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Defense mechanisms against blood-sucking arthropods in mammalian animals
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Mosquito-borne zoonotic pathogens (e.g. Japanese encephalitis, JE) spread by
bite of mosquitoes and infect many species of mammal. Route of infection of mosquito-borne zoonotic
pathogens is sucking blood from infected animals (called amplifier), and then another bite to

humans. In order to prevent spreading mosquito-borne zoonotic pathogens, research about a) pathogens
and mosquitoes, b) defense mechanisms against these pathogens in humans, and c) in amplifier
animals. Compared to extensive amount of studies of pathogens and human defense system, defense
mechanisms in amplifier animals still remain elusive. In this project, | aimed at elucidating
behavioural response of amplifier animals to mosquito by changing behavioural pattern of mosquitoes
in a genetic manner. Toward this aim, | tried to develop methods for generation of transgenic and
mutant mosquitoes.
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