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Selective Cytokine Production Induced by Candida albicans
in Macrophage - like Cells

Masahito Ro, Riyoko Tamar' and Yusuke Kivoura!

Host cells produce various cytokines in response to microbial infections. The type of
cytokines produced is an important factor when considering disease progression after
infection and patient treatment. The present study examined cytokine production in-
duced by Candida albicans (C. albicans) in macrophage - like cells.

J774.1 cells were cultured for 16 hours in 10% FBS containing RPMI1640 medium
in 96-well microplates at 1X106/ml (0.2 ml/well). Following this, a heat-killed C. albi-
cans suspension was added and cells were cultured for an additional 24 hours. Levels of
inflammatory cytokines IL-18, IL-6, and MCP-1 in the culture medium were mea-
sured using ELISA kits.

Production of IL-6 and MCP-1 significantly increased in J774.1 cells treated with
heat-killed C. albicans (MOI greater than 10) compared to cells without heat-killed C.
albicans, although IL-1 8 production could not be detected. However, when lipid A was
added in place of C. albicans, all the three cytokines (IL-14, IL-6, and MCP-1) were
produced. When cells were treated with mannan isolated from the cell wall of C. albi-
cans, none of the cytokines were produced.

C. albicans infection induced a higher degree of MCP-1 production compared to
IL-6. This suggests that the high level MCP-1 production resulting from C. albicans
infection promotes preferential differentiation towards Th2 from ThO, thereby promot-

ing humoral immunity.
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