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There are two types of cell populations which mediate the tuberculin hypersensitivity : sensi-
tized T lymphocytes and non-specific accessory cells. The present study was undertaken to eluci-
date the identity of cells which can transfer tuberculin hypersensitivity, those which produce the
macrophage migration inhibitory factor (MIF), and those which produce the leucocyte migration
inhibitory factor(LIF). In addition, it was studied that the relation between the MIF or LIF
producibilities of transferred sensitized cells and the composition of infiltrating cells in the skin
reaction site in normal (non-irradiated) or irradiated (800 rad) recipients.

The results were as follows :

1. The ability of tuberculin-type hypersensitivity (TTH) transfer, MIF production and LIF
production were equally prominent in the regional lymph node cells of guinea pigs vaccinated (V
group) with heat-killed BCG.

2. The ability of TTH transfer and LIF production were prominent, but MIF production
was not detected in the spleen cells of the V group.

3. The ability of TTH transfer and MIF production was detected in the regional lymph node
cells of guinea pigs vaccinated and challenged (VC group) with heat-killed BCG, but that ability
was weaker than that of regional lymph node cells of the V group. Leucocyte migration stimula-
ting activity was observed in the regional lymph node cells of the VC group, but LIF production
was not seen there.

4. The ability of TTH transfer was most dominant in the spleen cells of the VC group. MIF
production was also detected in the spleen cells, and was equal to that of the regional lymph node
cells of the VC group. Leucocyte migration stimulating activity, but not LIF production, was
observed in the spleen cells of the VC group, as was the case in the regional lymph node cells of

the VC group.

*:From the Chest Disease Research Institute, Kyoto University, Sakyo-ku, Kyoto 606 Japan.
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5. In the skin lesions of the PPD test on normal or €Co-irradiated (800 rad) recipients, the
number of infiltrating non-specific accessory cells, i.e., mononuclear cells or polymorphonuclear
leucocytes, was not histopathologically parallel with the MIF or LIF producibilities of transferred
sensitized regional lymph node cells or spleen cells of the V group.

6. The PPD-skin lesions of 6Co-irradiated (800 rad) recipients were macroscopically more
prominent than those of normal (non-irradiated) recipients transferred with sensitized regional
lymph node cells or with spleen cells of the V group. However, the total number of infiltrating
cells in the skin lesions of irradiated recipients decreased to about half of the number in those of
normal (non-irradiated) recipients.

It was concluded that the ability of TTH transfer in vivo and the ability of MIF production
in vitro are not always parallel, and that the ability of TTH transfer in vivo is parallel with the
ability of each of LIF or leucocyte migration stimulating factor production in vitro, and that the
total number of infiltrating cells in skin reaction site was not always correlated with the size of

the skin reaction, but the number of infiltrating cells in the skin reaction site was strongly con-

trolled by the total number of mobile cells in each animals.
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fkT, fihi: non-specific accessory cell T3 %,

FECEMBIZBI LTl 1910 4R Bail® 13y vz ) v
BEARGD FEBUC LRI FE OIRIED 2\ %) v -~ EiD
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accessory cell [Z%}3% mediator L% & HICED
71O b 2 AR—TJTIL in vive VT BEARIGE in
vitro [ 317 5 MMIT DR & X—F L\ &\ 5 g
L% h2o~2, MIF (3% 7= DTH 2§+ 5 Lok poly-
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VIRGEETE M & in vitro 13513 B MIF pELEREDS 5
Ui LIF EEARRE & o MHBIBIARIC DT, 2 BEDRIFE)
Yre i\ CTHBHRRT Lic, F 7Dl Rl A V¢,
EFH 2\ k2 MRHE % recipient & LT, J&
{Efif@D MIF & 5\ % LIF Gk & EARIGEM S IS
I} % non-specific accessory cell 7> bEBER R XY
SRAMERO B E & OMHEBIRE R O\ TR B M
&R L7,
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1. SEREBHYR X OREHE

KRB ISR EREREY £ 2~ XD AF L
s~ P U—FREAEY b ({FE 300~3508 ) &V T,
BAFHEI TR RN BCG RO LB ER 2mg %
Freund o Adjuvant 0O, T% lmg T ou4H4 5 RAT
BE &, RPTEEH 4 8B 12 BCG EHDOERER lmg
% 0.5m/ OAEBAEKCIFEL, EOENEACID
L (F v vy Y) 35 200K ER AV, Wtk
REERER 4 BE TF v L v 2R LTWIRWEEE L
vy PEVEELHL, 4EEDF v vy o7 AR ORKE
EAEy b VORFEHRT D,

2. AEIERER OUEEL T

ZHEEERE IV =27 r 7 7 —2(H 5 WIEAMER)
WERERHL IR RBRC B P M RE XX BT o [ D 5k
HRACTER L, EWFD2WILEEE L2y HaDR
FREC L DML, BIMIES B0 biiks X OHE
(FEH) v v iz L, Eagle’s minimal essential
medium(MEM ¢ #%3, pH 7.2) HC -~ 3 CHIn<
YD &, 2y v Bl THEY S, Mk
Bk USRI ¥ & OfRRE L ek, MEM € 3 [k
DOTER L7,

3. ZHLEER

LR o cBeiiiay, Mg thth 1x108/
ml, 5x107/ml & X% 1x107/ml ¢7c% k5 MEM %
ACTERL, 20 1ml #FAREFHELEy P OLE
ANES L TEHRE5$5, b “Systemic passive
transfer 57 %R 7o,

4, V=X Y) vEHRT A

ZHERERRT R\ T, MEBAK 24 #HE, 0.1
ml DAFRAIEKITHES Lic PPD o 10pg % LS
L, S5MfE, 24 #5H%R X OV 48 B H DIk 3 L O TG
HHEE L7,

5. =7 w7 y—UHgER IR (HEE) sI0A

BRI - ARER (8RR

i) MifgEsEE b (MIF 35 X OF LIF) o JEE:

1. 5% 107 fED IS 2\ IZFTE (FUERE) U v -<EiM

61

I (EFHOGEIERY v ElEsER) %, A b
V7 b= Yy 100pg/ml 5 L= v 100 units/
ml & &, 15% DI % Iz 7 TC 199 &g (buffer-
ed with 20mM HEPES, pH 7.4, JF TC 199 } m%
F) © 3ml g, PPD % 0, 20, 40 IO
80ug/ml D& INL, 5% CO, in air, 37°C T 48 K
fiIREaR Ute, BE3%1%, HIBI%w % 3,000 rpm, 4C ©
30 bR LT R BB 1S, (F+ %5 T—-20CD 7
) = FICARNTREFE LT,

ii) BBl <7 r 7 7y~ CORENER IOV R
7 7 — ClELIEERER: Davidl®® o5k ¥ U 7o 15
D HETIT I D12, WEIT 7 4 v 20ml HIE#
EATy FOMEBRCHEAL, 4 BBCOBENRC L
Bl U CREMIE S8, KKTEHL LR 200ml o~V
7 AW A IV TR A Ui LIRS B b 2 BR B L7,
MM~ v 7 2¥EC 8 @Yk, TC 199 #FH\T 10
Z DA T L, B (B 1.2~1. 4 mm,
EBX75mm) THE L, %HA Tz LT 1,200 rpm
TS5 MR L, e s ko R CRME L YK LI,
FMEIL~ v HFRABF = v -T2 v ) —A
(Beckman) T2 ARKFTOFEEL, F 74 VTHA—
7 A%, biloMlaisi bifd~y » 32 AMF =
VA= DERNBEC LTS 7 4 VTHIEEL, 37CT
UFHEA vF <~ L, BRBE~7r 7y~ %
S, BRI 2 ADFHY &ot, kklikE
HAKEH80% D~ 7 v 7 5 — DA AT,

i) RSB REROFES Pk X OB MBI
B 0.2% sodium caseinate(pH 7.2) @ 10ml #IF
WELMEY POMEBRICEAL, 3$HHIBICOBEREC
X0 e L TR et KKTEL LI 200
ml D~V AR TEREZEREG L, BEEsE LR
Uiz, MEB8IZ~Y 7 235 3 Epeorcts, TC 199 %/
WTI0% DR & L, UTRiido~2a7 7~
DR LR & RO IR T ot Mokl
HIRZITF990 % DIFFRER A& A T oo

iv) Migration Index(MI) o Fisk:

PPD % hnx 7-¥5& oMl i ke X % ket
PH)%miﬁb%ﬁmmm%ﬁkﬁtléﬁiﬁﬁx

MIC%) = PPD & Hritic X % BEm Bt o
IR X B R AT

6 =31+ 60 DRAITIE

By = L b GO JAHEE (RTGS-2, 2,000 Gi)

VT, ZHEEERC T S MR A 248 T
FEEELEy b\ 800rad 2 LHWE L, =1 MNEE
recipient & UCfEH L7z,
7. YR ) v ERRIGHA ORI Bt
VN s ) VERT A ME, 5HEHE, 24 BiEd L 048
s B RGO LI AT D ELY,, BhicsL<
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Y VEE L, BIEHAKEL, <774 vEELTIF
2HD, ~=rEVY Ve = Ad O VIRER, SRl
MR EOBE X ER B O KA & Rk £<RHE
MiarmAehisvWErEik (=) &£ L, B&ELic donor
R HIBZENBEOS &% () & Lic, £ DHH
DG RTERC O T, MBRENPEECRS
NEEE® (), MBEEENEECSHEY (+), MiER
R TN RO HE% () L LTHEL,

8. HEEOWE

Student t-test 12 X » {7727z,

I EBRRKE

1. Y2 ) VIREZERERER

VEHC BT 5 Y 2 ) vEZ G EMIIZ S (5E
EBROEE, Bkl XOFE (REH) v v o4
R bt (Table 1 3 X0 2), LA D VEEDRH

W OBESTE B2F

FEFRY v SO EE SR g3 5 o dose
response EEEAITD L A, WH LD 5x107 {EHL
Eosfac & b IE recipient XL TY A2 Y v
B WEREET S ENTE, MBHOERIGEHDME 3L
IHER%E TH ol (Table 1),

VC BHTRIT 5 ¥ v 2 ) VB EEERIZ S5
FEEROE, HEs LOTTR BUEER) v v #iok
gD bc (Table 2), VO REDOREE MY VEE
LB Lo E, AR Tk VC BED T HMBEE kAR
< (p<0.01), FrgY v-<H&ififacix VC BEDHMERE
TEMEIREF 2272 (9<0. 1) (Table 2),

2. VDD VO HOBME R L0 B (RE

) Vv AEEC 3135 MIF 3 X 0% LIF 54

JRFTRRE% 4 BB O VERHT BT, FTdY v -<&ifl
B X OEAEN I Y R 7 ) v RS YRR
I bhtoa, MIF FHIFE Y v iiflile & fiE &

Table 1. Results of Tuberculin Hypersensitivity in Non-irradiated or Irradiated Recipients
Transferred with Living Spleen or Lymph Node Cells from V Group

Tuberculin reaction in recipients** \
Cells transferred* | No. of cells ‘ p-value
After skin test | Non-irradiated Irradiated
1% 108 24 hr 13.1+1.2 15.4%+1.1 N. S, #ik
48 hr 7.1£0.9 13.1+0.9 $<0.05
24 hr 10.2+0.8 12.6+1.2 N.S.
Spleen. cells 5x107 48 hr 5.641.4 10.8+1.7 £<0.05
1% 107 24 hr 6.9+1.0 7.5+0.9 N.S.
48 hr 2.4+0.9 4.3%1.6 $<0.02
1% 108 24 hr 11.7£0.5 13.7+0.4 $<0.02
48 hr 9.3x+0.7 11.1£0.7 N.S.
24 hr 10.0+1.1 11.5+0.6 N.S.
Lymph node cells | 5107 48 hr 3.840.5 105517 | #<0.01
1% 107 24 hr 6.3+0.6 9.7+1.5 N.S.
48 hr 3.2x1.1 7.6+1.0 1$<0.02

* Variuos number of cells were transferred to normal (non-irradiated) or irradiated (800 rad) recipients
intravenously, and skin tests were performed with 10#g of PPD intradermaly 24 hr later.
** Mean diameter (mm) cf six recipients +S.E.
*** N.S.: Not significant.

Table 2. Results of Tuberculin Hypersensitivity in Normal (Non-irradated)
Recipients Transferred with Living Spleen or Lymph Node Cells
from V and VC group

Tuberculin reaction (24 hr) in recipients*
Cells transferred p-value
Skin reaction** Positive®ik /Total*¥**

V group 13.1£1.2 6/7

Spleen cells { <0.01
P VG group 17.1£1.0 14/14 4
V gro .7%£0.5

Lymph node cells { group 11.7:x0 9/9 »<0.1

VC group 8.8%+1.5 3/5

* Skin tests were performed with 10 zg of PPD intradermaly 24 hr later. One hundred million (1 x10%)
of cells were transferred to normal recipients intravenously.

** Mean diameter (mm) *S.E.
*** Positive : Number of animals showed positive reactions more than 10 mm diameter.

*#x% Total : Total number of animals tested.
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DR LELRD NI, VS ) VISR
e OB & PUR D85 B2 HIXERD bhig s
7=, VG BETI\W T, FMOERTY A7 ) VER
WEEERY SO TWRFTRY v EMkESH 5\ X
Fa & HUR & o5 Lo b hREEC MIF (E 258
»hte (Fig. 1), VCRHT kT %5 MIF Efa VIR L
i Licss, FIBY v-<#i Tk VC #Ep MIF &k
EEER L, MRS SRS bR AERTH DO,
LIF fEHCBI L TUE, ¥~ 7 ) VISR B EIE s
b VEEOTTR ) v < &ififas X O EAlE & HUR
L DEEIE EE D, Mo LIF FiEr s oo B bh
foo LALY S ) vREHEEEGEY Lo VO R
DOFFE Y v MBS 5 PR & PR & 0RER g
24 LIF JEEENERD LR {7 D, LA AMR
ﬁ%ﬁ@%ém bbb X 5 icieof(Fig. 2),

3. # (230 FIERSE) recipient T 5H Y ~n

7 ‘/BZWEU’“ AL D ER A SR BT

RRISIAIC 1 5 REIEBE o e & RIEMR L ©
A BT 50, Y ) VR EEEE
35 X 08 LIF 1E s B i B, MIF (EPEssis
L VEEDEMEN L VEEOFTE (B v v iz
BT, IE# recipient NZHEEL, BORDD YN
A2 Y v RN RISE AL R 5 MR O CRE
RN R Lo

VL Y Vv ERT A ME S, 2485H Y X ON48Ky
o> recipient 0 PIKIGOMK (Fig. 3 3L Fig.4
BB AR L, Fig.b 1o schema & LT % &)
IESEBATE RS L OFHR ) v BB ARE O
TR LK & L donor (VIR Y~ 7 ) v EARIG
Dk (Fig. 6 %X Fig. 7 wWEHHA /R LI, Fig.8
@ schema & LC % &) &Ml 5 &, FHROR
BEOE & REE TS O, PR AR, BT
B v EHIaBATEC BT, IFhEREERD OHE
DERADT, in vitro ilF B LIF S M B L
OFBY v o7 & v REECRShicic b
b BT, ARSI ki 2 FREROREERECE
MBI EIE, Yz v RS B 5
PR DB LIF @ X % Db, thoRFORs2R
Bt AFIRTH D EEL BRI, i in vitro [TE\WT
MIF S B i nofc VEEO MM BA S fuic
recipient [\ T, MIF DN RO BRI VEE
DFTE Y v il a A Shic recipient 23\ T,
B ARIGERAIC 1) % RO BRI RAERE TH 27,
T NRIGEAIC 13 % BZERO RIEREL in
vitro 123V A IRIEAIE X 0 EEAE & 5 MIF OfFE &%
DTFLULFAT LR Z EPVRENIS,

4. =30 FIRST (800 rad) recipient [ZXf4 5 Y

N7 ) VIRRE R EER
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Fig. 1. Macrophage migration index (M.I. %) of
peritoneal exudate Mgs from normal guinea pig
in the presence of culture supernatant of spleen
or lymph node (L.N.) cells with PPD (O: 20ug/
ml, [: 40pg/ml, A: 80pg/ml) from normal-,
V and VC group.

The horizontal lines represent the arithmetic mean
of each group.
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Fig.2. Leucocyte migration index (M.I. %) of
peritoneal exudate PMN from normal guinea
pig in the presence of the culture supernatant
of spleen or lymph node (L.N.) cells with PPD
(O: 20pg/ml, O: 40pg/ml, A: 80pg/ml) from
normal-, V and VG group.
The horizontal lines represent the arithmetic
mean of each group.
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Fig. 8. Historogical findings of tuberculin skin
reaction in normal recipient transferred with 1 x
108 of spleen cells from V group intravenously,
and the skin test was performed with 10ug of PPD
intradermaly 24 hr later.

A. A moderate number of infiltrating mononu-
clear cells and neutrophils were seen in the re-
action at 48 hr(diameter, 10x10 mm). H. & E.
x 100.

B. A number of infiltrating mononuclear cells were
about three times of that of neutrophils. H. &
E. x200.

Vs z ) v ERRESREBIC BIS - 5 BEla st o
non-specific accessory cell #TX 2[R bl X2 5 H
BT, recipient i23 52 U@ = -0 + 60 % 800 rad Ji21
LD ZHEEFER AT D, 234 k 60% 800
rad Rt S hicer ey MCkIT S, REE 1 A OM
Mo viability (%20~30% Thotz, ThbDE Lz
y PEEDFFHEL T T, BIEMEEZBALT
DRAERS, #97 HETRHPEC Lic, B En= L bR
G} recipient & FMEEEROME, VEEOMMIES 5
W Y v - JiED 5% 107 A EoAs gz X v
YSns Y VEEMMEE S R, 7 (JER ) recipient
TR 254 LR, BAREFEY v E&ilaoz
EEEOMSIMIHFTAFETH Ok (Table 1), = 7-g
¥+ X OJEIRGI D recipient %A i+ 5 &,
Gt recipient o fz YIS S5 FER 4T recipient DK

231 b

WK OEE B2FE

A

Fig. 4. Histological findings of tuberculin skin
reaction in normal recipient transferred with 1 x
103 of lymph unode cells from V group intraven-
ously, and the skin test was performed with 10
pg of PPD intradermaly 24 hr later.

A. A moderate number of infiltrating mononuclear
cells and neutrophils were seen in the reaction at
24 hr (diameter, 13x 16 mm). H.& E. x100.
B. A number of infiltrating mononulear cells were
about five times of that of neutrophils. H. & E.
% 200.

JECH LTt >z (Table 1),

5. =3 u FEEL (800 rad) recipient 1T $siF 5 v

7Y BRI DR B et

Vs Y v NGO ) B IR ERIIE O g s
SO BRSO FREBUME & T 5 HIYT, Y <Az
v IREZ RS L O LIF (GRS © MIF Gk
DFELD VOB EFNE Y v ~Eifilgd fHy, =3
/b MRS recipient NBAL, BPIISERAL Y ML
AR L, IEH GEIESD recipient o iz ko 4
M & HLBE L 7o 34 (schema & LT% & »7: Fig.5), &
Gt recipient o RS OHMIT R, 7-& 2 Ew% GE
[84F) recipient itk L CRARIEAKR TS 5 BTk
WTh, S, 24pHds L UMBKET X 4, BiEAEA
x (W1/28E) ZWL T\ (Fig.9 % X0 Fig. 10
CERAR LA, Fig 11 12 schema & LTE &7z,

IFRERDRIEEI AL, 5 recipient TR ORI LR
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Hour after skin tests

Group
5 hr 24 hr 48 hr
Epidermis
S o8 o S0 ,00 L8500 y03 Papillary dermis
g 386G viaS

Skin reaction in normal Degree of cell

infiltration

Hypodermis

recipients transferred

Panniculus adiposus

with spleen cells from in skin lesion PMN +

V group

MNC #+ PMN + MNC + Loose connective tissue

Panniculus carnosus

Mean diameter

. . 7.0 mm
of skin reaction

15.0 mm 10.0 mm

Skin reaction in normal Degree of cell

recipients transferred infiltration

Epidermis
Papillary dermis

9 o e o @

MNC + Hypodermis

Panniculus adiposus

with lymph node cells in skin lesion

from V group

PMN + MNC =

Loose connective tissue

Panniculus carnosus

Mean diameter

~Q
of skin reaction 7.$mm

12.3mm 7.8mm

Fig.5. Histological findings of tubrculin skin reaction in normal (non-irradiated) recipients transferred
with 1x 108 of spleen or lymph node cells from V group intravenously, and skin tests were performed

with 10pg of PPD intradermaly 24 hr later.

Each schema was represented the summarized findings of three recipients.

PR L e e L
Fig.6. Histological findings of tuberculin skin
reaction in V group donor sensitized with heat-
killed BCG four weeks before, and the skin test
was performed with 10 g of PPD intradermaly.
A large number of infiltrating mononuclear cells
and neutrophils were seen in the reaction at 24hr
(diameter, 20x22mm). H. & E. x 100.

B, MAEBARENCHNATR Y v EiilEE AR OT
NEDREEEIRE TH Dl WGt recipient 2k
T L IEF recipient & FBEIC, FE(EMf@o LIF Gk &
TR Bk BEREE & MBI L e o1,
BEROBIEREL, 1EH# recipient TROLNICEH
Bz, MIF ko Bohie s> il AR s L O
MIF jEHEEAFRICED S e ) VA AIEBAREE
B0 BB HERE THorc, Gl recipient T\
THIEH recipient & [T, RIFAIED MIF {Hi: &
BRERD B IERE & AR Ln 27,

Fig.7. Histological findings of tuberculin skin
reaction in V group donor sensitized with heat-
killed BCG four weeks before, and the skin test
was performed with 10pg of PPD intradermaly.
A predominant numbers of infiltrating neutrophils
were seen in the reaction at 48 hr (diameter, 19x
2l mm). H. & E. x200.

LhEo = & & REIEfiED MIF & %\ % LIF jGiEs
HZERD B \ LI ERO R & (3B L s 2073,
5] recipient 12 i) 2 BRI X OMF BRI IHHEEE
WXIE recipient I, #HiEs LOEEICZR W TEL
SHP LT,

Iv. % %=

ViR L O VO BAC 13 5 BRAEMRZIC OV T, v ~r
7Y VRS SRR, MIF pEffEsk L O LIF gk
D 3 FTHONTORFHEE Fig. 12 12 &7,
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Hour after skin tests

Group
5 hr

24 hr 48 hr

Q o o o

Degree of cell

Epidermis
Papillary dermis

o o 0 8 o o o

. . PMN- MNC4 PMN 4 MNC+ PMN 4 MNC +
infiltration (abscess) Hypodermis
Skin reaction in skin lesion | ====--==s=-=sremeean Panniculus adiposus
in vV N
in V group PMN 4+ PMN 4+ PMN -+ Loose connective tissue
donors
Panniculus carnosus
M di t
SeEON plaieer 17.3mm 21.8 mm 22.3mm

of skin reaction

Fig.8. Histological findings of tuberculin skin reaction in V group donors sensitized with heat-killed BCG
four weeks before, and skin tests were performed with 10 pg of PPD intradermaly.
Each schema was represented the summarized findings of three animals.

Fig.9. Histological findings of tuberculin skin re-
action in 8Co-irradiated (800 rad) recipient trans-

ferred with 1x108 of spleen cells from V group
intravenously, and the skin test was performed
with 10 gg of PPD intradermaly 24 hr later. A
small number of infiltrating mononuclear cells
and neutrophils were seen in the reaction at 48hr
(diameter, 12x11 mm). H. & E. x40.
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Fig.10. Histological findings of tuberculin skin

reaction in 6Co-irradiated (800 rad) recipient
transferred with 1x 108 of lymph node cells from
V group intravenously, and the skin test was
performed with 10pg of PPD intradermaly 24 hr
later. A small number of infiltrating mononuclear
cells and neutrophils were seen in the reaction at
24 hr (diameter, 12x12mm). H. & E. x100.
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Hour after skin tests
Group
5 hr 24 hr 48 hr
= = Epidermis
-0 o 0 0oq0 000 Qoo o0 o © R .
Skin reaction inirradiated| Degree of cell Papillary dermis
. . . . J il + .
recipients transferred infiltration MNC + PMN + MNC+ PMN+ MNC+ ;Iypo.derlmls .
with spleen cells from in skin lesion anniculus adiposus
V group PMN + Loose connective tissue
Panniculus carnosus
Mean diameter
of skin reaction 6.0 mm 16.0 mm 12.3mm
Epidermis
0o e.° 0 ° 82 S o oe000 Papillary dermis
Skin reaction inirradiated] Degree of cell
- . . MNC + MNC + MNC + Hypodermis
recipients transferred infiltration . .
. . . e Panniculus adiposus
with lymph node cells in skin lesion
from V group PMN =+ Loose connective tissue
Panniculus carnosus
Mean diameter
of skin reaction 7.5mm 14.8 mm 10.0 mm

Fig. 11. Histological findings of tuberculin skin reaction in ®Co-irradiated (800 rad) recipients transferred
with 1x108 of spleen or lymph node cells from V group intravenously, and skin tests were performed with

10p¢g of PPD intradermaly 24 hr later.

Each schema was represented the summarized findings of three recipients.

challenge

V group

Spleen cell
= TTH transfer  (4)
{MIF production (—)
% 5) LIF production (4)

Regional lymph node cell
TTH transfer (4)
MIF production (4)
LIF production (4)

VC group

Spleen cell

TTH transfer  (4)
{MIF production ( +)
LIF production (—)

Regional lymph node cell
TTH transfer  (+)
MIF production (+)
LIF  production (—)

Fig. 12, The relation between the transfer ability of tuberculin type
hypersensitivity (TTH), and the ability of MIF or LIF production in
spleen cells or regional lymph node cells from V and VC group.
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