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Elevated angiotensin Il (Ang Il) is a contributor to hypertension Influence of CNS-specific cellular senescence on blood pressure Ang ll-induced hypertension is associated with changes in senescent
regulation gene expression in the SFO, but not the OVLT or PVN.
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« Cellular senescence is a cell state characterized by prolonged and irreversible cell cycle arrest. While
commonly thought to occur in dividing cells, post-mitotic cells (e.g. neurons) can also undergo
senescence.

Real-time quantitative PCR analysis of the key senescent markers p76 (top) and p271 (bottom) in
micropunches of the SFO (left), OVLT (middle), and PVN (right) at baseline (Day 0) and following 14 days
of Ang Il infusion. n=4-5/group. *p<0.05 vs Day O.
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« Senescence results in the senescence-associated secretory phenotype (SASP), altered cellular
metabolism, and macromolecular damage.

202 4 6 8101214 Ang ll-induced hypertension is paralleled by the upregulation of SASP

« Cellular senescence contributes to conditions that are closely associated with hypertension, including Day of Ang-ll Infusion markers in the SFO.
aging and neurodegenerative diseases (Kritsilis et al. Int J Mol Sci, 2018; Sikora et al. Curr Vasc Pharmacol, 2014).
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Collectively, these data may point to brain cellular senescence as a novel
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CNS cellular senescence is a novel contributor to hypertension. mediator of hypertension.
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