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Aedes albopictus: Cloning and Identification of
the Acetylcholinesterase Gene Fragment from the Mosquito
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To isolate, clone and identify the acetylcholinesterase (AChE) fragment from the mosquito, Aedes
Methods

mosquito was used for degenerate polymerase chain reaction (PCR) and the two pairs of oligonucleotides encoding the highly con-

[Absiract] Objective

albopictus, in relation to exploring mechanism of insecticide resistance. The genome DNA extracted from the

served protein sequences were used as primers. The reaction products were cloned to T-vector and transfected into E.coli JM

109. The replicative form DNA of recombinant vector extracted from E.coli JM 108 through alkalilysis was identified by the

methods of digestion with EcoR | and Sa/ 1 and PCR.

the AChE fragment of Aedes afbopictus.

Results

were obtained and the identified clone belongs to the AChE fragment of the maosquito.

The products of degenerate primers polymerase chain reaction

Copclusion The clone was identified as
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