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SUMMARY

Influenza-associated encephalopathy has been
identified as a new subtype of acute
encephalopathy in childhood about 10 years ago.
The mortality rate of the encephalopathy is as
high as 30% at the time. The researches on the
encephalopathy have revealed that the affected
children had hypercytokinemia and NF-«x B
activation in peripheral blood mononuclear cells.
Therefore methylprednisolone pulse therapy and
intravenous immunoglobulin therapy as anti-
proinflammatory cytokine therapies have been
recommended as the treatment for the
encephalopathy. The mortality rate of the
encephalopathy is 10% in recent years. Further
researches have demonstrated that the
pathophysiology of influenza-associated
encephalopathy was not single. Recently, acute
encephalopathy with febrile convulsive status
epilepticu (AEFCSE) has been identified as a
new subtype of influenza-associated
encephalopathy. The main pathogenesis of
AEFCSE is not hypercytokinemia, and the
sequelae rate of this type is high. The question is
how to treat for AEFCSE effectively.





