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REGULATION OF ANTIBODY PRODUCTION BY
-T CELLS AND THEIR PRODUCTS

Somei KOJIMA

Department of Parasitology, Faculty of Medicine,
Shinshu University

Key words : Jifkpgs: (antibody production)

Falirask (T) Hifg (thymus derived (T) lymphocytes)

EEMEMIE (helper cells)
HAiE (suppressor cells)
TWENERT (soluble factor(s))
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JAEND X 51, 19604ERDANETIT dsiT 5 S 0 &\
BB R o—oik, Pk, Malihsky vk
(Tmm)&HM$tm777)#vzﬂmru/»
B (BANE Lofic, fenhOMELEHI R iuE
EBRGEVSHEDRETHA D, [filbnn] &

3 HkL, FOBOPIZE 5T FLTEIILS
H b ikt ch 2 orn, ZOBEHEREV5 1

O, BTFLLBMA Lo, fodkiil 5
BT T AIRE B 1 07 L CHiiEEA s 1R
L, & BB F a4 5 5 e /e 5
WA DTl d, FREROT A 8 412 & hetero-
geneity 2550, FRbOMICHECIER LAY, —
o0 THISZIER 2 ML TN /E B L CroiE
PeAbZ B B THEM F TRENCE TV 305 TH
BHo Filo, BRIRMNED X 5 el TR SO
WA &Y, PURBEARIIE~ L 5L LT <AveD
T LSRR G DI T in b Th b ol
Bilk@EE L W hon, v zr7 -2 (M) (Fi
¥ antigen presenting cells) Bif% ik X L
TRIHTBREWZLTY, (2EA EORBRFITE

No. 1, 1979

T, PR EE O AN OTE LBV E-Tw5 L0
RTHIlRCH Y, Fi, roBmEE, THIREL?-BLW
IhB. FhOpBEINCHE TR, TSIEREC &
S THASIRT B D B, % DPFRESED T

" BEIHTHDH, LichoT, THIRDOKEED, T

fifahledy B o, BIEOR S TR R L T
BRI kU, PR BEESSCBEL R OBA, DT
FHETHHH,

ZZC, AT, THIKE-BMRHEFHORR
bbb Lo { oinoRBTRE, BIfE Hitkzed
HET s CHRIE & U % 138 T il sk Fie o
VTR LT Ao

M TR

In vivo 1ZisT B FfkEEdT, el L TRUB
fifae 2 fIROMEA LI TH D L\ 5 FE O
7RAldE, Claman B (1966)V 2 % Bk D X 5 7ok
W SRS, Thbh, 6l Ml
i (thymocyte) WCHIABEAREL S D D TR
DT AL E, HEBIOALTF TR Ty 5 ATk D
3 “blood-thymus barrier” ¥[x< fo®, EH—~
v A O NaliE e U TR G2 < b, chi%k
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TEOXRBHE LIAR~Y 2 ARBALT, ¥y
ARIMER (SRBC) THEEL, FHEHSFR~ v ARMES
DOFEEEFRY A~ UL, —FE SRBC TH#
8L O, SUREERRZ biaho oD T 4]
Bl 3 BH#ICd 5 —~ERE#E L, IHicd
AR L L L Lick o b, XBRFOE
BT TOEENEELTLE oD TH B, 42
T, THEHIT S0, EREHRED HeT
BALLE A, SEL~ 7 AR o laDahls
B, EHAREENLA DRI F2 T S OFR
bhEiL, b5—FEERREMAELT, BEiHREL
~ v ADRMEH L CRBROERERERAC LS,
R D Z A B A LB Clia R EE D bh
T, ¥l BHHREOLEBALLHTLIZEALR
BdhRhotDIH L, TSP ES LTBA LR
T, PRI LE - - BOF S EENRE bR
TeDTHb, TOZ &b, L, MHOMED
B &b A HE R, B i o< s

=

W5 MER] Milaoia L, Blgiifaamono .

Jiikc THiEh) fifaE LCEEL T30 ThHs &
HEE LI, 2O &1X&BIC, Miller & Mitchell (
19672 X b, KD X3 7ERIC Lo T, Hricil
rdbiic, Ticlhb, BIEROXERHY Lic~y
ARET, B Ho CHBTERRC IRE 2 20T
forriud, EEEHMREEBAT S 2Kk T X
RIRETE 2 ~ 4 8 T SRBC 135 RS Sred
B+ 2 LR CEBHD, BN AE T b 0T
BEMRBAL X - Th HiX-HEEEI D BRI
Mol Thb,

S

m

—73, in vitro T, WEOZI S A v PEEG
BRASRET, BERPIC T AT L iElies
FWCHBEEY R B 5 2 &AL Tk
By 4, ¥, SRBC ki oififkEsciy, <v A
R G E T WB T T AT 4 9 7 ¥4 — VT
o Mg &, EAEROY v AR EOFTENDIETH
5D, EbiS, JEMFHMoMins FiELH -~ v A
DIEED GBS, EEMO M RELELT
3 IS Bk, BT HI§ B A
EFEET B2 L b, el &b 3TAOMIAR 2 H
BREECHETH LI LWL Lo 10,

20X 5 EERE A T L AT B L
L5 LT REAL, RO LR T—EF
Bl &\ 50k {LEBEOH L7 7 vE
TR A RN RIS AR T A 2 LN e
D, Liztio T, £ OPf e L TRRme
FEinT s MEaomEng Bt enbTH b T L
T, iRV SALTOMFOE - & i oDl
Ovary * Benacerraf (1963)7 = X % “HEf4%E”
(carrier effect) DIETH b, Tithd, ~7F v
HAERNELRAWTih tEd28e, ~7 7V
T B 2 REIELEE, IRV ER L
TV -TBEEADEERA LS OoARE LIS
LWBEEThH B, =5 LT, HfEEAKE, 7
F v Ik L BEERS & O A ST X - TR
BRI S EABEBh Lol DT &
L BEMCR LI, Mitchison (1969)8 @ 3~
mouse experiment” CIFTH 2EH = F A THD
("1)o BieFT X dicdhbh U757 ik NIP

Mouse
No.1 NIP-Ov .
' —>| Cells transferred| Challenge with | Anti-NIP Ab
spcleen NIP-0v alone N1P-0v YES
No.2 , BSA NiP-0v alone N1P-BSA NO
Q—'—f NIP=0v + BSA NIP-BSA YES
spleen NIP-Ov + BSA N1P~BGG NO
No.3 NIP-BSA
v
X-irradiation
1 MlaBAERD = 7L

[(Mitchison (1969)® % 4E)
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TR s OV MR ATk PR T4 2 % U (R A D S

(4-hydroxy-3-iodo-5-nitrophenylacetic acid) %
WEIERIIBR 7L 7 v (Oy) TRELI~ Y A
(M1) DDA E, XEEH LY 2 (N3) i
BAL, NIP-Ov T2 kEEafrsd &, §i NIP Hifk
DEENZ LR DM GRAGIR), Nl O~ v A% fiy
TBDIEHNED LT8R B~ 75 VS EHIE (NIP-
bovine serum albumin, BSA) T2k LIcHE
26, 2RI A BRIV, LsL, FORE, BSA
TRIF LI~ v A (Na2) ORHIIEE Nl DI & Fic
BAL, NIP-BSA THIFT D &, 5847 2 ROIER
BHREBRD, ORI, WL s BEIFILE
DHTHRINTH - T, BERHV 72 b O SRR
~TFVEREREAY ok 2i¥ NIP-BGG) T2)ki
Weh LTh, LA LHARERIIE I bltl,, Z D%
BRas B, B~ 7T VAR BRI A 85 i
th, 7T S EIRT A, BRI E
TAHMBROB I EREEST B LRGN E s,
S I, BRI AIIE A O ILHE & Rtk T B2 L
ML U B IR AR 2 1T 5 &, MifhREd s
Zhitn I Eih, I OEAGEETIHIL Chelper”
i, MRSz 387 Bisu & LRI &k
e ZDW, 7T VEERER IR VT Vi
SRBC #fuC, In vilro TH~ 7T vHihE B4
BEDIENRTREL LY, B0 k51, ZoFREH
W, KHOMME 3 v R 7ERTRECCHHEL A RE
W E, TR IS T B T B D LS
MAHRST B 2 & LiThILe L 3 1ok 10,

HME TR

Yk pEL O PENCIL, B ST B0 (il 7
B 7Y vy T AORE, OB L ki £ ol
BLEERTORETHS, o 2 TR THIKRO B
BB G TR LB LR OGS B I A Pk A A 1)
4 B M R DU TR Ty

PUSBER S T A 25 B B 7o B, 4fiAd ho-
meostasis %o TWvB 2 £ bAT, Froa Py
VT A B L AT B L EDVTFE RS, WY,
LA B INRTIPE R e LT 2 TR, ik
BUERT 2 B ST X4 2 fithpgdenm, ~ v Aic
FT Y R BB RS h D 2 &
1D, SRBC w245 MUERAROHID, 12 TR
I

&0 USRI L, Tada BIZL BT » b O IgEHilk
BEARVT BT % — i PFIRIC & » TH B AN S fatd,
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-fekrt, DNP (2, 4-dinitrophenyl) #5805
(DNP-Asc) FEHREY 25 ¥ T7y bEGETD
B, M e BRI X AR IS (400 R, Jafids B Uik
PUBORIH®, Fi23ty vosRmE R0 &%
Faodickh, chbDNBES Lith ol iBiEL
Hl8LC, #i DNP IgE $ifkEedic B s b, A
D, FIUTE GV TIER L, 3hi, Z20X53
/25 » MZ, DNP-Asc, Asc, dH5HWiE, DNP-BSA
DOFRHT hyperimmune {ZL70F » b, FiL
ERTH o g L2 B AT 5 &,
DNP-Asc #7-iL Asc i oo & h gl
RhaR L, IgE BBy L, 2DX 5
PR (AREAD T MK X B IR, ThEBAT
BHC X 5T, 1gG H BV IgM HiikERICTh
EhRir-cBhbh T2 2 L L RHEh9,
AT, BINT7T 3 /fE terpolymer, L-glutamic

Bk, MU AP e HE T B RIETFE OB Ak
(major histocompatibility complex, MHC) = i
B L Ao SIS R & o TR S Ty 5049,
AT, Kapp & (1974) %, GAT %HiEE LUTH,
responder ~ 7 A TL in vivo T, in vitro TLHL
GAT IgG Hifkn\PEt: X L5755, nonresponder Tk,
AF Ak L {: BSA 1o GAT * & & ¥ /- GAT-
MBSA CHRELVERYD, i GAT hifka gk Ui
W ERRH LR, FIEN D h, B ThED
GAT THBEMUBHRELTHL = LK & b, non-
responder TiL GAT-MBSA X% GAT 4B
P PEAER IR X B o 220, X BT GAT THRIEL
T O BAT A LiC L o0 IEF e A
AED GAT-MBSA 235 G4 Ikl c& 5 2%
Z oPhaNY, GAT filiad ol ¢ i & C TR
M4 52 ik bdedid 2 %77 L, nonrespond-
or ¥ AR HIEEESMNEE TR X % §
OTHL T EHMSEMT LD, EHI, GAT %o
b IMEE (PRBC) 12444 &4 T nonresponder
9B &, i GAT VifkopEdRa T 2 bnTE
Hhn GAT PREAINHMET Ml vk = dui s L
PRBC 2%+ % plague forming cell (PFC) IS
I LIV e D2 &ik, GATT HEsRIGII T Al
DG, PRBC 4REAHIB) T Az Cikie {, GAT
e BRI B h T s 2 & RmETH L0
TdhhHo LinL, GAT-MBSA THIEET %0, iz
13, Mé il &89 GAT 2 #5T+52 Lick b,
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GAT HENTEAIIa% nonresponder 35\ C L5
HADZENTEETH 5 O T, = o 4T
OERMI I B T CH A7 L IS h T
2_:)24)c

PR X 5, ffkpEd% positive 12 % nega-
tive 12 % FHEI 2 THMREPHOFET 5 & & 3Wb
METgoieds, ZhboMian b ofkess, MR
D5y 7AD T-B filAOM T, FDks
AR END O, RPOEND I fovs, LL
BifE, &< oWgeEE, THMIOBEY, THME»S
DHERTBE I AT & o CIERE N D L 2 T
5X5THBH. Linl, THEHEmEC V- THRSI
W, EOEARCLERGBEIGRO B B YiEESLOBEHH
wouC, BITFRBC A Tahde

MHC (C5#R8 L e EE 0B EHM

BREEH RS BB T, I A
R Atk Ed 5 RETFEAE MAC I & » THEIRT
VAR, G, 20 MHC BRI T, SAEY <7
F A4 FHFES % IMERECEA GRS+ 5 it
BRI BB TFHAEAET D Z AP LM X
N, RERLE#RET immune response (Ir) gene &
BRI TWBD), = v ADEE, ZhbOMETFE,
BITHH RO L H» TLEEHAMESHE H-2
OIFERM A PR E B MET B (locus) H-2K k. H-
2D (X bIEfciy H-2K L Ss-Slp) - ORIl
RERTE D, Ir-1 HETFE L Th A FEE
LT 38, JFE, RIFLVLEFELDRE (Kv)

DiE, ZOFROWIRILE S AEALTHED T
H-2-Tia BEFHEEEOROEBR LR K2
DML H?, Fickht, H-2 AL K, T,
S, G, DO 5SHIK (region) by, I{HELE
BV DO EFHC T b T B 1B
mixed lymphocyte reaction (MLR) D & [nfk# 3
fld BEETF LRSS, LiaisT, CofikoRET
ZE»T ¥ vABRofaEO R RES
T3 & & p, KERODEEOR—7 recombinant
=YARAVWD I L X s THALMCE iz, ZDFH
flibrJE alloantigen (¥, immune associated antigen
(Ta #IF) LM, R BHT LM OFFRN:
TR LAk, el &4 2 00METIE lo-1 R
O Ia-3 piiEs . EhEh I-A s X I-C (B,
C, F) Mo ~—»— &R Twd, Fi, #HC
MRNB &5 IHIE T MRS X O o sk oo B
e, I-J EENA KT 4 lo-4 BHETFROFE
B BN S i,

CHETTHEINTV2 L AT, a0
T XA VS B CEERSRC T 5 RS
P B Ir-1 WET DR LA S, T-A TEIRCE
ELTWw 5, £ LT MEIEA, XRBHLE
nonresponder (=, Ir gene % %Dl o GSeiE 24 4N
Jat b o TH LMD LNTELZ D, Ol
BT, SRR ECBS B Al v A TEOTE
FHEHLTHWBLDEELZ B0,

&z, GAT #EE LTAGREE, PEOHIK
THTLE-+ % & &2 & b, nonresponder IZ3\T

Region K | S G D T
F —1

Subreglon A B J (ECF)

Marker

Locus H-2X Ia-1 Ia-4 Ia-3 S8 H-8¢  [H-2D H-2D'] Tla

e
£\ hen I b.13cM I 0.20eM4 b 1 5}
Centromere

Products Cell Cell Serum Cell Cell
membrane membrane proteins membrane membrane
molecules molecules; molecules molecules

Mediators
Histocompati- Cytotoxic MLR~GVHR None Cytotoxic Trans-
hility role targets stimulation defined targets plantatior
antigens

Function Marker for Cell-cell Complement Marker for Unknown

cytotoxicity Interactions components cytotoxicity
X 2 H-2-Tla BT 8 & O EH & B
[Shreffler (1977)20% 3%F)
18 fEMEERk vol. 27



TR X O T HNBEh AT M T X 5 b o Jai

GAT Rl TAR FE IR 5 o & 2
A, [FEEO MHC #iBEREFSEL, L-glutamic
acid & L-tyrosine @ = #Y < — (GT) KX LT
LAabi, GT-MBSA THREFETANNS, H Bl
GT % &4 5o ik b, GT K7l T M
FSFE ST, 1gG HfkEEIIH S LB, L
L, o, +XToORKO~Y ACZLRED
TR, H-24 0ks R Eh%), H-2aba
~TrE A TOw g ALTABRV. £ZTC, W
¥, Bi#F% suppressor WHEL H T % & ©, #HE%
norsuppressor - LT, WHEOMTF; w7 A%{}5
&, suppressor WEHITEHGRET B L2 B D, =
OE % 003 5 EE T RS MELYET (s gene)
EFER T B,

PothpEds, Mé, THRD %\ x BATaRo ML
ERTH B bIE, TR Tik—R Lo “hb
DRFIEHIRETNRBENTOBORL 5 2O
BB LT, TR BB C 8 % Mg GEis
it Ir gene OTEA LICILE 2 Dy 2 &2,
Ff, Ir gene I3, -~ 7T vIEERHAY A8
& BEESCHT AT LTh L &8, £
LT nonresponder {2 U THIAEAN B b o
BT THIFICRTELTLAZ £, ¢
Ehl, MHC #ip§ Ir gene 13, 3= & LTTHiMD
o RBc ML LT B L0 LF L bR, BEBL
T HED FURERB S B LT B L D & Eh Ty
BB, UL, UEEENETOH S & 0 (H-2 12
HELTWARVWEBAELSHL) By < THBLX
NTUAFILIMEIITE O, & pi, Ta HHO
BB LOREMNC TR L~~~ ThH B0, %
ORFENO % IEBMlgc K ShTwAaz L0, %
LG, Ia P LSS A3l % Ir genes & D
RV LRI o T, B Ta Y in vitro C
Ir gene DOFE T HHIHEICHE 5 FIEA %
ZELHMBRATNS Z W, i EhEL EED L,
RS BT O 5% T M o 2O R IE -4 5 23R
e THA 5. W, EETANNEL Mo R5aH05
12X o C in vitro TR ZT TS 520, @
& EHEA Spresent” 5 Mg ik, THlE I-A D
fEkc 25U ~C compatible TH5 & &, BLEVEIG
MEBIE 2 &b, Mg & THIRONAERC Ir
gene OPEEWNEEBEARELTV-BLDEELD
HTWB, WFRIC LT, 22T, 1278 THl
JAORED 2 ik T sk oiE Mk fiEhT LTy
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< 1T, Ir genes & SO EBEELBYIE-TW5
ZEREBHLTEE W,

TR BEEEF

Lioiieito ko s, SEHTSCH PRS- A HE
R, THlE—BHNGHEIEROMRLELTHRLDL
haLDTHD, Fi HLOHE RENEEET
V= X B AR 2 ORI Y ST Bl TH
50% Mg &0 T, ZhbOMERMoEEFHOB
=Rt I A S - N e N 1 RPN oY o1 1F/ AR =X 1% i A
o KA EHLOEHENH BN I2o0H b,

Dutton & (197100, T-B HIRRI4E I 1F OB
FELT, ko4 >0EHLRE L. Tibb

(1) HiEEis Gantigen concentration) : THl
Mk r kMo L LT SROMES TR
fiL, BMEEHO—TD V7 2 — @ 5 2
540G, BMIEHOMES » 7Y VT 2 -1
i Loodbmds o b, Z0 v A0 B iR G
btaEEz b,

(2) BilE—THlaOEmHEE FHH (surface
interaction) : M€ F A T, HEEHIZ T-B W
flao i, Hilaimo o5 i O Bkl s
BLERHDILRIIOETHLDOTH B,

(3) #+ U 7 —$ifk#i (carrier antibody) : B
T, FhEHOVETE b0y SNk,
THE L E ok THE kD v 72—~ bD ¥ 7
ADWEL BT o B A ORIEEL I R B &
%o

C4) T Ha sk (6 apEd (thymus-derived
mediator) : ZOHEE L, BHOEHRC 2
DY IFARGETHY, F1ovrrrld, PiEE
B EOREF 2T ) v L 7 4 — DR LB
LT, 26k, THEY BSOS B Ry R
Thh, LichoT, Z OB Tk, T-B #irEe
T LT B ML, (EEWES R Kb
H#C & A Bl e iul L v o i
B

chbo dESL, BECLHEYTH 505, (1)
M (3) ¥, CHCHTULE BTV EELRDH S
2 (4) CHUMTEARHAELD D, B ORBPEHK
W A DRE X DR LTL A X3 Bbhs, £
LT, Dutton BIOOIERWENL, in vitro DITARE
A2 LRI & 2 B H R S T MUk phoke
WEOEERTT DO TH oToe LOH, Hix OFER
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FRIZHR\TC, BEERER OGN T AR T2 L S
7o Shibid, fFREFORS S 2 kbl
Bo B, HEHRNETFcHY, RFOFEH
WcD LR UHRIC RN e s OB CIERT 5
LOTHY, #2k, HIEERBROCIERT 2HET
‘T, Dutton BLOKERD LI, RFLELEIEL
JE 2 LTk, alloantigen TH-Th L, $H3
WIRBRIC O R TH - T 4, & 721L mitogen
CLBLDTH-TH I BT, FhboXind
DIV TEL L Thizl oy,

A. B THBEET

1. IgT
Feldman 58983, $iE (keyhole limpet hemo-
cyanin, KLH) 4GRM7ATHY 3 v £ 7 —[E-CH
)5 7= Marbrook ¥3885 0~z A, {1751 DNP-
flagellin TIRELBHIE 2 AT, WE %2 HE
DNP-KLH Tl Lic & = 5, WELF UhENT
BARKELI L& EABOMRMGEENELRE Z &%
RW Lz, —7, KLH BfET MO iz, faul
G (FrG) TREL-THlEXY AR TL, B,
B HRRAD NS ABLD T RAEMELIR T 5 = ~SiRifERE
ANTBHRZHELTL, C0X5RRGTELZL
7 &b B, KLH EET HIlEL BEFU RS
YA ER W E R, BEAE L TBHMEET 5 L0
LEZ bR, XBKI, BHBOMN S Mg 2T b ik
{ & DNP HifkpEEr o by 2 &, KLH k&
THlbEw R, filg 75 4 TR Z 2o )
DIGRMERRD Z 20 b, C ORI T M frk
T5 7s IgM Tighh IgT 23 R_ELOTHD,
HF LA LT MBICREI N, F0~7F vINB
Mlao s biRiET 5 X 5 SRR it X hs 40
& HER Lo

2. Taussig HOHEF
BEAYVRFEA4 F (Tyr. Glu)-poly-D, L-Ala--
poly-L-Lys ((T, G)-A--L) Iz % Btk ',
Ir-1I gene IZX » THEIERT 5 2 LixHIBRT
Wic s, Taussig BiX, responder = A d (T,
G)-A--L BE IR L X HFS L 2oRR~ o A
BAL, SOIMEREY 5 2 8% ouas I
HiLC, in vitro “CHR &z 6~8 BENHAEET 2 =
LW XD, LRI THIRC S & 2 2 15 5 BiRik N T
BELRDZ ER R UL, 2 OFETFEL in vive T
L EOERAFEML, BillaxAR~v ACBAL

20
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B

(T: G)-A--L CHETHEE BAELHZRBALT
BETro Ly, MRDEYEL 5, ZOETIZ
DOWTEBRR W S, (T, O-A—-L LT re-
sponder T % C3H.Sw (H-2b) b1, nonre-
sponder THh% C3H/He] (H-25) Hb b, i
WF2Es 2 EXTEDLH, FOFEHIL, responder
D BHIIGIZ DAFIEE T, nonresponder B Hllffgiz
L AT FEATHRE NI L5 8 CHB®, D
Z kirdeic MHC @iB8 Ir gene DISHN FodligL
NATHEHLA T AP L TE X 5, 20%k
HaTHiaoAclEThs Lotk L, (T, &)-
A--L @t o hifhEEL OB, BV LT
Ir gene OB KIFEOBH B LEFRTLOTH B,
oI, H-2 HERNTRETIARL Y B - &8
fo recombinant ~ 7 RE& T, H-2 O—5E0 MK
FIRHEBRC T B IINE L 55 2 ESTE LD,
COXARMOE T oRETFOBEMIRIRERD
PEMRE LIk 2 A, CoETIE -4 RO R
W ChBH o LI L1, Fof%, low responder
=, THRRETFEEECEL o, T, Bl
DU SXATRIGETER LD Y, LWAWDicHlAE
BRFELBLZ MNP bk Tro ke (FE1)0,
DZEE, (T, O-A--L W aFEIE%d 3 Ir
gene (1292055 T, — X THIAET G
BLersx—) KBEHRL, lo—2i Bl EDT7 2
A~ BRI TV B D L RRETR, ¥ T, 2
T low responder = A, Piei>b, C3H/He)
BoRIEERRT <o Ifst, H-21) L, BIO.M &
OHITEHL F1 = v AR B L 2 A, ZDF1 ik
high responder &7 0, ZOEFAFIDH BRI L
LT 240,

-
—

# 1 Cellular defects in the antibody
response to (T, G)-A--L
Strain H-2 Response T cell B cell
factor response

C3H.Sw . b High Yes Yes
C3H/He] k Low Yes No
Bi0. M f Low No Yes
SJL s Low No No

(Taussig and Munro (1976)40% %5
3. B R R T
THifI% alloantigen THM4+5Z & L b, HE
Uﬁiﬁtfﬁ%i}‘;ﬁ[bhé Z &1k, Dutton B (197D

RIERRE Vol 27



T Hilds & O°T #ifiah HERTIC & 2 ipkrE s o JA

LoTI LTI X ke 2y, Lo, Schimpl b
Wecker (1975) (&2 40220 T X b B/ BFes
fT - T, T cell-replacing factor (TRF) & LT&
WL THDOW, Fi, Katz & LREHIE CRES
7o T Hla% M & 3L in vitro CTHESRLTES
D EEHMC AT BH U, allogeneic effect
factor (AEF) &IFA TV 54248, TRF {1, unprim-
ed OffifazAvTk », %72, ConA THHS 2
AR XS TLEBALDICH L, AEF ik, fki
VEARD BRI A XIS L B % ~ v A CBA
L, Z % 2500R T in vitro W4t L (A xB)
F F1= v ABAKECHRE LT, “alloantigen-activ-
ated” T#lllu%>2< D, ¥BIZZDT MMEA in vi-
tro CF1 filfgd o BAKRLTEOR2L0TH
Do Ffo TRF UL, H-2 Hil % » T Dk
L. AEF OB la i CRILT 5 2 £20CE 2
e & 4 O ARD BB,

FDFDn Bk X 512, HBPCHEER
THINE, F OLE-C in vitro CEk+2 - Lok
D, PIOFECH 45 HithpE 2 3 5 NTF L85

NTBb,

B. MH#THERF
1. Tada @ TsF

Tada LY, TO—HOPIRIZI T, BET M
RO eoihitif 2y, PURHREC 1gG Ytk i m
i35 o &2yl Lo, S, MRk RO
YOS KLH THE Lo~ v AnBIIRE fuiidlias
ﬁ.:h#DNPKU{Tﬁ&Ltﬂ¥707V [d

EEWACAOREINCBA LI E 25, il kA E
tmza&L&lLtﬂf,me%%iﬁ%WL
Il duice Fie WERC 2 OHIEIMET A 5, 8
TP X CH B TTEENTL, in vivo K
O in vitro O IgG HfEEEZIHL, Zoihils
THIBIDBEIEC R o & 8 U 34 & Lz DNP™
GBI TH o foo £ DRT DI FHE
35, 000~60, 000 & b v OFEIRICH H, FORGH LI
H-2 fiff (XD IERSEI T k) TR S Sz,
FOH, XHI, IHFEENOTEFHEO Bics ~ v A
A RO U, TSF i LV angis (-
VAT BEETOEY TH % 2 L AW L s

7228, I-J BRHUEOFAEL, 7 = 24 FHIIN T Mk
DFRMHLF A HN T L BETH (a-4) 25, Z Ofj
CHEETHZ LB LTEPD BT 529,
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FHTH, Tada B> TsF QY & s 5 KM
THH5 M WHOLOEOWIZI B L, ZOME
VT D BRI A B LTV B, ¥ 9, TsF L,
in vivo TH49), in vitro T$4®, histoincompatible
7RI R T, B L H-2 s -4
BLU B (-E &) MR HFET 28ET
W2 & o CTHRELE M B HiFED TsF & LTl
A bicvz EAMI L, ZoZ kit EROHR
DL, ZOFMOBETICL - THEEhE7 7 &

—HEETB LI X DEMA 0 EELBR
Too HHE, AJ] <~ Ak, TSF wEEETEXLLDS
Al] = v 2ROl H-2 g~ AD TsF %
WL, Lo, ZoBIENL, Ml 0 M &

CTMHTAHZ Lk o ThbhaIEhb, TH
(BAlaTd Mg TL7c<) Dz, k3 ol
BFONE L BT 2 & 7 2 — BT B 2 LR
Y R ALON

ECAT, THEL FOMREDM A BiEhh Tl
<o THIMEERmOR ML Lyt wBL T4 hetero-
geneity 73575 2 LAMIBRTE D, it <—H—
LLTC, THE%, Lyt-1*, Lyt-23+, Lyt-123+ &
BRIDY 7y MCAMT D C LASTE B0 IRV
v AMHIBRORA LICRET, K Tk %
ShbokE®iL, FhER, 30%, 7% 50% THED
I, X, ZoHEG, THEoS LB
BHBEERTED, ¥, THllaoMtEcELT
L, COYEA=~h— T B ENTERE,

Fio, THINEGY, 18 vy—A~OfFHRT L -
ARG & SRR 2 BB o £
T¥, COEC AU EFEFEMICB MO
WA, LEHMEDE - THlERLE % &
LEHTE B,

F o, Tada Bk, b FOTHNAY 7 2y
Mok T TsF ApEsh, F1, FEIh30O0
o CHER L A0, - offSE, TsF bk, Lyt-23%
ORI L > CEt ¥ A b, &l FAr Yy~
AP RLHE @ THME (Thi, Ta=) (XU
DNP-KLH il X 9 DNP-KLH &{E B fiila - 17
[ LT Pt DNP IgG #iffhe s 3 % 2 Z DR
TsF O&RAER X4 CL ISR bhd, o8&
O KLH e AE0MRA A UTER B aic
LD THERA BT 2 2 S 2 Rl L, %7
2SN, THIECH D, TsF @ donor &
D, JFl—o -] TR T2 - FXhiclnzTe
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FLTG-A8E, MHESED BRI, B,
FrEMaY, $UE KLH oFfET T KLH R
TsF %A T in vitro TI8HMERT A Z L2k D,
f BRI T il L i s - LTk B
(Minduced T”) A%, cOr¥, BREIC, L LAH
Ml T Lyt-23+ mig & C TalM+5 &, Mk
MBI &b s DI L, HI Lyt-1+ i T
BLTL, rhidEbhlbz Enb, TsF A Lyt-
123+ MR ifhx Lyt-23* 1wz 55, B HikE
72, Lyt-123+ MO T © Lyt-23+ Frétiiligc
YRR L CTIMEMIa 2 353+ %0y, 2 oOW]EMEN D
BERHL T B,

—J5, TsF OFHFELEBOFETHE Lo v
AO KLH BEEAMEE Lyt-1) 206, HmikE-F
(TaF) 23B#D 2 & B HANC SR TL BISY,
TaF (%, TsF LRI b, -AIEHMC =~ F3h3
BETFOERTH v, DNP-KLH EIFHINE0 in vitro
TUIRE ST 2 ~ 3 AR o & &, &
ROWRE LT 5, A T, el
TBHfE LD Ta A 228 4 % Ta-1 BB TR
LT 325 TaF 3 THIREmOACEERIRS
BEHTHH Lhb, lo-1 LikRics I-A NOFL
WBETE (a-6) i 5B ET O 2 Fi T
WAL EHEL BRD, Tal OFEHITA, TsF ©
R EFR R EIhicr 4 v vy — A
EWOUTHD, FOT T H ~ 1k, TaF gt
HRER U -A WEEA ORET O AT u

BUHERDH LD,

Lal, S0 TsF HaHuik TaF B350
RO T, HERRARETNAS 4w vy — A8
THIM e Lok B Minduce” St THIM:
HREAHIE (KLHD OfFET T HEHERINC L F
H L, DNP-Ov 535 BUSZ NN & 1o vkigii+ %
CEMRRINTHBHD, F i, D TREOUET
b, RHEMEEAME T HIE (The) (Lyt-1%, Ia*) o
duz, I-A e, I-] B ETC L - Ta —
FEINTOWHEHIE & 71 2 HRrEETs e b
WETRTHBED, L1, £5THAKh, H10OW
Sk, PUERSRAOIRT TsF o, Ao
FTETFT, Thy & X % REGNRA 18 RS-
BEIe, FEEMROHB YTy P Mnduced
suppressor T HIfL” oMb &4, P KLH O
TC polyclonal Feiflahi4 Rif4-5 = Liis %,
%D, IsF ¥, KLH primed O{35HEMITNrER

22

THLDTHEMND, TOEME TRSRN CerTiud
febit @ T, polyclonal 7eilifla) B2+ 5 1
DU, ROBHETRBEANED B HT L B{TE»TH
HOWLEM L. F A, H 2 OHFL, KR
F TaF % I-A Gif oy ch v, »o, [FAH
FROMETFC Lo Ca— VIR eEEHFEY AT %
Thy MIBNCIERT 5 & LA S o LR O RHE & 3%
2R s &, [FEMRO—]F0 heterogeneity %
iR LD CH D, Tiohh, FHHED >
b, WM The SWRTh 2 Loopic -4 B 5

HD, WERCEEDO—HIL, DNP-Ov+EKLH &\
5 priming o~ 7T v LIBANE ST LT
7w &3 ZediE S S L O R A B L
HEo—{fix, Thy Lk -~ 77 v RN —
SF LB D P DNP-KLH G LT, Bl
“cognate interaction” #7RL, IMWER)H A Fii-I
BB, LhAHA, BEOH LY 7y MW
FOVRHAZ LTCBHHEN A H 5D, T LT,
T-B Sl e oMl LTl & © Tl
Te s EOECE, EREEES L OMENEIhT
W
2. BHEHE Y AT 21 FHEER IR T

Kapp B (1976) tX, GAT CR{E L= nonrespond-
er OTHINEA B, GAT-MBSA %7t GAT-PRBC
Vo B FSRIEHE ~ v A0 1gG HifflEdk%, GAT %
R 2B FAiBL 2, = o R Tk,
GAT-responder = o AD ST Ligy -, %7z,
GAT RS, IO ES 2 F LTy
B8, —F, Gz AV~ — CT b AN T
flEiy, Is gene OIEIA ST o LIk TR
AR HBY, Z 0 “suppressor” o~V w &4 FOTHING
T, GAT JHSUNIMGIAT & RE GT sy
kAL, O TEE 50,000 £ b BT TH D,
UL, GAT $RRTA responder ¥ 7 A DK
AN Lgv iR L, GT H5RM AL, histo-
compatibility barrier ### % CTfERI L, “nonsup-
pressor” = o ADQEAMEIT 25, 12 L hdsb
P, ZOMF L, I-J M L o TR S B
Pt s LT 459,

IgE HAELE L THRECIZZD
TEEEF
IgE kDS, THICEEL T to s 5
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TN & OVT MR AT I = 2 A B A o i

AOHEERT D, FoEEI, WHEOMEL {9E
Fh HURES Ay 2 o — e, BIBOREIA A &),
HHTEZ 7 2. v, o flEssE{L, M
2 DA EEET 51387, DNP-SJ[, DNP-Ficoll 7
E Vb D THESEHFE IR T, 12E PifkopE
R BB T LI TR gL 50,

IgE {fifkpEdic, THIKEAEES. L\ B RH /e o
iy, Tada H¥19, Hamaoka HSODOHIIR A F2kk,
HBH ik, Kishimoto & Ishizaka8Dod w7 4 I
Vv s E v e dn vitro S8R X D S B,
BROOEP R EORERE I X T Lo
A HUCAFRIN T IgE Pk iy 28 B B S hop
28D, DR W] B3 A fodd, S b
BT v &7 vy s B4 B [ DUPIE T i huic 380,
WD IEE DT BANY v S THRE & hfc o &k
At &, Kojima & Ovary (1975) 12k it U,
TgE PiffpEA i CRI (R - % filh T il
FE BRI X o GRS D 2 k25, MR A SR
T L DAL TN,

e MUSER OB L, 2 O & 5 Fodd BUBGC
97 IgE fithO e ¥, PR, FaKkiEHo
BN BBE L WRP O IgE #A R
I AT ARS8, OB SE, KR v
T, 7 v MCRWTIRG SR, Tk, W4k
BB RIS MRS LT, B h A U IgE i
FOELINTHB Ty M, HDH 243V THA
MAEeREL = LD X D, EERAECHTS IR
Prdr —@ P S B R S R, Z o Sl
th IgE PO LA A~ LTGRO B L 5™, v w
AT, T LA, R OB A 51T S I i,
DNP-Ov (244250 DNP IgE kg3 L {1
M X1, Nippostrongylus brasiliensis J&Yuil)
Y% DNP-Nb (DNP § 4354 gD G L
T4 DNP IgE fifflialE 35 &, RYwo X »C
RS NIRRT & T B, o IR
AN EE—F LT B 2 Eabh, Nb wilfFxh
Fo T RN = OIEPEFRAG BRI L BIFR LT B
Lok # z bh b, W MRAFE LT,
DNP-KLH R&(EB a4 &yl o Ml & 3zl
< AZFA L, priming WG RRE & L. B
e, MBHRI DNP-Ov €2 lkifliid 5% 31,
U Nb &Rl % o 2o X 0, WU T
DNP IgE Hifkopgniims b, P Nb 20l
DVZIE T 2 AV MIRERIE O\ & Sk, T
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HofiRofR Y ICIERDHOMREBA LT, A
BB OALA G THIE L BB, 4 o2
BhigZ embisnATH H, EHIL, Ok
5 o gy, R ORI T SR pUS
(anti-brain associated 0 serum) & fifi{k TdH b
UHUBLABEBA LGS ALEED bR RS
Ck, L LCHA w vy — AZERPEERIRC HE
HIEEA A B D A, KR (thymoeyte) WidiR
Db B, Nb CBEE S oKl T lan
BB T ey PABESLTHBL0EHEZBRB™,
Fho, Y~y AORBEOMEREY vo2iififag, in
vitro THFRMEG4RIERTA o X 0, kiF
FCIEIE 14 (B F (potentiating factor, PF) A\
ENB LSBT, BERE C 21X, Ov
JZX LT nonresponder ¢ %5 %D~ 7 A (C3H/He,
H-2%) ik, Liofilg Ao A T, DNP-Ov
& Nb G5 B LC IR & b LT v 2,
C3H/He 235 C ¥ % DNP-BGG # DNP-Ov Of%
DR 2 L RERAES DR B T 2 K
B P B U DI MBI T B THIRO S
FC PFAEHL B CERLOEELB N B, &
D2k, CORTFORNMERL, BENFIC sen-
sitive 7 a priori \ZHEET B “precommitted " 2]
T 7 v —vTHBEZ LATETHLOTH D, B
L, DNP-B fifaiififEfp 35 4 DTl 2 Lk
B TH DI LT, BEMHICERTE S THNN
FEfR L€ DNP EAHAWC X 5 Lk E 2B
Az, 2 KIS ERS B TR L S AR TR
e, Eho ZORTFIL, IgE PRBEEA RO 2 I
RIS L, TgG 2 7 ADHikEECIEEY b 4
Fel, D7),

SO XS IgE 7 7 AKRNY - BUSIRGRI IR
IRNTFOTfEfex ATk, Kishimoto & Ishizaka @
WA Y oI A B e SRR & L —
LT, Ticdet, Wbk 7 2 7 v 188 (Rag) .
TRAELT v ¥ F ) v 2 8k% in viltvo T Rag T
LT LA 8 ok DNP-Asc REMiflg%
DNP-KLH THlil4% in vitro OFiC M a7z &2
7, 4l DNP IgG RU* IgE Pfkopd:n & L < Wil
Ehtc, SBIC, ZOWNTE s ANGEC X b AE L
WYL IgE AR B4 T, TG Ptk a bR
HEREWR HTEOEHBLEL B THD
LR R LI, 61, ik, CORETF, PR
F ok Ig HifhC B ARG A SRV ot i, T
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7

e R 2 0¥ /AL LT, BAIROHTAES
MR A~D LR AT L O TH S 2 EHRLE™,

Io¥s, @i, Urban bik, N. brasiliensis ORYe
2 Whi®BB T b (Rl D g < A
LI kv Th, BREKY v <o 1gE-B
(Be) Hi2mMIes s 2 2HREL AN, Zofl
@™ IgE FFMIla~ & S b d A 7 di2id, Nb B{ET
MR AETH A5 LR<T BT,

Lo BT, MEBATENCK T, DNP-KLH &
EBMIIRL, %5 —oDIBAHHE (Fo & 2iX Asc) &
ETHR L 2 5 TBA L, ZhboHE LBf
DI\ ~T T AIEEEAPIE (DNP-Ov) T2k
215 &, JBH, L DNP HED 2 RIBEE A BN
e EZAM, 2REHIEK DNP-Ov 2, 7T v
FOFEEL TRV 7 ) ~ OIREHUR (Ase) &Nt
CTHPET B &, P DNP IgE HifkEENE 5, oD
Z &7/nb, Hamaoka Bk, IgE B i, IgG Bl
AL fic - T, FBITHNE2 B0 v 73 i RS
DL O EHETE LI, BZED Lo H, WHLATL
SERRER DD, IgE B HilE IgG B MLk Rin s
ETBELXIPERERTVB L 5 Tho, DML
BIL, TR, BEALI, BHEZ m—voic
HETORBNB BT, FAKY A=Y v (Pe)
L THAREE LV EShTw5B CBA/N=w
A% T, FURER B R ARG Ui, T7h b,
FTBit, o=y A% Pe-KLH THRETLZ LITE
h, Bt Pc IgM ¥ifkidan{ RS iy ) P
IgE Hiffik 1:80~1: 160 DFfkfili CRELIhs =
EaRAM LI, X5k, (CBA/NXBALB/c) F1 @
M=y AL, EPUIGED TgE JiibdefEdk 3% 2% I
Pc IgM il e gL Lo l, Fi o
13, COBESAYERT B 2 b, E il HickT BT
PeIgE AL T-15 4 F a4 d 24 T b o Tk h,
Lichivo T EEE I NI O R Pe-KLH O
AL T b Tla 7 . Pelciid bl d
DTHE L E#R LI, ShbOkEEY, CBA/N <
7 ARVED F1 Oif~w Alcid, Pc {81 IgE B
Hilasfefe T+ 555 IgM B fill/xi il cuns2 &
BRLT B, 2O &Mk, IgE B gy, IgM
B il & 11870 - F2 subpopulation 12 JB3 5 & ik
LTH5™,

AL, THan v LT, IgE-T &fEs~
X7y FABDBMEINLELEE LTV b

Hir DR Kishimoto & Ishizaka™ o 92 W By i
24

gL

"

ik, IgE T HIROFEOTREMAFRBEL TV 5, —
Ji, I T Mo T, IgE 2 5 AR
HERIEE DNP-mycobacterium B{EIZ X » CEEE
THZEATE, Ol eiliRETLERRS
ZERH LM ERTOBE®, Ibis, ZOHLETH
BT MR, B TRk E B =51
VZY 2~ L DEE T, IgE 7 7 AR
ik hybrid 7 » ~ v L fER S e,

Hamaoka i, IEHES%RETHI0 L, —
XS Uiz, sk <o A0 primed T RO
B#IRABA L TRIEL AN L b &I g
BEREBRDC vk, — O LT 25
fhw 2D~ A FHIFAS, KRS O fo bl B A ok
7oL, IgE & TE Vs, ke B L IgE
Bifkn g QBRI N A X 2 ek B0 Tkl L HEER
L7, —o&zBLT, Kojima & Qvary (3, %
BOVH ek FR OB EY b o TXERBAA LTh,
< A MG, IgE v 7 s —~ B LT h, (bERE
FHEONRHCBE LT, TholEEdAnhi 2
L, in vivo = in vitro OEINSIT L 7280,
C OB, RIS, ME v ACIEET 2IRIMRR
MOIMEIE T MBI R B & LUz, Tisbh, W
AWAIEEABECR L, non- ¥ {1 low respond-
er Cdh5H SIL v v A, HAERBEYIC k- T Nb
WUERM I TANEEZFHET s - L i b, T
DNP IgE #ifffEthi B+ 5 s LA TEDL®, LT
AW B L, (LDEFEAEDRMO~ Y AT
i, EEA XN IgE B Hikiiie g3 20
x L, SIL TR THRUMRICE AR N1 3 L <
HI B ENEDBR I, EHIL, 20k 57 SIL
~w A%, DNP-Nb C2 kgt 1 ~ 3 [ EHiC 540R
TXHBH A Uiz & 2 5, WHioSEiiiitts o
B, PRI 5 2 L Vb o te £ 2
T, XEBSC X 0, PifkiEdd negative WCRRETT
BFRDED T & 2 b, IR A B O &R,
20 L5 i, EEE o THRE I 5 Tfibh
T BT LI L8, &S, Z oIk T Mk
ik, Tada FD{h4  OPFYEE X - TGS
BRSO T i & B7e b, Lyt L Lyt-
1+ TH 5 EP/YHE TH 280, OIEIET o
FEUL, —o0RAnEE TIC X B SRR R L,
H-2 L yriBIL Cuio\8, o, —oh X 5 il
FANEA G g Ty B XS BRAR M o 3 2 PN
T MDA, Katz HIT X - CTh B S hies,
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TAHIRE & OVT Ml AT TC X 2 b EE 4 o0 i

Z Dk 5 7eiE: T #iBEAS, unprimed DHINEE D
LEDIXSIZLTHEINDON, FOMFW T
VIR TH DA, Tada HD TsF 2 B3 505
L Hiw#Er B L, LD primed helper ¥ 7zik
suppressor OFFAED D LI HIFEIESERAIINIE: T It
JarFE I hB00 baiiay .

B IgE Bl S RRGoB e — % i 5 C
WABZ EERTHENHIR TE Tk D, bhthh
L, COBEMSBLELED B, v ATHKE
MR EUR (SD w35 IgE Hi (ko A & 3
Hfck oA, P SjoRbd B RN, H-2% &
HBL, Lad, 26 4k, I-E WiEET 0 £0
WCHAET B Ir gene 12 X o THBIRh TV Bh o0&
Z BN DIERMNE b, L2 HA, BALB/c <
v A (H-24) 1%, <A UHLETREL TS, SiHi
BIZX LCiE low responder Cdh b, 124 b
P, B L - T S) SRR E B 5 o
ENTERN, T ZC %, W30k 5, Hi
Si? 14T R, responder B fIFC ) - TERSEX
NB~77 VRHRER (a) &, WBITHCZX - T
I h sk EsE (b)) ExEETSH L, H-2%
= u ATUL, PURILER (a) 2o & DNP—H
AFs st 5 DNP BofEa B U TB iR LD

LZk
Anti-5]
IgE’
*P* YES
! Sj r
Anti-DNP
IgE
YES

VT a— REEE L, E DI THIBE SO RT
LB 2RIBA T 7 T a =LY TR LS,
BER () kb PhEE A~ & 5L+
HTHHH, &2 5HA, nonresponder < 7 ATl ‘
BAiam L~ chilfipeEsk (a) 28BIov 7
2 =g\ oz, B ET A~ - Sk
W45 2 ENTERODTIE I EEL BN D b
5—>OuTEEE & LTk, B filRc, Taussig HD
WA THIHRETA T 67 2278 -2l o ®
2, BANRAA trigger ERip DTV b b E L
bLhh, fedicth, BB DNP-Sj o4 305 (a4
R O iR A R B FEh Tl FRC X
DI TEHBOT, H-24 =v 2, THIEY
SATRELS D EIFERIZ{Ve LikdisT, BAM
Habkobiliueik () wi+s g ve72 - R
Madsdh B, F0 2 v — v O BHKROARRIEORE&HE
LA BOBEH CER{E I hY, THRETO7 7 €
TE—HWHEA DS N TERC OB ERL . £
575 L, BAIRO v ~AT H-2 A Ir gene Ol
W T B LE LB D, SHBINBOE
oW, BT SRS Ir AT mapping &
LR, IHICRFH Y ERDILELD D,

-89
LU Anti-Sj
N IgE
)=
Ay
@\?
Anti-DNP

Y 1gE
) (D)=
DN

B 3 Responder (H-2k) F ¢ nonresponder (H-24) <
AR A S) HEC s 2 BOGER (EFBD

(a) A SjPURGFLO 7T AR

I T A

(b) == [A] EARARHE M

(e) ~ T HIRRgR: IR

N DT I T 4—

(a) /NP dinitrophenyl &
(e) — BHMaoh; ki 4 M ~o 75 {Ligii
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IJ\

b0
LA, $ifhmEdA OBRIEE LT, fli 49 heteroge-
neity %45 T-B HUEMHETERCE L, sl

BRI R L i e s BIESE OB Th T2 T
Wtz L, —RLTh»5 X5, 20l
bLhicz &k, BHEOEHESRLN TV Eizdbd o
T, AAOREYORB DOIZ A O—HEXT, b
o, FREAGRDNRL O TH D, REFL, ¥IIC
EEO LD I THE Loob ), WY THS &
WB IR, COSITE, EREEREEREIhLAE
PRI LBz bamt i ochh, FEhf
SR - LS BEHT AL LT, PRSI
BT b e AKTH S,
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