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Molecular basis of cerebrovascular disease with protein tyrosine
phosphorylation in brain capillaries and therapeutic strategies
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VIR DO FIRI 2 iR AT, OSSR MEMBEI M 2R3 5 tight junction % > /X7 H
occludin 23, MMZERICEEICT o) Vb X4, 2D occludin 1 3> U U ER{LOBEK
VIR AN BE P Al e & REZE I KIS B S-45 Z &L £ O EiRIC PGE: Z Bk EP1 MFEET H 2 &
BHALMNEIRolz, SHIT, MEZEEZEO X X7 EFay ) VB KIXIENBREREATR TH
% NADPH oxidase 7' == M EOHIMIES L TW\WAH Z 2L LT,

WFERE R OB EL (F30) : This study sought to determine the role of tyrosine phosphorylation
of proteins in the pathophysiological alteration of the blood-brain barrier and subsequent
brain injuries after stroke. This study demonstrates that the increase in the tyrosine
phosphorylation of tight junctional protein occludin is linked to the disruption of tight
junctions and the development of cerebral infarction after stroke and that the prostanoid
EP; receptor is involved in the tyrosine phosphorylation of occludin. In addition, this study
suggests that protein tyrosine phosphorylation may be linked to the increase in the level of
NADPH oxidase subunits, which are known as an important source of a reactive oxygen
species, after stroke.
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