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Current Topics

PROTECTIVE IMMUNITY AGAINST MYCOBACTERIUM TUBERCULOSIS

Tkuo KAWAMURA

Abstract Mycobacterium tuberculosis (MTB) is an intra-
cellular pathogen that has evolved strategies to enable growth
in macrophages. The bacterium is able to inhibit fusion of
phagosome with lysosome through secretion of some bacterial
components and modulation of host cell intracellular signaling
pathways. On the other hand, the complex system of protective
immunity is expressed to control bacterial burden in host upon
MTB infection. However, virulent MTB is capable of surviving
in macrophages in vivo and persists in host even after acquired
immunity has developed. These data suggest that MTB has
developed a sophisticated immune evasion mechanism. In
this issue, host protective response and the strategies of MTB
for intracellular survival and immune evasion, which have

been unraveled so far, are shown and the mechanisms are

discussed.

Key words : Mycobacterium tuberculosis, Macrophage,
Phagolysosome, Apoptosis, Necrosis, Cytokine, CD4™ T cell,
CD8* T cell, 8 T cell

Department of Microbiology, Kyoto University Graduate
School of Medicine

Correspondence to: Ikuo Kawamura, Department of Micro-
biology, Kyoto University Graduate School of Medicine,
Yoshidakonoecho, Sakyo-ku, Kyoto-shi, Kyoto 606—8501

Japan. (E-mail: ikuo_kawamura(@mb.med.kyoto-u.ac.jp)



