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AR (FEX) The chemical biology of low side effects compound in anti-fever drugs,
which is derived from the analysis about fatal function by
diclofenac.
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WFZERE SR OMEEE (330) @ To clarify the mechanisms of influenza encephalitis induced by
diclofenac, we examined the effect of influenza virus and diclofenac on the disruption
of tight junction (TJ) in human vascular endothelial cells 7n vitro. In this study, we
found that influenza virus induced the degradation of TJ proteins, such as Z01l, leading
to its disruption. On the other hands, diclofenac by itself inhibited the synthesis of
TJ] proteins, consequently accelerating the disruption of TJ induced by influenza
infection in vascular endothelial cells.
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