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Host defense apainst infection with facultative
intracellular bacteria : delayed-type hypersensitivity

and the expression of immunological defense
Masao MITSUYAMA

Department of Bacteriology, Niigata University School of Medicine

The mechanisms of host delense against infection with Listeria monocytogenes, one
of the intracellular bacteria, were discusged mainly in terms of the relation between
delayed-type hypersensitivity (DDTH) and the expression of immunological defense.

In mice immunized with viable L. monocytogenes, the kinetics of appearance and
the degree of DTH coincided well with that of immunological defense. However,
tymphocytes from killed bacteria-immune mice were shown to be capable of transfer-
ring DTH without an association with enhanced resistance, while lymphocytes from
mice immunized with viable bacteria transferred both DTI and immunological defense.
This result suggested the dissociation of DTH and antibacterial defense in T cell level.
The possible explannation for this finding was presented and the contribution of
macrophages and several lymphokines to the expression of host defense was also

discussed.
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MAF (macrophage activating factor)
IFN—» (interferon-y)
MIF (migration inhibitory factor)
MCF (macrophage chemotactic factor)
IL-2 (interleukin-2)
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i g (0. 1mm) (Logioctu)
(=) (=) 3.1+ 0.6 5.83 4 0,17 —
(+) (=) 12.5 + 2.3 1.22 + 0.48 + 1,61
(+) C DA 12,1 4 1.2 4.34 + 0,51 4+ 1.49
(+) fiThyl + C 5.9 + 0.5 5.68 + 0.25 + 0.15
(+) L3T4 + C 4.4 + 0.8 5.48 + 0.12 4+ 0.35
(+) byt + C 11.0 + 1.5 4.39 + 0.60 + 1.44
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Fo Al J U BO® (X 0.1nm) (LogiCFU)
B 7.1 £ 0.6 6.07 + 0.10 -
(2 x W L 13.1 + 1.2 5.16 + 0.23 +0.91
s CFA 12,0 + 1.1 6.03 + 0.14 +0.04
CFA A4 6.6 + 0.9 6.13 £ 0.07 —0.06
W et 1.3 + 0.7 5.90 & 0.37 -
PN Heo 10.2 4 0.8 1.92 + 0.25 40,98
{5 10%) e CFA 9.3 + 0.6 5.60 + 0.22 +0.30
CFA & 1.1 + 0.8 5.94 + 0.12 —0.04
RN T L) Wil CFA 8.9 + 1.0 5.89 + 0.08 + (.01
(5 X 10%) CFA A& 4.4 £ 0.7 5.79 + 0.12 0,11
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HROHEFI LA &2 R LTLERY, =207+ —
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