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SUMMARY

Kinesin-1 is a dimeric motor protein that
transports cellular cargo along microtubules by using
the energy released by ATP hydrolysis. Recent novel
studies at the single molecular level have provided
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extensive knowledge on how kinesin-1 moves along
microtubules. The interaction between kinesin-1 and
microtubules has been implicated in several serious
diseases. In fact, one of the dominantly inherited
forms of hereditary spastic paraplegia is caused
by point mutations in KIF5A (kinesin-1 gene).
Since the complete elucidation of the mechanism
of the movement of mutant KIF5A may open new
avenues for investigations in the treatment of
neurodegenerative diseases, further investigations of
mutant KIF5A are desired.
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