Methyl chol anthrene 5 % F3EEF2 1B 1T 5
B EDRIER 0 IR EBE I DWW T

RILAFERRB—-NBEE (ZFE - APRHEHR)

F H

e E

(FRFN48%E 7 A 10H Z7)

#

{bERERICL > THERINTEBCIESGRER
FHEPLE (tumor specific transplantation antig-
eén) #dHbH syngeneic host' ¥ ¥ autochthon-
ous host® IEBRHERFICL ~TREINEGSC
LT3, L, BEsVESREY
B 2HF ¥ sEERiEsAicEEick > ofEil
SNV CHEEUVEBECRET 201550

19634F Prehn & Main® | methylcholanthre-
ne ( MCA) oREHEOX S 2RTIRX, BXORE
G2 A AT LH B ERRTVE. BRE, ¥
X" B ERKIREER <Y RicsL Tk, MCA®
By 2BERESEE~Y2DZFNLhH, LHE
L, L hEBEICRELTL AL 2BEL TS,
D& 5 BEDREDKE T BREBICEE LT3
EEILNAZ L DEENH L

—%, BT Burnet™ iz X W R EREIE (im-
munological surveillance system) %IFE3LEIX
BLTVaEWIBEMSRIBIN TV 5. HllED
RRERZETCHEU AR L 3R 2 IEER %
b o oMl (e ASESMR) 238U, che
1646 - HETAHABEORE ¥ 2 B ENBETH
b, BERIEFHED ) s RHBMEER I OBREI2E
UTNBENS6DTHE. CALKIRIKER DY
> s88f ( thymus-dependent lymphocytes, T-
cells) VRABBEAECEEREBNTERS
HUTWAZLRARDLLATHAE. 22T, &K
LB TIE, REER LB 2T SRS
OHEAEE R T hEABIZYD, v U RIT me-
thylcholanthrene 2#5 L, Z OREERICHIT 3
ERMERIZ 120N F 3 EMBEE A ME ( plaque for-
ming cells, PFC) O BEAIHER, v o /%Fvy o

il

PR phytohemagglutinin fF1F CD-allogeneic
inhibition®™ * [EHE DB 2RI UEK S 2HR 2 4
ltoTHETA.
EERMEL & A&
KERENY

Ml AEvyr30=—L b AHiR GHBL T

Zb = 2DEH%G6~8EEHD L DR HV.
RR 12 b IR

EE IR Kt 20-methylcholanthrene ( MCA
k) #7 7 €7 o4 icEML T, MCA 1,0mg% =
9 2ADHFHE FiKEALL. '

1. MCA#¥50D PFCHLICHT 5 BT

a. L MCAE®E FHEAR, 18, 28,
438, 58, 68, 8BBDK/< Y AT, FRIMEKk %
HERICT 3ERN, H8 XI0MERHIRE hHEL,
REELI.

b. PFCEDBEH | Jerne™ D HHICHET 3.
FARMBRIC TRAER 4 B B IR IS 2 it 3
3. HHURE%% 0 Eagle o mcHILIL,
300RIMB L TH 5804 » & o it TIBL, K&/g
MW &, 2EED UM ZBEV, U Eagle B
WiFlE s &, BHMERER2ES. b soFieT
AR 2B A, AR % b &, 200~500
X10*/ml iz B85 . (A IV PR30 KO, 3ml & 2RI
BR 0% 170, 3ml 2BT 8 - TATIIBHHEH» LT
120.7% Difco agar ( DEAE-Dextran p1) 2.5ml
KHNA, 1212 Bicip B L, 1.4% bottom la-
yer agar FICHE LTS, 37CIcTH 1 1SRN
B,k L TCELE Y FIELSH 220D Ltk
MTInA, BEIK37TCT300 RS 2 ~ 3fg=RIZ T
WEU, 77 v 7 OR2HBANCE A, BERER
10°E 1z h D PFC Ok ¢ PFC ol 2B



242 ¥ H

Hur.
2. MCA#5.® allogeneic inhibition Tz
THRE.

a. BRI | ABERERL b A 12 Eh-
rlich MK 2 8R{L L 12 JTC- 114183 % allogeneic
cells & UTHAW1z. F£12 heterogeneic cells @
HeLa fRififa % & #EMME L UCHER L. Bl
20% 4 ML YLE %, fiiAE#E 13 Cephalothin 100
pg/ml 2V

b. v ooEMBRERER OFEN | MCA XS,
BRI < v 2 RFTRE V) o SHifiE 6 X CEAE
EE2Yz (KEE) ORFREY o <H2EEN
i L, YLESSOm THYIL,00HE L T
5802 v 2 %iBL, Fiz YLE 2T 2 [HiETEIEH
L, B 20%EMmiEIN YLE $EHici g ¥ ) v/®
EAEIEE R 2 V5. Db A HIRQEEERIZ95 %D
DEMIEEZIFLTVS.

¢. phytohemagglutinin ( PHA) OFSY . EH
IBHiic phytohemagglutinin-M ( Difco ) 1,4 7
W (50mg) % YLE SmliciBiEd 5.

d. allogeneic inhibition {H#:DHIE : HED
INRY DFEICES B, Y Lok s JTC—I1

e =

MBS %40 01, 375 580X 10 /ml & 20 X 104
/mliciB& L, PHA%2.0% (V/V) icinx, 20%
4-miEn YLERE R 2MATEEIml T3, &
By oo, JTC—11MRR K] Sml 55 264
OEREBEEICHEL, Evans 5 DOFEICRE-T3ITC
THBIEE LTS, MRS, BH6K0ER
BREPM L, EHREE2BT, L.5ml 79240
NAFLy b (2.1g 7 = B, 50mgD 2 Y x4
NAA Ly M2 100ml OFEFAKICBRLIZED) %2
Z, 371C, 303 NB$ 5. DWT, 29V —F—TE
BrhimiaeiiL, L{IERLIZDL, Birker-
Turk MERE B8 CREGIE 28 EABREIO &R
[@175. 6ADEHHKE %2 JTC—114EOHEIREE
4%, RED Hela MiE 2 EMMEZICT 5 3WNC
ix, HeLa %K %3.5X10E /mlicZ88 L, 1.5ml
DoRERRECHELT, 37C, ABRFMALEER,
A% at randomic e L, Bk 5o
HE R LEFICOE, BELTWACEELILY
b, 1B3~6Aicks LBt sy, LigeR
TIheD LSS DEED Y o ERIFHE K], 5ml
2NA, X5ic37C,4 ARGISHET 5. HHEKRTH,
JITC11MHlEDFA & ARkIc BB > s HEGT R »
U, BREYD Hela ifafi#EHT 5.

%1 MCARS#HOBED PFC RREDHER
I 10°A e 4 5 PFC3 ERBRER
MC AR5 B8R 18] 28| 48| 58| 68| 888 1. MCA#®S(D PFCHIics X ITTHE
M C A # 5 8| 224| 328| 470 297 | 621| 266 MCA #5%EH L b BRI 10° o
it il Br| 280| 405 676| 534{ 961| 365 A PFCIximBHIcHELTHAL, R
%xwo % 180.0|81.0|69.5|55.6|64.6|729 BWUBEBBMSTRULSZ2L5ICE3HET
PFC oW idFEf L T 5. & (L iKAR
#£2 MCA®SOEBMEEICRIZITHE
18 2 438 5 6 8@
MCA#SEE |  8389X10° 6958 X 10* 9660 10* | 12613%x10* | 11132x10* | 11040X10*
o BB 9020x10¢ 7731 10* 8944X10° | 10511X10* 9085 X 10°* 8579 % 10*
MCAfSE
¥om B 0.93 0.90 1.08 1.20 1.23 1.28
#3 MCARSROMED PECRREOMS AN 2 %2505 MOABi5 S
B, 6:BEicE $ PFCEM»DIL,
1 B2 B4 B |5 A6 B|8 B 5@ECIINERD6%:REHS
MC A¥ySEE | 18,791 | 22,822 | 45,402 | 36,461 | 69,130 | 29,366 RLTWLA. (F1)
% B B 25, 256 | 31,311 60,461 | 56,129 | 87, 307 | 31, 313 —7, MCA&S % EBHKMEE
%—% 74.3] 72.8| 75.9| 64.9| 70.1| 937 1, 2BETIXMEEEL WDV H4B

LIRS I EREY & b 20~30% DEhn %



Methylcholanthrene #5#%FMATE ICBE ¥ 55 243

K1. MCA#EICE =7 o <Hiffilg
(1:8, 3:8, 6:8) o Ehrlich &
BRALJ T C-11418212 535 alloge-
neic inhibi tion {&ENEE),

—— 1

- 0 O O o

]

0 10F JTC- AR
a. JTCLIOAREEL LD,

b. JTC-11 #ifa # MUMBEE -7 2 > “Hitl
REBAEELLLN,

c. JTC-11 #ifla # MMBEFE =7 R Y > *Hiffl
i L 2% PHA-M ST CRAFEEL 2L D,

d. JTC114pa» MCA 5% 188~
»osEiNE & 2% PHA-M 1 F CRAEE
Ly o,

e. JTC- 114 % MCA#5#% 3 BH <711
5N L 2% PHA-M AT 0 F CiRAER
L7z o,

f. JTC-l1gpa+» MCA# 5 #% 6B H <=7 R))
>o7EifilE & 2% PHA-M {111 T TR &5%%
Lizd o,

RUTV3.(F2) PFCO#EWEIZ MCA 514
Ll LA REBETCII—BLTHER L HEBE SR
LT3, (#3)
2. MCA#E® allogeneic inhibition iHt:iz
BIIITHE
). JTC—114Ka #@Eimysma e LizBs (K1,
2) JTC—11ifa%» MCA#5#%1, 3, 680D~
U R RN U o sHiiiia & PHA-MA I F CRS
B LIOEE I MCAFERSIERNR < v 2 OKE
) LoosHiififE & BARE LSS LA, JTC—11
HlEOEBEIZMAShTWAE. L, MCAWS
HEBEISRBNICIZ-> 2V BD LN B 12HED Y
2 Y »ofifiiE ¢ PHA-MAINF CIREEE L1z
ficid, JTC-11Mian®ERIzIzE A LIl shT
W, b5, MCARSHIE T CIXRF
BY o HMIE D allogeneic inhibition iHMIIR
Fahtva. REIUREESTELS 245z
A12BBC/c s LR[FTY v ) HiMIfL D allogeneic

K2. MCA#EICL 2~ 2 <Hnflila
(738, 1288) O EhrlichBE#IbJ T
C-11#882i- %44 % allogeneic in-
hibition {HHENZERD.

|
]

Q N oo

10 x 10° JTC-11 2 A%

a. JTCl1Mfa & MM BIEHE -7 R Y >/ Hif
REBEEELLLA,

b. JTC-11ifa % MM BEIERE <7 R ) > - <Hifl
I & 2%PHA-M (I F TRAEREL 2L 0,

c. JTC11#fa % MCA# 5% 7:8H~71Y)

o fifiin & 2% PHA-M {410 F CiR A%
Lizbo,

d. JTC-llgla% MCA# 5 %12;8H~="7 1)
iR £ 2% PHA-M 1 T CTIRAE%E
Lizd o,

3. MCABSICE b= > 3fifina
(4:8, 738, 9:8) o HeLa %k
12349 2 cytotoxic effect DEHY,

I

O Q0 0T o
-

]

i 1
50x10°% 100x104
Hela #RERRIE,

a. Hela #%#Ef8 # MABIEE -7 2 1) > 7 <Hil
REEELIZLD,

b. HeLa ##if % BRBIEE -7 R ) >/ Hi#f
H L 2%PHA-M AT CHELZ LD,

c. Hela gkiffa# MCA 5% 4 8= 2 )
v oSHiMRE L 2% PHA-M A MT CHEEL 22
Lo,

d. HeLa ##ifas MCA 5% 7;:88~2 2
>oSHiMRE L 2% PHA-M (M T THEL
Lo,

e. Hela #k#ifa# MCA 5% 9BB-v 2 Y
> oSHiMNE L 2% PHA-M I F Tz 7
Lo,



244 ) ¥ H

inhibition JEMIME T 2L LIZEE L TL 3.

ii). HeLa g 2iEtyidlg & L7124 (K3) !
MCA# 5% 4;8, 78, 8B WTFhoKHDY
SSEEAND b LB ER < v R Y Lo HIHIR & R,
HeLa HEIADEBRE 2MMA T\ 5. )

Z £

) U SREBSRIETH H, FEEAOMNENE
ZA LN TV AFER <Y IULERER 2W5 T
3L, BB~ ARBELIEEL Y, BEORE
BEDHNE L EHHI SN TR HiERIC KR
BREHTNE, U URE QT THEBORBDIE
#, immunological surveillance DT L 1-4RA8
DEHET 305, DL STy Ric MCA » 5+
A&, IHEWIL, IOhBRIREELTLBE!C
DX 3 ICREROBAROBEETHsEBORE %
BRLLTBEELONBNL DLOEEMH .
ARBNTS, HY »/BRIUE Z O THREDME %
DHEETIREBEBE TR, FRAOSHEOEE
WENBEORENA LN TV AP 4 CIT Stjern-
sward i3 MCA 5tk b IE#ilEH D PFC 3
PRE»LELLKETL, Rilichizsc & %R
U, MCARGBERIGCE2MEIL, ZOD1HEERE
HE»E T 2EEMEEOEEZ O3 TOILBNT
WA, BRI, ERMERKEHEL T 2ic PFC %
EE I 28E, helper il LTOTHED
BHMIE~OBIBBBETCHELHALhicEh
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genesis after Administration of Methylcholanthrene to Mice
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ABSTRACT

On the administration of methylcholanthrene ( MCA ) to mice there can be observed a de-
crease in the plaque forming cells { PFC ) from early stage, and in the post-administration
week 5, at the time considered to be of precancerous stage the decrease in PFC number is
most marked, being at the minimal level of 55.6% as compared with that of the control ( un-
treated mice ). In other words, the administration of MCA reduces the PFC number of sple-
en cells in mice and it markedly suppresses the immunological activity of normal mice. This
indicates that MCA is appreciably involved in the immunity to carcinogenesis.

On the other hand, the activity of allogeneic inhibition in the precancerous stage is mai-
ntained during the period between MCA administration and the time of cancer development.
However, the allogeneic inhibition activity decreases by 8 weeks after MCA administration,
the time when the tumor has grown to the size macroscopically visible.  This finding suggests
that the activity of the allogeneic inhibition is associated more with the proliferation rather

than with oncogenesis.



