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Background

Increased immune activity at the blood brain Cytokine Secretion of Brain Endothelial Cells Activated Brain Endothelial Cells
barrier (BBB) can exacerbate neuroinflammation.

Apabetalone Counters Proinflammatory Apabetalone Reduces Monocyte Adhesion to

With aging, overexpression of tissue nonspecific | hCMEC/D3 Monolayer is Impermeable to ) (  THP-1celladhesionto Monocyte — HBMVEC
alkaline phosphatase (ALPL) abundance in the Macromolecules cytokine-treated HBMVECs Adhesion
cerebrovasculature, can reduce BBB function. - v | inlaminar flow conditions. |
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expression was assessed by PCR and FACS.
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expression of cell adhesion proteins VCAM-1 (5
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 Apabetalone decreases endothelial chemokine secretion
and endothelium-monocyte adhesion in a BBB model.
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BET proteins, causing their release from chromatin . IVlUns;imullatedlel-IlP-l (cjekl)ls were treated with e * This may reduce immune cell transmigration into the
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* Apabetalone may improve BBB function during aging due
to alkaline phosphatase reduction (Haarhaus 2019 , Curr
Opin Nephol Hyperten).
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