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Abstract -

Dysregulated translation of messenger RNA (mRNA) plays a role in the pathogenesis of
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cells were analyzed for cell surface markers (HLA-DR, CD83, and CCR7) by flow cytometry analysis. F)
A. B. BALB/c mice were dosed with vehicle or 1 mg/kg eFT508 daily for 2 days. Blood, spleen, and lymph node
were harvested on day 3 and CD11c* MHC-II (I-A/I-E)* cells were analyzed by flow cytometry.
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the analysis as exemplified in (A). THERAPEUTICS
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