (CD11b-/CD8a)
> o Doublenegative DCs (CD11b~/CD8«")

Fig. Preface-9. Structure of a Peyer's patch and dendritic
cell subsets. FAE:; follicle-associated epithelium, SED:;
subepithelial dome, IFR; interfollicular region, HEV; high

endothelial venule.
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BMERBOW. "M IALRBEROBKRMEILEEHEED T Mg
BABELTCE . IAEE 2 FE TS & 58BE L 2 (60),
F7=. George & Cebra (/54 T IRDFED LD B FHEIE T
Mg BEAEBLTE. IgA EEXXZFEahAh0DZx L.
NA TILIREBEXRDO T Mg BHKMREOmAEEAEET S
EVIGAEENZFEIh. BN IgA EXIZHCBE ST
52 EEBALMNIZLEB) TDOLSIT. IgA EEDFE(Z
FNNA TIILIRBIRARABEE L TLWR ZEDNTREBEIATWLDS
M, EDLSLHEBTEELTVLWRIONTIEREN R KRBT
Holto TDHE. NATNLIRIZHITZ IgAEEREFEKIE
ZDOWTIX THEIZEIBELTHE ED SN, BRKRHABD
BEIZDWTOHEITEATHEDLDENN, BTED L S (2
1999 & | Iwasaki o (. AREZ O /N4 T )L k&K I &
ZOEBEIAME LD RT-PCR 2L > T TGF-pORB IS
W2 &E&aTRLE(62), TGF-BIL IgA ~DT A )54 TR 4 vy
FEFETH2HDFELTHOLOATED., BHIRMEEICE D 2w
Ihifi= TGF-BHBETOD IgA EXICEAE5E L TWLWSHEEMNES
b5, LHrLahs, TGFBIELELRFZDMREAIEILCSH . T M
fEh ke ifilRRLDAwaInsd =0 BHIRMRRIZK D 3w
ShETGFBRENEIFHHEBLTLWBNEIFRBETH %,

BlEsgiREzLS12. N1 TILIRBIRMAD IgA EENE %
FLHETIBERFRENRRELZELHHLTLWSZ LIRS
MhTW3EDD., ZOHBIZDODWLWTIXEFEEAEBRELMNIZR D
TWhR W, Z2 T, AARTITZ. BEREWRELEZDEE
RBESUTHD/INATIILIROBEEERRITT 2= 02K H
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T M IEIE S K FEEE. T WY A F 5o CEXEFEE, B
1 MDA CEE-EIZDL T, BENAZILIRIZHZ2BEOME
NREFELEHEA SCEENROLNB YA A1 TH 3
WNthEbr%ﬁbf0*7?uﬁéu\mAF$m
fa o 21t - RACBEVWTEELRY A N AL >TH3 IL-6 D
EERIIDVWTHET L. /N1 TLIRBIE B O IgA EX &
ﬁ«@%%mamrm%%ﬁot(%zih
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