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Reverse genetics study on the molecular species and mutations involved in
metabolic insecticide resistance of the dengue vector mosquito

Tomita, Takashi

3,700,000

SPS q

P450 (CYP) SPS
(KO) KO
CYP6BB2

A genetic factor for high permethrin excretion in the pyrethroid resistance
strain SPS was mapped in chrosomal region 1g42 where there is a gene cluster of cytochrome P450
(CYP) that generally functions in primary metablism of lipophilic substances. Two CYP loci that
exhibiting higher transcription ratios in SPS compared to an insecticide susceptible strain were
targeted for gene knock out (KO) and the effect of each KO gene was evaluated by the decrease in
permethrin metabolite excretion. This study exhibited the involvement of CYP6BB2 in the mechanisms
of pyrethroid metabolic rsistance.
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