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In Alzheimer’s Subjects, Bezisterim Modulates Age-Accelerating Epigenetics in Genes Associated
With Sustaining Inflammation via Kinase Cascades, Chromatin Remodeling, and Transcription Factors
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Results

We have detected significant trends for treatmentssociated decreased EAA in 13 biological aging clocks gTabIe 1). All 13
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Conclusions

Table 1. Bezisterim Decreased Eplgenetlc Age Acceleration * In this exploratory analysis, bezisterim was associated with decreased EAA in 13 biological aging

clocks, with significant potentially beneficial modulation of promoter methylation of 477 genes
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