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FREEEMREERROBITL, ZoEEM
RBoBEER, BEORFENAL LT, BHL LU
ICHEBCERTHS, ERED, ZnFtini:
&, LEHLTBRBUREC L > THRLNEHERE
MMFEFHNLNTEIZD, ZNLBERER
mFFFAAEMLIES, BN LARFTHY,
monospecific ZeHiKIZ B 2 & v ) REXD
S 72, ZOWRMEND R &S % RRY 2 E %
HiEr LC, 19754, Kohler,Milstein (= & 1
hybridoma i & 5 monoclonal #t{& (mono-
Ab) DB K A BIFE & N, monospecificle &
WHIKi 2 L MR KBEENTTREE B o712
7:1).

B E CHEAA LRI RO L EER
FORZBEIISEBRAALNTELY, 72216
REICHT 2HMET X EHAERIBLNTELT,
ABMFERFIRRIEE N T i WSS KFRN
H&yi2, Null (non T, non B)fEiaf &) >
k@R (ALL) #ifatk, NALL-1 #Hifg
L yEMia & L, mono-Ab 2{E®, LNz %
BOTKE BT 5 2 L2 & ) AR RRIAR
PRIETAZETH S,

E1RIcBWTE, ZOERBRETHELNL
HEMNRY 5 3T mono-Ab NFTRHER
DWW THET 5.

th BR
Monoclonal #i{k
#laditk

MLC inhibition
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KEMEE L UHE

1) #ie

TSR, MRS TV 3 5EERME,
null cell line (NALL-1%, KOPN-I; Btk
ZARE, FIRL N 45), pre B cell line
(NALM-I®), i&4E B cell line (BALL-I*, Daudi®,
Raji”), IE# B cell line(K-81, K-100, K-103,
K-105, RC-106 ; B RZ N RH, FIRE D 5
&), T cell line (MOLT-3%, MOLT-4%,
TALL-I?), e AT Hiflg# B (ATL)
cell line (MT-1?), myeloid cell line (HL-
601911 K 562'%), myeloma cell line (Oda
), MRS (F¥ LEEMmigtk; EBC-
1, IREMIE; ABC- I, /Mg MAask;
SBC-1)#HwWw2, 2 bHntkMEIZ10%0E R
#1f1i# (FCS) m PRMI 1640 HZ3eifiic CHE3E
HEREL, EBICH W2, I AKRMEMY) > - <8k, #
R, BERERIZLIToOmM S8 LA, B,
Ficoll Conray 7'-2“’!:':1: NBEIRER, 3561
FCSTREBL 727 T 2 2K b LT 1M, 37
C T#E, non-adherent cell * adherent cell
LICHEEL, FNEN) »oERkE BERE 1B,
FEhiEk(3 Ficoll Conray SEITE L N 5 %7 %
AF 7 E2BCTED:, REENREEME
AR, FHE, £ osEH B VIIEAKE
N5, FHLIRES L VIIERERELLLOE
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):: (Y A
2 ) Mono-Ab »{EH!

Null-ALL #ka%k, NALL-I {2 fiElf &
L, BALB/C=7x (7:84%, ) ic 288
RT3 m, 4.0X10° cells/body BEiEMES L,
RARIE 4 BRICRMIEZH, <7 2B HEH
Fg P3-NS I/I Ag 4-I(NS-I) 9% Kohler,
Milstein ¥ kic # L CHEMAA L 72, Blb,
RNl & NS48 % MR ks © LiIiEAL,
42.6% polyethylene glycol(PEG, M.W. 4000,
Koch Light#) 0.2ml ic¢,37C, 3#BEE
34, BA&~L v & HAT @8Rz (10%
FCS fin RPMI 1640 iz hypoxanthine 1.36mg/
dl, amminopterine 19.1 ng/dl, thymidine 387
pg/dl 2002 7253 H) 12 ¢ NS #8 5X10°
cells/ml ¢ L, 96Kx~4 7271 —} (Falcon
#3042) C0.2ml§FOFELL. Thb%5%
REE A A BERERRIC THE3E L, hybridoma z o
——HRZEH/-7THEEL N, HAT #ER
BEHIC T 3 ~ 4 HEICHEERNTR LT W,
WrEIc e HT 4 (HAT @5Ugh s ) am-
inopterine % fx\v>7-3%380) ICE#|L, 218E
FTCIEELBCOVWTIHRABEFE2REL
AN
3) MKEEEENRE

<4 707V — | ERAWHEKTERRE
ERBRIC L D ROBICHIATL /2. Falcon# 3042
24 7u7v—|t 2R, EEEF0CEY
#iBg, NALL-I #Hf24.0X105cells/ml 20 #
mz, 37C, 07HBE, 2 HLICI/4FRIE
w M iE (Cappel #) %##fk& LT20u1 M2,
37°C, 60FIE L /2. MIEREEERIIEHEE]
VHEMETICTHEL, 54i30.2% trypan
blue # AV MlBEEFE L RKHHEL 2. Hlgic
¥ B FrkiE SRS EiFIcoWT, & 512 BALL-
I4gg > MOLT-4 #Eia% Av CRERICHRETL
AN —=>T&iT%wv, BRENRL S 31
¥ hybridoma ic oW T 7 u—=>7%4T%
-7z,

4) 79—=78B L UBEKIENIER
7va—=> 7% limiting dilution iz T4

7 { L { 3EIT% » 72, BALB/C= 2 Dh##f

B8 (feeder cell) 5X10° cells/well & 2 7 1) —

# W

= 7L N HMREE hybridoma  #ifd 5
~10 cells/well <24 727V — M TRAEE
L2, BonHkEE7 v—thillla %
pristane 0.5ml fErENL5- 2 BR#%HBALB/C
<7 2z, 3~ 5 X108 cells/body NS
L7z, #2~3BREEKEHR,

5) Mono-Ab D&t

Mono-Ab 7 4% Rt 13 8% o SR & e hK

HICTRETL 72, BIL, (ERUMIN X L CHEEHR
WA, IEEAKRMMARE, FRLREH B VITH
S R 18 M ARAEALHAAR 1 ~2X 106 f8iC mono-Ab
50u] # 4°C, 309 KIGHk, 2[M00.1% sodium
azide fif phosphate buffered saline(PBS) it
%, 5]%# & fluorescein isothiocyanate

(FITC) #3 goat anti-mouse immunoglo-
bulin (EY.#) #FE#ic K38, ERE%EE
SHRUVEYETRMSE (4 ) e 2 H)1, 000051 TH
gL, ki &FEmono-Ab » Ig 75 ANRE
12 FITC#Z& goat anti-mouse IgG, IgM, IgA

(Cappel #) # Fv», FSEE&XTAREKICL)
7% »72. H-2 mono-Ab 3 #F&MM & NG
¥EM LD la frame work determinant X 4§
ROCRIGT 240 THBZ LATR{REIN
iz, AV ¥Rk FE immunoglobulin

(Slg) 2w iiHRNOH Ia mono-Ab THH
Anslat DBER* B EREEREHEIC
LML, 72 H-3 mono-AbicowTy
BIIC T - 72, 3 FITC#E3 goat anti-
humbn Ig (~—1) > #—#) & FKigm Y > -5k
#4°TC, 07MEE34E, KicH-2, H-3 %
5% \» (3 Becton-Dickinson ##7 HLA-DR#i{k#%
FIBkIC Rt & 4, & 5 | tetramethylrhodamine
isothiocyanate( TRITC)#E & goat anti-mouse
Ig (EY. #) @6, FITC #hicxL Tiz®E
K74 NF—1IF 490 (1) o2 #) %, TRI
TCENIIx L TIZER 7 4 L7 — [F545(4 )
o2 #) EHVEBREL .,

6) RILEBRIC L % H-2 & Becton-Dickinson
&5 HLA-DR #itk o kb

H- 2 & Becton-Dickinson #%7 HLA-DR #;

o &R % BALL-THER % B v 22 IRIGRBR I
S DREFL 22, WHURIE % £ 12 U EHR
EBTORMRAKMBEN S EBRELL, SAE
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F1. EEEERMIIC3TT 2 mono-Ab
(H-1, H-2, H-3) oK

Reaction of monacional nl;ntibodiu

Cell lines H-1 H-2 H-3
Lymphoid  NALL-1 + + +
KOPN-1 + + +

NALM-1 + + N.T.
BALL-1 + + +
Daudi - + +

Raiji + + N.T.

Normal B(Sm‘ + + N.T.
MOLT-3 + - +
MOLT-4 + - +
TALL-1 + - +
MT-1"* + 4+ -

Myeloma Oda + + N.T.
Myeloid HL-60 + - +
K562 - - +

Lung cancer EBC-1(squamous) +
ABC-1 (adeno.) + - -
SBC-1(small cell) + - -

% Normal B cell lines(K81, K100, K103, K105, RC 106)

¥ ¥ MT-1;ATL cell line
N.T.;not tested

#£2. EFEAKMMLY >3k, B,
FHRIERIC X1 % mono-Ab
(H-1, H-2, H-3) oK%

% of IF positive cells from donors;
2 3 4 5 6
H-1 97 99 99 99

Antibodies Test cells

74 -
H-2 Lymphocytes 20 10 - - - -

H-3 - - - 89 - -
e T &7 o1 8 93 76 100

H-2 Granulocytes 3 1 - - - 1

H-3 1 1 5 2 1 -

=; not testad

DOMEBALL I T4C, 6FMRE2 2R
WL, #0&ik bisd NALL-I Ml G 3+,
BRI &R EE T F DIMKRIEEN A ELRE
L7z,
7 ) MLC inhibition test

H- 2 #itk#»* MLC KJz% block L 9 5 4 DT
hrhELERET S8, BALLT #Hilzz
stimulator A3, IE# ARHM Y >/ ¥ER% res-

ponder #ifg & L, one-way MLCZ TRAESL 7219,

%RuE~vS 72 7L —}(NUNC#H) AW
A o BERA% 5 X 105 cells/ml 21001 $2
4, 50ug/ml mitomycin C T304 4L L 72
BALL-I #1831X10° cells/ml #1001 ¥ 2
m, L4 nmdAHFRLALH-2 Hikz20
plimz el 72, 36 B, 100xci/ml 3H-
thymidine( Amersham #t) % 10 x1( 1 xci/well)
02, 2465 353k %automated sample harvester
%* - C glass fiber filter paper |c#ii4% UL,
%, %472 liquid scintilation counter =T
REL, 2> bw—nt LT PHA-M(Difco
) B#iBEL 1008 L UFNST BAZREW,
¥ 72+~ T B tripricate IZ THEFT L, stim-
ulation index (S.I.) (Z:RkDEEICHEL /-,
(dpm in mixed) B (dpm in mitomycin C-treated)
cell culture stimulator cell culture

dpm in non-stimulated lymphocyte culture
8) H-2 kM
££2.6cmX 94 . 5cm column # v Sepha-
cryl S 300 (Farmaciatt) icC H-2 BKk% 4
VEBL 72,

& R

1) Mono-Ab 4 hybridoma 7 v — > DO #3L
& HiRiESE

NALL-I #fg css& L 72 BALB/C =7 2»
MEfHAE & NS-I fifa% R4 3¥iE3L, hybri-
doma )IE5E % A &> 72853 FiFIc DWW TNALL-
I, BALL-I, MOLT-4 #ija% Hvy, #&EKkE
EHEEERRICc (A7) —=> 7L, 20
R, 3EBOMBT N CICHREEY 2 RiE
L7 2%#%» hybridoma 72 t*ic MOLT-
4 #MBRIC I3 KIse3 NALL-I, BALL-I #faic
L7z 1 ¥ 480 limiting  dilution iz
T7u—=>71, 3%¥ hybridoma 7w
—r &% TheonEET2HA%® H1, H-
2, H-3 ik &-iF7-. H-1, H-3 #Hifk
33RO R 7)) —=> JIBWiR#Ey$
i b MEERER, BREAKECEYTHYE
iSRG L, H-2#Hiki: MOLT- 4 #ilRICIZ G

4§ NALL-I, BALL-I #Ekic Rt Td - 7z,

Z b Mono-Ab; H-1, H-2, H-3 &
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Dilution

: Ascites

“““ i Culture supernatant

Test cell i NALL-1

1. &&HE&EE & % mono-Ab
(H-1, H-2, H-3)ofikifiomkid

®3 . HHEEMREEMILIC X T 5 mono-Ab
(H-1, H-2, H-3, HLA-DR) m st

Diseases H-1 H-2 H-3 HLA-DR
Null-ALL  4/4""a/4 3/4 4/a
T-ALL 2/2 o/2 2/2 o/2
ATL 3/4 1/4 2/4 1/4
CcLL 1/1 1/1 o/1 1/1
CML-BC 2/2 3/4 2/2 3/4
APL 1/1 1/1 o/1 1/1
AML 5/5 3/5 s&/5 3/5
AMoL 1/1 2/3 1/1  2/3
B-NHL 2/2 2/2 t1/2 2/2
T-NHL 2/2 0/3 1/2 0/3

Null-NHL 1/1 2/2 o/1 2/2

% tested by anti-HLA-DR, Becton Dickinson
%% No. of positive cases/no. of cases tested

NALL- 1 #82(c x4 2 HUIK(E % &Ytk ¢
BEL2ESR, H-1, H-2, H-3#kwTh
EERLEFETCOPEMIZY c10TH-72H, B
Kok i H- 1 H- 280K C1 :10,000,H-3
PUAT1 11,000 5 W HUKEELEDH LN
(K1), MFZ# b mono-Ab o # F ¥ thikic
& B EEE EFIIRR Y, BEATEKE
1 ;1005 & LAV, B I16 9 mono-Ab
nlg 75zl H- 1 & H-3131gG H- 2i31gM
TH-o1.
2 ) mono-Ab ) ZFEMFLIZ X B K IE

R FEFEFERAMILIC X 5 mono-Ab; H- 1,

# BB

H-2, H- 3oRGHEEREFLHEREERLIC
RL7. ZofsE, H- 15Kl HLATURREHR
N7y Daudil? s L K562 ko7 2 F L
T XTokMic G L, i HLARKTH
B ihgEp T & e, H-2#04ki2 T cell line
7 3%, HL-60, K562, ABC-1, SBC-1ic
K t+9°, null cell line, pre B cell line, B cell
line, ATL cell line (MT- 1), myeloma cell
line (Oda ), fiE M Ba ¥k DR F LEREBR
EBC-1 ¢ RIEL 72, 21 b DR IEFERI Becton-
Dickinson ##7 HLA-DR $i A R =45 3 & 5=
£z —% L, H-2#$#1KiZ anti-Ia mono-Ab &
2o, H- 3Kz 7T 2 M L-#ifgaonn MT-
1B L URIEMBKRD 3R ERIEL b o lzhs
la 554D T cell line @ 3 RICBHETH Y,
CORGERIZH-1, H2RE&KEELX B L
TH-1-.

KiZ, EEEARMMY) > <2k, BERERIZI$
DRIGEREIL (R2), Zo#R, H-1 #i
i) »ooBk, HER, BERERCTFRICHLTL
U bngviBtE 2R L7z, H-2 Hikiz
) oERICH L T10~20%B M TH D, ZfE
13 Slgkstt ) > BRDBEFE L I1TIT—HKL TH
N, XEIRKICIEE55~T76% L BmFEICRIGL 7228
BIERICIZRIG L e d - 72, H-3 RS
H-1, H-2HlknEn & 8% ) 20~53%n) >~
2R & RO L 72 HYEERIERIC I3 RS89, LA L
HIKIZ1189% & @V R 2R L X £ D RGiE
FENLDTH 72,

LFEE mAFEEMIICN T2 H-1, H-2,
H-3, #i HLA-DR mono-Ab & X it & % #k&t
L, Zo#EREzR3 IR, H- 13k T cell
FILMENREB % K5, Erosette BiETH
S 2EERN L ATL D16 2B E, §XTH
EFDREEMIR L KL 72, H-2 ki
HLA-DR #ifk & S&lc—% L - K4 R L,
T-ALL o 2 #5, T-non-Hodykin’s lymphoma
(NHL) » 3filiz b Rt L & » 12, —4,
null-ALL, B #f i 5048 % ) > ooBk & M
(B-CLL), S4RTE %1 & msm (APL), B-NHL,
null-NHL i W h L B Th ), 2ol ATL,
YA B % 0 88 (CML-BC), SB0%E i
HE MK (AML), B4 82k & % (AMoL)
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monoclonal L&D M & 7 DT
100
2R % of H-2 mono- Ab positive cells
1% of HLA-DR mono- Ab positive cells
[
3
3
50 1
s
R
o

1 2 3 45 6 7 8B 9 1011121314 15 (g (D 18 19 20 21 22 23 24 25 £§ 27 €9 29 30 31

Case number
Pt. 16; Null- NHL, Pt. 17; CML- BC, pt. 264 28; T- NHL

X2. &fE&nFEEMinic s s H-2 &5 HLA-DR $ifko ROGHE otk

2100
3 Expl. 1
@
>
=
8 so-
Q
8 20
S 10 8
b 4 4
$ Jlea 2. am| O 0 ©
@
5 Expl. 2
3 80
=
o
S
g 501
E 21
17
b3 13 o . 14
® o o] o] % L) %
o p- p- —
sig®, sw'.  sig’ |sig’, sie’.  sie’, [ste”. slsT,  slg,
H-2* HLA-DRY H-3*| H-27 HLA-DR™ H-37| H-2* HLA-DR* H-3"*

Slg ; detected by FITC-goat anti-human lgf-'(ab)2

H-2Ag, H-3Ag & HLA-DR; stained with H-2Ab, H-3Ab or anti-HLA-DR{Becton Dickinson)
& further with TRITC-goat anti-mouse Ig

Test cells; human normal peripheral blood lymphocytes

3. ZEEEENAEC LS5 H- 290K,
H-3 #ifk, #i HLA-DR #ifko bk

n—IWoEH TRIEL 72, H-3#Ki3 H-1,
H-2 4K L BA DRIEHR TH - 7247, ElLEF
BENKRE & DEIC—ENRENIEEH b L h

-7z,

3) K mesEEmic 2 H-2 £ 3 HLA-

DR HifA o KIGHE 0 Lok

&5 M SSREB MR IC 449 5 H-2 & #L HLA-

DR itk R 1t % & e ikEkic & AN, %

NEEEMREL i LRET L7z, K2R

n, 3MERNCH T 5 H-2 %4 5 izt HLA-DR

PARDBERIZIZIT—EL Tz, L LER
16, 17, 26, 28i2Hv>Ti3 H- 2 HUKRIG SR L
HLA-DR ik L 1) 20%L) HEETH- 72,
4) TERBREERMKEC L 2 H-25ks
& O H- 3 #4Kk & T HLA-DR #ifk o Hosk
H-2#itks LU H-3HKIC R IB T 2IEH )
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128 L

1264 o
¥
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NS-1 ascites

Stimulation index

«
I

90%, EE2 TI375%, 80%ThH
572, U kR H- 2 SUERRE
HEIL, Slg B MIgElS B cell
e b UNIC % Slg etk Miac %
' BansbontTd), i HLA-DR
HERBRER L i12IZR—D LN T
barIrrmRa&ns, —%4, Slgi

j Uiz H-3 & B\ i3#t HLA-DR

FERRIGHR 2 HICRET S ) >~

v T T y
° c2 PP -o -
PHA-M 2 2 2 F3 2 F]
(1/100) Ab fres| N -
Ascites dilution (X10 )

oSERIE, EBRL1TRENEN4 %,
2%, EB2TII21%, 13%TH

4. MLC Rz *¥ 2 H-2 itk {ER

d
o
I

[«+— fraction 1

Absorbance at 280nm

by
°
i

Column
2.6cm X 94.5cm

), —%, SlgHtET H- 3 AR
KOMBIIFEEL b oz, L
L, Slg#Xx&H-3bh5wiiH
HLA-DR itk G BE 2 RET
LBIE, E£B1 TIEENZFNR20
%, 8%, £82TI314%, 7%
Th 1, Slg #xK& H-3HHERIG
ME*RET 240 Slg 2 K&
#i HLA-DR ik R IGIHE # R A
T2 MICHRFERICEr 572,
LEnERIZ H-3 KRR IGRIER
133 ~TH B cell ¥ —# T cell
KEETHZL2mTHLOTH-
7.

T T T
30 40 50
Fraction no.

B 5. Sephacryl S 300iz & 3 H-2 fEkoia b

> FROIRE %5 BET FITC 123 goat anti-
human Ig $ & v TRITC #Z3# goat anti-mouse
Ig #FHv,Slg & H-2 ,H-352 i HLA-DR
HARIGME 2 —ERE LK 3N REL 2.
ZORR, BNE L) BreRELIC BT, Slig
Ze 5N H-2 5 5 33t HLA-DR SRR iS5
B2 RETH ) 8k, ERI1TIREN
FN4%, 2%THN, EB2TII1T%, 13%
EEWIC L —FEL T, 86icSIgERE
H-2 % %\t HLA-DR ik KIGILED A %
BETE) >3k b T~10%THEWIZEC—E
LT, %8, SlgktE T H-2 % 53 HLA-
DR #iFkstEnMlaiz FHEL T, &5 Slg %
LUz H-2 5wz HLA-DRHIUE# RS Y >~

5) WUGRERIZ & % H- 2 £ 5T HLA-
DR #Hiik o ek

H-2 ¢ it HLA-DR ik FE—
ML T 5 Bay T, BALL-1 #i8 CHOBRULE]
#%ic BT amitkoy NALL-1 #iigic N3 2 K
M ERE L2 #R, WHKIZ L b ICRINE
NALL- 1 #ilg s £ -2 KIS€ T, E N FhD
RIGHIEAE—HETH 2 Z BRI N,
6 ) MLC RItic %3 2 H- 2 itk /EH

4En MLC HEBIZBWTIE, KE) »-¢
BRIC100f5 AR PHA-M 2 2 72 35412.556 %
V3128, NIEK %M 2T one-way MLC
AEATE - 1235685.3% 5\ (310.59) stimulation
index |/ b7z, 2ok ) hEBRRICH-2
KR E R 4 DI EHIML 22354, 81,9205 A
W& T MLC KiGi313iT5e £ Hifl] & iz by,
N EDFHR T3 stimulation index (350
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L7z, —/ANS-1BAKEZHCTRKEIZTF2 ML
7235AIZ 134005 % T MLC RSz ki Tdh - 72,
7) H-2 mono-Ab m¥55y

H-2 BEXH&K 2% 8T 5 728 Sephacryl S
300 column chromatography #% 177>, [X5 |
Y & 912 void volume & #%ic fraction 148
Litz, Zofraction 1IFHKIEEZEL,
27 A IgM UKL RRICRIE L 72, 203 H-2
MK 1ml &Y #10mg IgM 56 n 7,

* ®

S >Rkt B MR (ALL) M olEEi R
T HUICY ok b RIC BT 21513, &
BFNDAL b TERRZBEA L 5 ICEEICE
WTRLERTHY, BT CEBOBEHI LR
NTE L3P 219754 Kohler, Milstein?}z
& V) MRt A AR & 1, & 512 Pontecorvo??
DERN) ZFV > 7)) 23— IVEEHHESL & Tk,
mono-Ab # w7 N6 BMRMIBOMESR
BUCBT 2 BITITEHICERL 22, FIFEI
B TIIHETHAL, #7575 null-ALL
fatk, NALL-1.ic%f¥ % mono-Ab % {EBUET
L, BBRBICERZARERL ) LRAL,

Mono-Ab iz 721, 1 >NEE LB
BlX, BEDOPAEE hybridoma % VWA iz X 7
—=>7L, BT AHKELE 7 v — 28
WNT2»THD, FEIZZEN1IDDHELLT
%A~4 7u7L— 2 RVHRKFEMRE
ERRICINRZ)—=> 7L, ZoHEER
WMIRERELY L, EETV - DX X TH
SEISSAMBT THELTRETH Y, T4
Y =7, BRFHEMED 5 IZRAEHFIIT
EThHN, FEONKER )V —= 7T b5
BERTH-12, LLF—FICiIRL T
WATESEH RS & ORICE L L BB RS
b, BWARKFEEAEEEEEL2 R KRR
HTEY, SLICHERBANL L HBRICRTL
TRRBRENFBHEWIRASE D12, Lizh-
TEENR 7 ) —=> ZERIRREN S\l
27 MERE L, ARKEERREEEEY
BT bHKEBLI ETHHEBRHTHEL LS
F8F (WAN

B¢ 7z mono-Ab i, H-1#i4KIz%E 1,

2,3icRL72m<, HLAHE % x { Daudi'”,
K562'94H8a % B < 7 2 b LIz §XTHANFRZHM

BERETBINTH-7, HLAHE (HLA-
A, B, CHURE) AEFEMMEAIEERIEL LT

TS N T RMMREAERET HAKOME

FEMT, BLALTRTCOEZMIBICRERS

nTsY, H- 15K K G#HRIE Z nbiks

HIAME EHBENCRIGTHLNTHEHZ &

EFRLTWS, BT RAMLA16o ATL #

iz KL b -72h, ZHEFD

ATL i @ERBo o512 £& T a5kt

FE#R\wTEY, HLARRFIc>w T L RIBL

Wi, ZORFEHFEFCHCTREE»FZ LN

71z,

BENBEEE*XET 3 EELRIZTFEY
LT =vATRamBEraonTsh,
t + Tid HLA-DR#EH 5 it & b lafifEsds
ZNICAEE TS, 2ok b lafi/FIZES B #
B, EIR, null MIBICEBE SN, —fikic TH
B2, BCAEERERICIIES LNT, S LICHMK
88 Tl null-ALL, B-CLL #iicELEL,
7= AML, APL, CML-BC, ATL o —#i )
WBWCEHLNED, T-ALL #il8I1213385 5
NZWLNTH B2, H-2 5K KIGHEIZ
NLDHMRL I —ETHLNTHY), H-2
mono-Ab %+ la # BRI TH 2 EeEIRE N
7z,
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Studies on antibodies to human null-acute lymphoblastic leukemia cell
line (NALL-1). I.Monoclonal antibodies with specificities for HLA,
Ia-like and human leukocyte common antigens.

Yuro HARUTA
Second Department of Internal Medicine,

Okayama University Medical School

(Director : Prof. 1. Kimura)

Three monoclonal antibodies, designated H-1, H-2 and H-3, were produced by immuniz-
ing BALB/C mice with cells of an established human null-acute lymphoblastic leukemia
(NALL-1) cell line and fusing spleen cells from these mice with cells of a mouse myeloma cell
line, P3-NS1/1-AG4-1. The resulting hybrid cells were initially screened for production of
antibodies by complement-dependent cytotoxicity. Stable monoclonal antibody-producing
cell lines were isolated by repeated cloning. These independently derived monoclonal anti-
bodies showed complement-dependent cytotoxicities. Further characterization of the mono-
clonal antibodies was made by immunofluorescence. H-1 antibody reacted with all tested
cells of the human nucleated cells except for HLA -lacking Daudi and K562 cells, and thus was
shown to be specific for a common antigenic dererminant of HLA-A,-B and -C. H-2 antibody
reacted with all of the tested null-cell lines, B-cell lines, B-cells and monocytes. Moreover,
studies on fresh leukemia and lymphoma cells revealed that tumor cells from null-acute
lymphoblastic leukemia, B-chronic lymphoceytic leukemia and null-non-Hodgkin's lymphoma
were H-2 antibody reactive. Cells from some patients with acute myelogenous leukemia,
acute monocytic leukemia, chronic myelogenous leukemia in blast crisis and abult T-cell
leukemia were also H-2-positive. In contrast, T-acute lymphoblastic leukemia, T-non-
Hodgkin’s lymphoma cells and mature T-cells did not react with H-2. A cross absorption
study using H-2 and anti-HLA-DR monoclonal antibody confirmed the same specificity.
Interestingly, H-2 showed blocking activities against the stimulation in one-way mixed lym-
phocyte culture. These results indicate that H-2 is a monoclonal antibody specific for a
framework determinant of human Ia-like antigens. Reactivity of H-3 antibody was different
from that of H-1 and H-2. H-3 reacted with some T-cells, B-cells and monocytes, suggesting
that the antibody is associated with human leukocyte common antigens.



