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Abstract: The appressorium is the key structure for the rice blast fungus to infect the host. The initia-

tion and development of appressorium are regulated by cAMP, mitogen-activated protein kinase and

Ca”" signal pathways. And they are also regulated by the protein for host surface recognition, melanin

and glycerol generation, autophagy, and the SNARE protein. This paper has reviewed the appressorium

initiation and development from the above aspects.
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Fig. 1 Cell signaling pathways in M. oryzae
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Note: The protein of M. oryzae is in the oval box. The solid arrows indicate the relationships that have been proven. The dotted are those not

confirmed. ?: The gene not verified in M. oryzae.
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