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The regulatory mechanism of inflammation in chronic compressive myelopathy

OGATA, Toru
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Inflammation has a crucial role in various types of disorders in central nervous
system, including compression myelopathy. In this study we investigated the role of astrocytes in
progression of inflammation.

Because of the lack of reproducibility in spinal compression model, we mainly used chemically induced
demyelination model. We found that astrocytes are activated during inflammation, which is dependent on
Erk2 signaling pathway activation. Furthermore, in vitro experiments suggested that CCL2, a chemokine,
plays crucial role in activating astrocytes. We assume that signaling pathways in astrocytes are
potential therapeutic target.
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