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= However, the extent of such changes in humans remain largely unknown.
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) _ _ _ . _ _ Figure 1: B-values at the lowest quartile of the 935K CpGs on the
accelerated aging phenotype in keeping with the prevailing Information theory of aging and MethylationEPIC v2 array in controls, HL, APL, and AML subjects.

should be studied in the context of survivorship. The whole B-value plotis shown in the inset.
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Figure 2 : Scatter plots of methylation levels (B-values) of the CpGs
in the lowest quartile in HL, APML, and AML subjects (y-axis) in
comparison to the controls (x-axis).
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Figure 3: Epigenetic Age-Accelaration as measured by PCGrimAge

A I M for subjects in each cohort.
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Figure 4: PCA analysis on B-values of the top 1000 DMCs for each Normal Normal HL APML AML At
of the four cohorts.

= To study epigenetic dysregulation in long-term cancer survivors treated with standard cytotoxic
cancer therapy in comparison to age-matched normal controls.
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