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W22 RS O BE (FnS0) - BE NI =) Y1 M2V T S R LI I B I O ik f& (NHE1)
ZwiEldsE— R CIEMEL L. KN Ca 88 (Ca oscillation) ##CZ L7z, Ca oscillation
% Ca f&e & /X7 8E (CalMKIT) & U Vb U BENICEAT L7z U Bk CaMKIT | 3845 (K1 CREB
ZYUBMET A LT, BB TRBAEGIE L, 7y b~y AR RNENREAZEE T LB
T, IRV Y SRR E PSR U, CREB 238142 & & b ICH 4 O EEN T %
Sy W UM LR I3 RR RGEIE 2 B35 L &2 bl

WP R OBEEL (F3L) : Extracellular acidification caused Ca oscillation via activation
of NHE1 in reverse mode and subsequently phosphorylated CaMKII. Phosphorylated CaMKII
translocated into nuclei and phosphorylated CREB, leading to initiation of gene
transcription. In rat or mouse middle cerebral artery occlusion model, brain pericytes
migrated into peri—infarct areas. They expressed CREB and secreted a variety of nerve
growth factors, indicating that pericytes may play a neuroprotective role during brain
ischemia.
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