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Osmotic demyelination syndrome (ODS) is a central demyelinating disease associated
with a rapid correction of hyponatremia. To clarify the role of microglia in the
pathogenesis of ODS, We used laser-capture microdissection to isolate single microglia
and analyzed single-microglia gene-expression profiles using high-throughput
microarray assays. Our data provide a new insight into the characteristic of microglia
associated with injured oligodendrocytes and new molecular targets of minocycline
treatment.
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Figure 2.

Minocycline administration within 24
hours after the rapid correction of
hyponatremia significantly improves the
neurologic symptoms. The neurologic
symptoms were assessed using
neuroscores as follows: 6, no impairment;
5, poorly grooming; 4, slow or awkward
gait; 3, limb weakness and/or paralysis; 2,
seizures, severe motor deficits; 1, complete
inability to move; and 0, death. MINO (-)
group (O), MINO (0,12,24) group (@),
MINO (0) group (), MINO (12) group (),
MINO (24) group (*), and MINO (-12)
group (). Minocycline of 45 mg/kg body wt
was injected intraperitoneally. The values
are expressed as the means = SEM (n = 6).
**P < 0.01; *P < 0.05 compared with the
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