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Abstract Calcium homeostasis and Ca*'/calcineurin signaling pathway are highly conserved in eukaryotic
cells. Like the simplest eukaryotic model organism, Saccharomyces cerevisiae, the human fungal pathogen Candida
albicans has calcium channels, pumps and Ca*"/H" exhangers as well as components of the Ca*"/calcineurin
signaling, which play a vital role in maintaining the cytosolic calcium homeostasis and regulating the response
to environmental stresses, the drug tolerance and the morphogenesis and virulence. Understanding mechanisms
regulating calcium homeostasis and the Ca?'/calcineurin signaling would help us to elucidate the pathogenesis and
drug tolerance of C. albicans, and facilitate the discovery and development of new anti-fungal drugs. Here, based
on our research work, we briefly summarize recent progress in this area of research.
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Fig.1 Calcium homeostasis and Ca*"/calcineurin signaling pathway in C. albicans
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Fig.2 Working model illustrating genetic interactions between CaRch1 and the HACS system consisted of CaCchl,

CaMidl and CaEcm?7 in calcium sensitivity
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