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Analysis of H2 antibody and the inhibitory effect on kinesin
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i i i _ Kinesin motor is involved in the intracellular transport of various cargos,
including mitochondria. The H2 antibody, an anti-kinesin antibody, is widely used for analyzing

intracellular transport. However, the amino acid sequence of the H2 antigen recognition site has not
been determined. In this study, we identified the amino acid sequence of the variable region of the

H2 antibody and created a recombinant H2 antibody. We further showed that the recombinant H2 was
useful for functional analysis of kinesin.
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