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Mechanism of brain injury and long-term neurodevelopmental impairmentin neonatal purulent meningitis
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[ Abstract] The destruction of blood-brain barrier, activation of microglia and inflammatory injury will

have adverse effects on early brain development and lead to long-term nerve injury in infants. Strategies for

infection prevention, early management, close follow-up and early intervention in newborns remain the basis for

improving outcomes.
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3.1 Ja/RAK#37 BBB

BBB & — P& M I D Re BEfs, Bedsdild i A
Ko EFIEZEYEZ BBB 1 E ERFIE . i & i
JZ#AA (brain microvascular endothelial cell, BMEC)
F& BBB 125 B A M R T e ot 40 o A 2 2
BBB ) 3B 7 45k, BRI BHEA.
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