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Elucidation of pathomecanisms via CCR2 positive monocyte-dependent
neuroprotection in the amyotrophic lateral sclerosis model mice.

Tateishi, Takahisa
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We analyzed the influence of monocyte migration inhibition on the pathology
of ALS model mice by mating ALS model mice (mSOD1 mice) and MCP-1 receptor deficient mice (CCR2 - /
- mice). As a result, CCR2 - / - mSOD1 mice developed initial sign of hind-limb weakness earlier
than conventional mSOD1 mice. Conventional mSOD1 mouse had inflammatory cell infiltration into the
peripheral nerve before disease onset. These inflammatory cells phagocytosed the mutant SOD1
protein. Inflammatory cell infiltration into the peripheral nerve were markedly suppressed in CCR2 -

/ - mSOD1 mice. Since promotion of disease progression was observed despite weak inflammatory cell
infiltration into the peripheral nerve in CCR2-/-mSOD1 mice, it was strongly suggested that these
inflammatory cells may act neuroprotectively.
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