Pathogenesis of JC Virus Reactivation in Natalizumab-treated MS Patients
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JCV is associated with multiple circulating mononuclear cell subpopulations and viral load is higher in CD34* cells and monocytes compared to other cell types.
Viremia might trigger a JCV-specific CD4* - mediated response that can be detected by ICS.
JCV DNA detection in PBMC, but not in plasma or urine, may be a surrogate marker for viral reactivation.

CLEE

In vitro stimulation with JCV peptides allows enhanced detection of JCV-specific cellular response, which is highly prevalent in all MS patients, regardless of treatment, and is
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