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Fig S12. The genetic basis of mCHG and mCHH analyzed by MTMM. (A) Manhattan plots for any,
common, specific SNP effects on mCHG and mCHH in RADM and CMT2-targeted transposons (see
Methods). Vertical lines correspond to genome-wide significance (p=0.05 by Bonferroni correction). (B)
Enrichment of a priori genes and FDR for each GWAS result.
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Fig $13. Conditional GWAS for mCHHmcHe. The genetic effects on mCHH in RdDM- and CMT2-
targeted transposons were analyzed by the conditional GWAS model with mCHG as cofactor. Vertical
lines correspond to genome-wide significance (p=0.05 by Bonferroni correction). Orange arrows
indicate peaks reported in previous studies as affecting mCHH (Kawakatsu et al., 2016). Each GWAS
result was assessed by enrichment of a priori genes and FDR.
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