Kekkaku Vol. 55, No. 10

3

443

3

BCG A ABEFNEIC & DT XL 5 suppressor adherent #Hfja
II) #* @ suppressor adherent FHfiam HHE

o B

- Z
AR S A T M B )
Zft WM 468 48

INDUCTION OF SUPPRESSOR ADHERENT CELLS BY INJECTING
HEAVY DOSE OF LIVE BCG

II. The Characterization of Suppressor Adherent Cells

Kazuyuki KATO#*

(Received for publication June 4, 1980)

In the previous report, the present author showed that the suppression by live BCG-pretreatment on

delayed-type hypersensitivity is possibly mediated with adherent macrophage-like cells, by the use of

the macrophage migration inhibition test.

The present study was undertaken to characterize the adherent cells involved in this suppression.

The result were as follows:

1) The adherent cells from mice injected with live BCG at least 12 days before cell harvest

showed the suppressive effect.

2) The suppressive effect of the adherent cells acted beyond the major histocompatibility (H-2)
barrier; it was shown both in C3H/He and C57BL/6 mice.

3) The suppressive adherent cells were sensitive to methotrexate but not to cyclophosphamide.
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Table 1. Time Course of Development of Inhibitory Effect of
PEC from Live BCG-injected Mice on MI Activity
of PEC from BCG CW-immunized Mice
PEC from Mixed with MI activity
N-PEC 83.7*%
Mice® immunized subcutaneously with 3 day-PECP? 71.7%
300ug of oil-treated BCG CW 12 day-PEC® 12,1
21 day-PECP 105.6

a) These mice were immunized 4 weeks before cell harvest.
b) PEC from mice intravenously injected with live BCG 3, 12, 21 days before cell harvest,

respectively.
* 0.001<p<0.01

Table 2.

Inhibitory Effect of PEC from Live BCG-injected Mice

on MI Activity of PEC from BCG CW-immunized Mice
between H-2 different Mice

PEC from BCG CW Mixed with PEC from MI activity
sensitized mice?’
Non-treated C3H 70.2*%
C3H/He Ms (C3H) Live BCG-injected C3HP 105.1
Non-treated B6 69. 2*
Live BCG-injected B6Y 109. 2
Non-treated B6 74.0*
C57BL/6 (B6) Live BCG-injected B6» 106.0
Non-treated C3H 64, 4*
Live BCG-injected C3HP 110. 4

a) These mice were immunized 4 weeks before cell harvest.
b) These mice were injected intravenously with 10° live BCG 3 weeks before cell harvest.

*0.05>p>0.02
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Fig. 1. C3H mice were iv injected with live BCG 3 weeks before immunization
with BCG CW. They were divided into three groups, one group were ip injected
with 15 mg/kg of methotrexate 11 and 16 days later, another were ip injected with
200 mg/kg of cyclophosphamide 16 days later, the others were untreated as control.

Table 3. Effect of Methotrexate (MTX)2> on Suppressor Cells in PEC from Mice
Injected with Live BCG

PEC from 1 Mixed with MI activity
PEC from normal mice 81.8*%
PEC from MTX-injected normal mice 67, 7¥**
Mice? immunized subcutaneously with PEC from live BCG-injected mice® 101. 4
300pg of oil-treated BCG cell walls PEC from live BCG- and MTX-injected mice 79, 4%*
PEC from live BCG-injected mice and PEC. from 103. 1
live BCG- and MTX-injected mice

a) MTX injection was done 5 and 10 days before cell harvest.

b) These mice were immunized 4 weeks before cell harvest.

¢) These mice were injected iv with 10° live BCG 3 weeks before cell harvest.
*0.02<$<0.05

**0.01<p<0.02

**%0.001<p<0.01
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