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DNA methylation linkage disequilibrium block are associated with cancer

WANG Libo, WANG Fang®, ZHANG Yan "
( Department of Bioinformatics, Harbin Medical University, Harbin 150086, China)

Abstract; DNA methylation is one of the important epigenetic markers which plays a direct role in transcriptional
regulation. Abnormal of DNA methylation is closely associated with cancer development. High throughput
sequencing technology has made it possible to measure genome-wide DNA methylation level based on single base
resolution. We identified DNA methylation linkage disequilibrium blocks that showed strong correlation of DNA
methylation between adjacent CpGs. We found that the methylation levels and patterns of block in cancer were
significantly different from normal, and enriched in differentiation/development biological functions. The
identification of DNA methylation block will help further understanding of epigenetic makers having biological
functions, and even the mining of epigenetic biomarkers for cancer diagnosis.
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Fig. 1 Characteristic of DNA methylation block
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Notes: A ; Distance of adjacent CGs in genome wide; B: Length distribution of DNA methylation block ; C: Number of CGs in DNA methylation block;
D: Distribution of DNA methylation in DNA methylation block ; E; Relationship between R? and length of block.
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Notes: A: GO enrichment results of normal ; B: GO enrichment results of cancer;C:KEGG enrichment results of cancer.
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