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Basic study for elucidation of pathophysiology of virus-related acute
encephalopathy and development of therapy using blood-brain barrier tissue

culture model

Hosoya, Mitsuaki
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o Virus-associated acute encephalopathy (VAE) is one of the most serious
complications that can develop after viral infection. In a laboratory model of the pathogenesis of
VAE, we investigated the effects of non-steroidal anti-inflammatory drugs (NSAIDsS), which are
considered to be aggravating factors in VAE, on vascular permeability, the essential mechanism of
VAE .

The results showed that the NSAIDs diclofenac sodium and mefenamic acid increased vascular

permeability.
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