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(TPEERAME R Be ™= 8L, K 410011)

(2] DNAH AL S P B RS AL 2 , FENRIG T g . T 40A o Th AN i & Ak rh R4 E R
TET (ten-eleven translocation) B A SCHERY 25 L AL, PIIESRKE S-F JEHUMEE (S-methylcytosine, SmC)F AN 5-F2 H 3k
B WE IE (5-hydro-xymethylcytosine, ShmC). 5-F WEHIMENE (5-formylcytosine, SFC)AT 5-FR WA IE (S-carboxylcytosine,
ScaC), X LEHHFLICRDNAR TS L BRI R#EDNAL AL AR . PFETET & F A ] 82 DNA T 2k

AL N A Fk A B FRRATEA T IE R A9 A K & B AR B9 2 L
[E48iR) FeMfE2%; TETHY; ShmC; DNAZ:H 3L

Research advances in TET enzyme
and its intermediate product ShmC

WU Jingni, FANG Xiaoling, XIA Xiaomeng, ZHANG Mengmeng

(Department of Obstetrics and Gynecology, Second Xiangya Hospital, Central South University, Changsha 410011, China)

ABSTRACT DNA methylation is a significant epigenetic modification mode, which plays an important
role in embryo reprogramming, stem cell differentiation and tumor occurrence. The ten-
eleven translocation (TET) enzyme is a crucial demethylation enzyme, which can catalyze
S-methylcytosine(SmC) to S-hydroxymethylcytosine(ShmC), S-formylcytosine (SfC), and
S-carboxylcytosine(ScaC). These bases represent the epigenetic modifications of DNA and regulate
the process of DNA methylation. Understanding the role of TET enzyme in regulating the DNA
methylation modification and gene expression can help us to gain the knowledge for the normal

growth development and epigenetic regulation in human diseases.
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