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Research progress of exosomes and vascular cognitive impairmentno dementia
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[Abstract ] Vascular cognitive impairment no dementia ( VCIND) is an early or mild cognitive impairment caused by cerebro-
vascular injury, which is latent and reversible. Exosomes can mediate intercellular communication and substance transfer within neuro-
vascular units, especially exosomal miRNAs, which play an important regulatory role in gene expression, have been widely studied and

play an important role in VCIND. This article reviews the mechanism, diagnosis and treatment of exosomes in the occurrence and devel-

opment of VCIND.
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HAE K VCI ¥ Wi % 2% & P Ar 5 ) B9 ik, Kenny
40515 2% % 3 MicroRNA Let-7b #1 miRNA-206 #
FkiE KT AR E A E B (mild cognitive
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K R AR AT 10 4E PR R DT

GEE TR, Sh IR R H A R R AT AR
VCIND # i # 7 F 41 & 4 3= B4k 4% , 72 VCIND %
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i B BLA K F R R A R E AR A
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