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ACTION OF BCG (PART 2)

Yasuko HARADA*

(Received for publication March 28, 1977)

Following the previous report, the immunopotentiating action of BCG was investigated, and

results obtained were as follows:

1) Combined use of BCG and cyclophosphamide (CY) which exerts a differential effect on

T and B cells augmented and protracted the delayed hypersensitivity, that is to say, the T cell

potentiating effect of BCG and CY were additive.

2) The same additive effect was also found in the splenectomized mice without making the

treatment of CY. In consequence, it could be concluded that the delayed hypersensitivity was

influenced strongly by the feedback inhibition of antibody production system.

3) BCG also exerted its potentiating effect for induction of the delayed hypersensitivity upon

the immune response to egg albumin.

4) Delayed hypersensitivity was measured as foot pad reaction. This reaction was shown to

be transferred into normal recipient by draining lymph node cells and spleen cells of SRBC sen-

sitized donor.
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T2 iEdi, =y AT, —RCEBENRIGYSHE
L o 2 KPR, A7 A7 3 vaiR e
L, BCG ofsstiblFf4 #it L7z, %7 SRBC %
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mEEHE

By TG LR UL CFy M~ v A% MH L,

BCG: yiis &R A A Lz,

PR

FokiEk (SRBC): Wissy & MO LA 778 WE
AL,

gE 7 e 7 v (EA): Sigma 3> 2 [6 45 5 S5
R BRI AR U CER L7,

etk BCG e, SEARMERD B A & [
B qtieole, SIA7T A7 3 v ORMES HIREED ATE
FHCiTie o,

Cyclophosphamide (CY) : #¥73i8l 384> Endoxan
AHH Lic, 200mglkg DR A ABAEKICERL, F
CHIRRED 2 BN ERPES- L1z,

T < v A% = — 7 OVRREMRBEIIE L, MR L
1ot%, MEEERZ—EHEA Lo, M 285, FwowhEL
To= v AR ERCHER L,

FoIE SIS D IE

MU : SRBC {ED Bk, B & M
Fisvs, PE7 A7 3 v EfEOBEUL Johnson B L %
carbodiimide % {#f] L &k MBREHESIGC X b T
E L1,

RYERIG: WS & RBRCAT/e D7 HUF D test dose
1Z 1x108/0.05 m/ & SRBC, 50 p#g/0.05ml & EA %
Fuic,

BTy fila B A 28 (Local passive transfer) :
Metaxas-Buhler 5% D Jjikic # U7z, Donor <= A
LI b e v v ik, Hanks e T3
EgG L, SREOFIFIFEKLEAL, #B&0.05ml %
recipient = v ADERENC YEA L, 24 FefE8, D
ERRAJIRE L1,

FHEEORSE: W & FIRC TR0,

L] R

I. BCG & cyclophosphamide offH%hH

1) CY#5Roz o BEM R S(DTH I Bz 3 %)%

CY oB%x—<v A 1Y) 0.5mg /b 8mg FTHE
{bxar, FiEEIX SRBC 108 %45 HR(E L C DTH
LBV AMABZE Uic, CY IXHEEED 2 B §ic
MR R fT e 0T (1), ZDfER, CY ik 4mg
(200mg/kg) w5 L7cpg, DTH 2UR b h, 41
eEEAT SRR I S iz,

2) CY o#r5iloRE

CY % 4if&ED 7 BRI B 2 Bk % TOM 4 DRl
1 dmg B REREAE S L, SRBC wxi7 % DTH Limf
Pikfli% 8122 Lz, SRBC 11 108 AR HRKME Lic (B
2), FOEE, CY 1EED 2 BRNC #5- Lic HEC

W OES2E BILY

# 1 Cyclophosphamide #¢5.58» SRBC =%}
2 RBESUE & I FUAMmC Bis -3 %h 5

CYBGRE | MR | | o | OOSHHI
(mg) (0.1 mm) (logz)

0 6.2+1.2 3

0.5 4.8+1.0 N. S. 2

1 3.4%1.0 N. S. 1

2 8.2+1.0 $<0.05 1

4 10.2+0.7 £<0.001 0

6 4.0+2.7 N. S. 0

8 2.4+1.9 N. S. 0
Cyclophosphamide 3 SRBC 10° 732 B (FD 2 A §ijvc BFe P

B Uk, ¢ R CY KGR LT,

% 2 Cyclophosphamide ##45- & #iJFR(E & ORIFRE
® SRBC izxi3 % R HERIE & i FiAAmic

itz
CY# 5L S .
-7 3.8%+1.1 N. S. 2
— 4 8.6+1.5 N. S. 4
-3 7.8+2.7 N.S. 0
- 2 10.0£1.8 $<0.05 0
-1 6.0+1.7 N. S. 0
0 1.2+£0.7 N. S. 0
+1 0 N.S. 0
+ 2 6.8+1.9 N. S. 2
xR OBE* | 5.8+2.3 4

* %iEREE SRBC 100 4 RBERAF O AT a0,
Cyclophosphamide % SRBC 10° 752 B & L io kiR % Euv T
dmg ZMENCR Y Ui, ¢ REXRICH L TiTlieol,

DTH 7Mg b ¥R S h, PukEAIEECHf S hi,

Lo T oER T, CY IZHFEREED 2 BT

I Amg B EBAEBETHEMATS Z Eic L,

3) BCG, CY ¥snDis DBt b0 BIERK N FUE
TR D L
LitogRE, WG HFRES 108 Ly S R B

R s\ T, DTH $HifkEA S I<HRIh iy

AL, -oFBcix DTH, §ifkiEs s HicfEu

{EHURE: 108 LA L, 108 & 108 DFHLFE{EH L

g4, BCG & CY o DTH i RIS+ {E % B

B2z Uic, BCG 1L PURRED 4 BRI AR B R L,

DTH xEfF#2 B X v 21 ¥ C@igg L (K1), #*

PEHIE B SRBC 108 TREE Lz B4, BCG i,

CY %t & iz SRBC 108 &fE D H oxiiAfic L DTH

NI FERINAD, iz BCG 1wk DTH %)

Bk, CY Tl @»bh DTH offfit 5 M

1%, HEDFEE RO, i LESFRED SRBC

108 CRE(E L= B4y, CY B\gr>TEy DTH

R L, FORERGRET21E F TG Lic, T ORI
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1 BCG, cyclophosphamide ¥ d ¥ D Bph#y 5.
o SRBC 1zxt3 % RIS Iz ) 5 &
& OFFINEZEA L

F 104
£ SRBC 10¢
g —
g5
-
E -~
< o —" ———!
‘5 -
2 .
0 2 4 7 14 1

Days after immunization

SRBC 108

0 2 4 7 14 21

Days after immunization

Foot pad reaction (0.1mm)

SRBC 107,10 k& L nA VR PRk (| Ci T D7z,
O—O + SRBC (T 4 5= BCG % (7727 4f

B : SRBC }&(F0 2 A= CY 4 mg MEANR 5% 727
@—@ : SRBC 10°,10° ¥&f1 ) B OB AR

B 2 BCG,cyclophosphamide iff#%» SRBC iz
R 5 SR BERUIS ORI AL

N

\
10

Foot pad reaction (0.1 mm)
($2)

. |
~.\7\

0 4 7 14 21
Days after immunization

SRBC (% 10° % 4i REERETTIT D7,

©—® : SRBC K&(FD 35#iiji= BCG #iffiasi7eor-Bt

A—A :SRBC J&(FD 2 Hiijiz CY 4mg MIERIR G2 177007
B : SRBC ##&(Eo 3 84~ BCG, 2 A iz CY 52117208
O—0O : SRBC 10° B&(FDHDEE

R IR 2 2 s T,

PURE Tz BCG o DTH #éanshiir 28 ¢, HEE
%7 & CY T X AHURBEAEREIZE > DTH 5
MRANE R S 1B C &Aoot
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4) BCG & CY ff A oIER G RIF %)

Wiz BCG & CY oftfiz X v, DTH o &
ft A ROV #RY L7c, BCG-CY JfFRE, BCG Hifh
B, CY BASR, xBEEo 4%H2413, BCG-CY #ff
T BCG #REFD 3 BRNCHREFHER L, kTR
fEo 2 HATZ CY #EREME 5 L7z, SRBC (% 108 %
FRPERIE L (K2), ZTofER, BCG-CY {fHEE
%, BCG, CY kokoBMIHCEL, EE2TEV
DTH %3S, 2o L1,

5) CY fffiz & %, BCG #fitho SRBC izxf+4 %

B HES 7 I DO REFS A 2R

RiREIZ RE Nz &<, BCG o SRBC izxt4%
LB, %3 ~ 7 Homiici DTH o
WRA R L, 9 BB P PEL OB A R+ A M D
i mabhiiz, L2T CY #fHT2 &2 kb,
Pk D ¥R T 5 5B L DTH i 55h % 2
ZOWTHRE L,

BCG HREEMESH 11 TORBINC T, &IE
» 2 {ENe CY #EkEN &5 L, DTH i & fE
g L7z, SRBC (% 107 45 R BEREfF L7 (323),
ZOf5R, DTH oBifis &R i o> Th bz
e BCG Hghfff oo DTH D v~ 2 % ;x4 78
ZEWTRG EESh, ozt DTH o5 Lo
MOTOAIGEAC RO THIZEA EEMED ¥ F THm S
Nz, PUAMIZ B\ Tk, 2k h BCG BUMh{#E DR
DHURDHER &7 U BB £ 5 D1 H Bz,

6) <Y AL FH~ v A2 BT 5 BCG #fEH%D

£Wio> SRBC w4 % BBIERI R T o Heils

HEXbY, CY 28 BCG Effic X b ¥ s hi- DTH
HHIC R ORI S D 2 EN b0, Thik
CY &b bifkEA% MHl+% 2 Lic $2C, #Hitho

# 3 BCQG, cyclophosphamide #{ffH» SRBC iz
R 2 RBESG & Ml P fme Bz 3258

RS | RS |, e | s
D G (0.1 mm) (log,)

1 10.7%1.3 £<0.001 2

3 11.4%2.1 »<0.01 3

5 11.7+0.9 #<0.001 3

7 13.1+2.3 £<0.001 4

9 11.1+1.3 £<0.001 5

11 11.8+1.1 £<0.001 4
CY,SRBC*| 9.1+0.8 N.S. 2
AR | 6.2+1.1 4

* BCG L& CREEM B %49 CY ®Z SRBC 107 73 /E gk
i 2 Bz dmg 2MEEHAE S L,

kAT SRBC 10" HRRIEDOAXIT /D, < ¥ A1k BCG #ijl
B4 LRk Z B & SRBC 107 4 2#EREIF L1728, +0 SRBC &
fED 2 Bz CY % 4mg WHENES Uiz, ¢ RERABIz L
TATI8 D7z,
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x4 ER<vALEMR~<Y AR5 BCG Big
B (R H P EAE) © SRBC iexi3 2 RHH

P & M BRI B %hE
BCG ¥ REREL | I3 BTAAAE
‘EPUR| (0.1 mm) L e (log,)
BEEDO|IE % | B E W | W B
FfEGE) =7 A | =7 A <=VA| =V A
3 9.8+1.39.9+2.1 N. S. 8 4
6 8.5+0.59.7£0.6| <0.02 7 5
9 8.7%£1.010.7%+2.1 N. S. 7 5
XERE*4.7£0.9 2

* RBBHLIER <Y ATH D, SRBC 10" #HBYERIEDORTIADN,
iy BCG RALED 2 BN T/e 2. t-HRER EH ~ v A &Hf
B~ A D RBESIS DA HE T2,

DTH 1%} % negative feed back #[g3 +570 &
Exbhb, 2T, MKEEOEEERTH 2 ML
i Ui~ v 2% §H L CRBROERE1TI 27,

i~ A LIEH < v ACRWT, Thih BCG
&%, 358, 658, 9BD & e SRBC 107 %74 2B
BfeL, DTH & fifkiliz 8142 Lic, MEBAER
BCG #ME o 2 BINCAT/eo%e (E4), TORERE,
< v A BTk, 9 7e2Tdh DTH ET
BPFCHE S, PUREEL TN T S R D RS
o

U. KREMHERIERIE 747 3 Vic /32 48 G &

BCG nizs:

1) EA w45 s

a) EA ¥jhic k%5 DTH oFi

EA % 10 pg /n % 1,000 pg % TE%Z %, SRBC &
R UL AHERPCEIEL, 4 B test dose 20 pug TR
Riew sy, DTH 24 Lk, ZofE%R, DTH ik
ErACFHR ST, EA BTz, ) DTH 2
FRINE - EETENDI. (T — ZILEM),

b) BCG #f@tso EA w325 DTH

BCG % 6 @A RECHEE L, EA o&fFiE% 100
pg ' 2,000 pg ¥ CE(LER T ARECBEEL, &

% 5 BCG RiE (R NERE) ~v AT %
a7 7 3 v REEROBELD RIS B
3R

SEra7iy | REEE |, oo
BfFR (o) | (O.1mm)
0 0.8+0.4
100 1.8£1.0 N. S.
200 3.2%£2.3 N. S.
500 4.0+1.6 $<0.01
750 4.2%£1.9 $<0.01
1,000 5.0+£1.8 £<0.01
2,000 4.5+£0.5 £<0.001

BCG @il 7 A7 3 vARBRED 6 BAjicA RIRCHEE L.
-RERIIA T AT RBIEBRCR L T a2l

M E2R F15

B 3 BCG, cyclophosphamide f#ff#DINET v

"3 VIR B SR BEROE DRERERYZE(L
10
g
=
S
=)
= 5
g 5 \ g
£ T
o 9]
8 =
(=1 \ H
2 { | <
3N ° | 0=

2 4 7 14

Days. after immunization
=7 ARIRE 7 73 v (500pg) BT F O 3 i BCG A Behi L

2 B CY 4mg % JERENR S LT,

OO : EHIC R BRIEFAE AR K27 7 L A

{4 BRIz test dose 50 pg TP % 1T 722 12
(35), = 0fsHE, DTH i34z EA Bfinc T X
{HREhic, EA BfEmoincoh <, DTH Xk
FL, 1,000 pg THEA & 7D, 2,000 pg TLX, 7
ZOTHMES L, BEEEDOH D Z E03bh27,

c) EA test dose DWE

BCG %A 2z 4 BacifE L, EA 1,000 pg %45
JRBERE(E L, test dose % 10 pg 255 50 pg F TAL X
¥, REEIGZITR 2, FDkEE,
Tk b < DTH 233 ahi, Lo Thk, EA
(itest dose 50 pg HA{FMT 5 Z & & L7z (F— 2134M),

2) BCG, CY #tH» EA ki 2 BRER e U

ERIES

wiz SRBC & & LA UL EAwwts\vTdh BCG &
CY oftfiic & 5 DTH DO@mahRic o TS Lz,
BCG % 3N AHREHEMEL, CY » EARKED2 A
Aiic 4mg % [EIPIEES L, EA 500 pg 4R BREIEH 2
~14 Bo&FRicisir» DTH Z##igg L (K3), =
DfEF, DTH x4 B2~ &L, CY ffHic X 554
BEIRNZ BT, Pk CY of8ic kv 14 HiC

test dose 50 pg

® 6 IEH~v AL~y Ackl) 5 BCG,
cyclophosphamide HFHDIIFT V7 3
RS B RS BUE 38R

. E#H<vA | i~y A .
By | oemmon | ¢
o (0.1mm) | (0.1 mm)
1. (=) 1.8%+0.7 2.4%0.8 N. S.
2. BCG 3.8%£1.0 6.8+1.5 2<0.02
3. BCG-CY 6.2+1.3 | 10.8%£2.5 £<0.02
4. CY 3.0+1.3 3.0%0.9 N. S.

Wil : 1. P77 3 v 500pg AREE(EOHRDRE, 2. A7V
7 3 VEED 2 i BCG #fixAaonchf, 3. a7 s vl
e 258ae BCG #4, 2 Biic CY 4mg MHENE 521727k
¥, 4. AT AT 3 VIEEO 2 B CY B4 &1Tino7ei. ¢ BiE
BIEH <~ v A Ll < v ADRERIGOREETHIRDT.
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% 7 Local passive transfer: SRBC 75 & Bik{E ~
v A DR Y v it X O HE oM A
F

: SRR IG (0.1 mm)
]‘ # Fa %L | Recipient

R il | 5% 10°
et i B@‘ 5% 10°
som B0

Donor

3.3%£0.8
2.4+0.7

1.3+0.2 | 9.2%1.5

* %@#E SRBC 10° o0& ERHERHA Shic. Donor i¥, 5K
SRBC 10° ARERF 4 B RRAMAMEHERL, 5 M REREE
#f7c>7-. Recipient %4 #ifa% kii# SRBC 10° SRET, i
1 SRBC 10° O& &7 REECHA L, 24 Rl EMEIE A ME Ui,

DHHEBL LT,
3) fi~ v A LIE#H~ v Ak 5 BCG, CY HfH
» EA w3 % BIER R R R 3 7R

W~y 2k FHE~<y AL BWC, KO RO EA
Bgh®e, BCG-EA #¥, BCG.CY-EA ¢, CY-EA #f
O AR, KBTI 5 EA 500 pg AR BHRR(E 4
A# o DTH »#4 L1z, BCG IXEED 2 WA R
weEfE L7 (356), FoOfEE, BCG-EA #, BCG-
CY-EA BHIfME XOEH~v 2 &b, EA N T5
DTH #4558 SRBC o332 KIGOHA & R
I, OIEE A LD ET, WO~ Y
2@ Jjic DTH O E < & bhis,

. BCG ik aimibo M A LB, R (cell

transfer system) 1= X H#ET

1) SRBC R&fE~ v 2 DBLERATY v -< Hiffifa & il

fan® A8

SRBC 10® %745 REAC B{E Lz donor = v ADREE
BTy v gl (Thebb AR Y v k) LB
R A RE 4 BRI L, BsD3kd 5x105 & SRBC
108 A& RICEA L, recipient DEREHC BAL, L
DAURRIBOEREOERY JIE L (E7). TOK
B ORERGTBEIh s DTH fifec kb EES
R, 2o FERMERTT V v il s B
~, recipient 1235 % DTH % k< #Hid5 2 L2238
BZIhic,

2) BCG M~ v AD BERAT V v <Hififa & il

fao® A KE:

BCG # 3 A RYc # L, SRBC 107 42
WA Lz donor = v ADEERHITY v SEia A
105 75 107 ¥ THALX®, %Eo SRBC 108 L
T recipient OAREPACHA Uiz, ML 3x106
BBA L (K4), ZOfF, recipient v ATHIE
xh s DTHIX, BASh Mool <
M FHimXh, dose response DPIFRNZ BT,

3) BCG, CY i~ A0 BIERFTY v <Hiiflfad

BAEE
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Bl 4 Local passive transfer: BCG JEBE R PI#fE
< ADRBLEAIMEE Y~ - SHI, s SO

TR A LR

10

g

g

b}

s

[=]

S

3

S 54

-

ke

<

o

]

o

=

0 | . |
%Ocnor 1X105 1x105 1X107 Spleen cell
SRBC Node cell 3% 108
S _/
—~
Recipient

Donor —~ ¥ #it, BCG ## 3 8% SRBC 10" HRMREIF#1Ta0
4 A Bic LM L7z, Recipient < v A &#Mifg D L iEE%
SRBC 10° ¢ B¥ THRECBA L, 24ReE1H% 28O MEARZ JIE Lz,

% 8 Local passive transfer: BCG, cyclophosphamide
BE = v A DRERIBE Y v < Hif ks A KB

FRBESUE (0.1 mm)

Donor R M & |—

Recipient Donor
1. (=) 1.7+0.4
2. SRBC 2.9+0.6 4.4%+1.2
3. BCG-SRBC 3.3%0.6 8.8+2.3
4. BCG-CY-SRBC 4.6+1.3 13.8+0.9
5. CY-SRBC 4.1£0.6 11.4+2.4

Donor Fi/LME : 1. E#KMAE~ v AR (Z OBIRERIEX1Tch T
EHD Y vAfMaEBA LL), 2. SRBC 10" #RIEEIEOHXDR,
3. SRBC RfED 3:8iiic BCG #flin fiieo7chf, 4. SRBC RYF
» 3@inc BCG, 2 A#ic CY 4mg MRENEY-Z1Tieo7ch, 5.
SRBC MfEo 2 Aific CY b5 fite2dc B bl b 1 &R i 4 3F
o Donor 3 SRBC R 4 B#ICHMRE Y v ikl BRIk Lic,

Recipient ~ v AxAGMER ) v -l 1x 10" {2 SRBC 10° &
ETHECHAL, 24RERESIELRY RE L.

Wiz BCG, CY %##ffH Lic donor = v ADffiflax
ATBHoiic kb, CY o DTH 2 Rig¥ HiEsh s
recipient =¥ AICE VT LB I D i D\ THE
L7z,

Donor <= A1k BCG # 3 j@nnicifE L, SRBC 107
BB RIE LiclE, BCG BfEMRIUFREED 2 HEl
i@ CY 4mg %P Uiclf, CY 845 & PuFREE
P, PERIEOLRORE, RLEIER ~ v AR GUFREF
b T) ©5EC U, FREO BERAT Y Vo8

(EME 2 v v <) Mg 108 % SRBC 108 &iE & C
recipient IZBA L7z (F8), T DR recipient 1Tk
;% DTH i3, RABEE~Y ADKE Y v il
EBAIHERETIE, @EAEFRINLDCDILS
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L, BCG, CY #fH% o SRBC JR{E LRz B\ Tk
(ZE AL donor BRIz H b s DTH HgRhdas, i
BA X b, recipient 2R\ T FHLT 5 2 &N TR
Ihiz,

% 2

CY {FHDHME, CY Df >3RI B Az i)
THEREMS 2 LT kb, Ptk Ro T4
DA T D B &, RICBIE O & OFFfiA 130
5 ETHAHY?, CY 2EIRC B Mfax IHI+5 o
rit, Stockmann®, Turk?, Poulter® 51z x b, CY
LI =Y AW, Vv oo FlRIRak 17 s
(thymus independent area) 13335 B % # Ot
BAMMFOC BET s L L FFSh Twa,
CY (3 DNA GRUHEHITH 2 7o JURRRIE BIsFHC
s 2% 770 5 R&IE Y v <8k, THIfe, B
bt CY Ik pfEEDY T 5D T, YikEAROBIE
BRI 2 Mfl 2T D B < fedie, CY %EMT2
bWz E2T, CY ol & PR FORIT R
FIRAEOTL BN 5, bbb OERFEREN D
b GE2)HFUEMED 2 BRlic CY 28¢5 LcRETik
I LR OB IERI IS I S i DIE R L, HURREE 1
A CY w5 Lchfciy, BIERKIG, fikpEd
LB EINI DI, TDX DRI L, Fh
CXT AR, BiifaoA ¥R pREOECIZ XY, T
HTHIBNLEE S D ¥ Tk CY IRREZ i DIE ik
fifach s o L, B Mgk e CY ICEZH0R
\» rapidly replicating precursor pool 7% 33 % #ll
faTHn EIRML T\ 5P, F7o Kerckhaert 510134
K24 RN E B L, T a4 5 short-lived T cell
& long-lived T cell {433, B4 Bl &
short-lived T cell 73 CY 12 X BEE4 32T 5 &R~
W,

0 L5 i fERER AR CY Tk, SRBC 0@
FiEE &b A LCEE (K1), miEETE itk
BEANEW I, CY ORRNBEF TN, HER
G L Wil S Th %, TS T MG i s 5
% BCG &Pt X b, BIERIEOWE &\ 5 5T,
2 FOMIMEN IR ERAGR L b Wb Thh, BCG #
TR OV B IER S 2 % Bl i s ¢, CY %
B L7 (3) W Th DRI BT
Wh, Tl BCG MAMOBAIIE, BIER G
FFLTL aHcd CY Offfic X b, {RERHR JRIE
R IEDOFENBEE S h D,

—z, =T AR WT, KEMEBE TH S IR T v
7k, BIERIS A R L SR SR TV S,
bhvbhuk BCG #RiLE+T2 = L kb, |7 v
73 VIRV BEMRES e, Hie CY %

A OE 2% 115

THT2 2L, WRShs o eailnti, b
b BCG Dfufesf b ik, BT A7 s va i &
LTHWI e XTdld by,

FIIRIFD 2 BN A T7e Dl = v A Th, JBIE
MO, Eick T, CY L3 s A L5
WA G, 2D 2 SR T T B Rk D
AR TH D 2 LaBz b, Bt o
ETHY, v AR ULBIER S LT, ik
PEHESRIC X % negative feed back 238 < {8 < = & IR
BERD, Fro CY LOBRICk L TE VL ug,
CY LN 21172 5 L 5 IsfER RO L BT
LELIZNTHAH S, BEDL5ic, CY Ok
Frae iz, PURBELRFRD & ORI F I3t 3% nega-
tive feed back %HtH < = Likdioss, BT T,
CY 1z k> CGRER K IGIC X3 % IR 219 7: suppressor
T cell MBI S A2 4558, BIER IS ED b b &0
WEPLH L, Lol, SHEDFEPX, SRBC %
PURE LT, CY 1z X b JE4 i suppressor T cell
PHIHI S D MENCONT, A LR UEBRR T
DIH, TDO—EOERTIL, FD LD HERITED
nilemnotz,

RRBEIED S IERY S % 1125 LT B & & D4eff o —
U, Mg A KR DML bhsb, Miller 533
SRBC il & Ui REERIEABIERT % % T s %
Z &%, SRBC JE&fE~ v 20D BMaOMfaR A LR T
AEMI LT %, oitbhd local passive transfer (i
T 5 & X 0is Lic, TO5E, E8pL L,
BCG, BCG-CY I & % iBHER TG D B %)%
local passive transfer IZk\ > Th BDHR, EEEKIE
PBIER G A H T 5 & &R L,

Pk, B b P T v Ak, SRBC & EA
PR E UCHER L7cBEo BCG g bEf ofE A
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