(®)
2016 2018

HDAC6 NACC1

Functions of HDAC6 and NACC1 in malignant peripheral nerve sheath tumor cell
lines
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Overexpression of HDAC6 and NACC1 was not observe in malignant peripheral
nerve sheath tumor cell lines. It was considered that HDAC6 and NACCl is not good target of therapy.
In our research, HDAC6 and NACC1 is interacted and accelerated migration and invasion in
osteosarcoma cell lines. However, we could not reveal that special role in malignant peripheral
nerve sheath tumor cell lines.
Kinesin-5 is an attractive target for cancer chemotherapeutics, and several chemicals that interfere
with its activity, and hopefully would impede proliferation of tumor cells. We identified novel
mechanisms responsible for resistance to Kinesin-5 inhibitor using human osteosarcoma cell lines.
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Involvement of C-terminal truncation mutation of kinesin-5 in
resistance to kinesin-5 inhibitor. PLoS One
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Involvement of C-terminal truncation mutation of kinesin-5 in resistance to kinesin-5

inhibitor.

Saeki E, Yasuhira S, Shibazaki M, Tada H, Doita M, Masuda T, Maesawa C.

PL0OS One. 2019 Feb 20;14(2):e0212821.
doi: 10.1371/journal .pone.0212821. eCollection 2019.
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