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DNA methylation (5SmC) is established and maintained by DNA methyltransferases(DNMT). SmC can be oxylated by the TET family of dioxygenases
to generate ShmC, 5fC and 5caC. Alternatively, SmC and ShmC may be further deaminated to become T or 5ShmU by AID/APOBEC deaminases.
ShmU, 5fC, 5caC and G/T mismatch (generated by SmC deamination) can be excised from DNA by DNA glycosylases such as TDG and MBD4.

Through base excision repair pathway, SmC can be replaced by cytosine (C).
Bl TETEANSHDNAXREMRNREE
Fig.1 Proposed models of TET-initiated DNA demethylation pathways
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Ribbon representation of TET2-DNA structure in two different views. The DNA is colored in yellow, cysteine-rich domain is colored in pink and violet,

DBSH core is colored in green. mC6, Fe ion and NOG are marked. DNA-interacting loops (loop! and loop2), and N and C termini are indicated.
E2 TET2-DNAE S = H LR EE(RIES % TH[10112250)
Fig.2 Overall structure of TET2-DNA complex (modified from reference [10])
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