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Table 1. Phenotypes of Tet knockout mice

TET2 mutation ratio

Blastocyst

Preimplantation

Postimplantation

Genotype development development Postnatal development

Tetl™ Normal Small body size Small body size

Tet2" Normal Normal Spontaneous myeloid
leukemia

Tet3™" Normal Normal Neonatal lethality

Tet3ma+#s*  Normal, but blockage in A high frequency of Neonatal lethality and small

paternal genome
reprogramming

degeneration and

variable multi-organ

abnormalities

body size
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s ZhEA EARERS RefSeq &M= EHRHZ E8KE 1Fp

Mus TET1 TET1_MOUSE | Q3URK3 NP_001240786.1 Methylcytosine 2007 Mus musculus (Mouse)
dioxygenase TET1

Hu TET1 TET1_HUMAN | Q8NFU7 NP_085128.2 Methylcytosine 2136 Homo sapiens (Human)
dioxygenase TET1

Mus TET2 TET2_MOUSE | Q4JK59 NP_001333665.1 Methylcytosine 1912 Mus musculus (Mouse)
dioxygenase TET2

Hu TET2 TET2_HUMAN | Q6N021 NP_001120680.1 Methylcytosine 2002 Homo sapiens (Human)
dioxygenase TET2

Mus TET3 TET3_MOUSE | Q8BG87 NP_001334242.1 Methylcytosine 1803 Mus musculus (Mouse)
dioxygenase TET3

Hu TET3 TET3_HUMAN | 043151 NP_001352951.1 Methylcytosine 1795 Homo sapiens (Human)
dioxygenase TET3
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TCGA: The Cancer Genome

Atlas

Program: J&fE

¢H =R

The Cancer Genome Atlas Program

The Cancer Genome Atlas (TCGA), a landmark cancer genomics program, molecularly
characterized over 20,000 primary cancer and matched normal samples spanning 33
cancer types. This joint effort between NCI and the National Human Genome Research
Institute began in 2006, bringing together researchers from diverse disciplines and

multiple institutions.

Over the next dozen years, TCGA generated over 2.5 petabytes of genomic, epigenomic,
transcriptomic, and proteomic data. The data, which has already led to improvements in
our ability to diagnose, treat, and prevent cancer, will remain publicly available for anyone

in the research community to use.
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TCGA Outcomes & Impact

TCGA has changed our understanding
of cancer, how research is conducted,
how the disease is treated in the clinic,
and more.

TCGA's Pan-Cancer Atlas

A collection of cross-cancer analyses
delving into overarching themes on
cancer, including cell-of-origin patterns,
oncogenic processes, and signaling
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Lulu Hu et. al, Cell, 2013
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Interactors Cell resource

2-HG Human cell line

Vitamin C Mouse ESCs

miR-22 Mouse hematopoietic
cells

miR-29, miR- Human and mouse

125 and miR- hematopoietic cell

101 lines

EBF1 Human cell line

WT1 Human and mouse
hematopoietic cell
lines

OoGT Human cell line and
mouse ESCs

VprBP Human cell line and
mouse ESCs, MEFs

IDAX Human cell line and

mouse ESCs

Function

Competitive inhibitor of 2-0G

Enhances TET2 enzymatic activity
Inhibits TET2 gene expression

Inhibits TET2 gene expression

Binding partner of TET2 to regulate DNA

methylation

Recruits TET2 to specific genomic loci for

5mC hydroxylation

Being recruited to chromatin for histone

modification and gene transcription

Promotes TET2 binding to DNA through

monoubiquitylation

Promotes TET2 protein degradation in a

caspase-dependent mechanism

Pan, et. al. IUBMB Life, 2015
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