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Abstract Results and Discussion

Antibodies play a key role in blocking viruses from infecting cells
and increasing their clearance. However, some viruses, like

Dengue, can infect cells more readily when bound by antibodies
of sub-optimal specificity or levels, resulting in more severe A)

Inflammatory response in the CPG ODN, but not ST-148,
improve survival rate of DENV2
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effective antiviral therapy or licensed vaccine available against
Dengue. Therefore, disease monitoring and prevention is
currently limited to vector control measures. Animal mouses
models of Dengue infection allow us to not only study the viral
pathogenesis of dengue virus but most importantly test potential
therapeutics and vaccines. However, murine models have been a
particular challenge for DENV considering that current traditional
mouse models of Dengue infection rely on mice deficient in or
fully lacking interferon (IFN) or STAT receptors elements whose

(50ug). Survival rate was reduced | animals treated at the time of infection.
(E) 24 days post infection, DENV2 RNA levels in the CNS and peripheral
organs of infected B6 WT mice that received CPG ODN treatment and
survived.

green and purple lines on the right depict the average normalized gene
expression. (B) Heatmaps depict the geometric mean change in gene
expression in brain tissue of DENV2 infected mice relative to age-
matched uninfected mice.
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intitrate € * Neonate B6 mice are susceptible to DENV infection.
DENV?2 infection is lethal in B6 neonate mice.
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