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ABSTRACT: TET (ten-eleven translocation) proteins belong to alpha-ketoglutaric acid (KG) and Fe**-dependent dioxygenasesin
which can catalyze an oxidative process. The 5-methylcytosine (5mC) can be converted to 5-hydroxy-methylcytosine (ShmC) by TET
proteins family, and can successively be oxidized to 5-formylcytosine (5fC) and 5-carboxylcytosine (5caC) in DNA. The TET proteins
have an important role in DNA de-methylation, embryonic development and reprogramming. The role of TET proteins in DNA

de-methylation has been a hot research. Further, studies have found that TET proteins also have an important role in cancer and TET

proteins may become a new molecular marker of tumor.
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DNA (74 i 5 (C)FE4RF e s &2 A= B ERAR AR T AT A
5- HiLfumsnE (SmC) , 1 SmC #liFx b AZE DNA 1955 5 Fhii
JE AR, AR CpG B LA R & CpG AU
FRr X Br) 1 SmC REMSIE b 52 0 64 5T (Y 45 44 5 T RESE e A
I PR FRIRAK- A8 2 07 04 R AR T2 AR, b
FEREPIFRIB I X PRI TR | AT 1A AL P 4 B AR,
WFFE A, SmC AT YA By S- 2 H BE g E (ShmC), Jf H.
L RERE BB AL S- HY SRR WET WE ( STC) AT 5- Rk ffd g
g (5caC )P4 X —id F2 & 7E TET( ten-eleven translocation) 2
IR ALVE R T 52808, TET 2 AR AE DNA Jfmgig
B H AL . MG B IR IR i R 4 o) AR A A T AR
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T B OE 1y PSR A U 2 25 AT 30 0o AR R AR LR AT S B
PR, AT RE A I s bR LR B AR

1 TET 2 B FRIRBL 5 R S5 AT
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A TET & {9 & dt45 TET1 . TET2 1 TET3 =4 i i o
Ono R ZEEEWIST 1 1354 1) 2ok (1 s [R i), %€ 3] TET1
FIAEAE 1% I JE A AE7E ¢(105 11)(q22; q23) 1 547 , Rt
#° TET(ten-eleven translocation)®& [, [ifi)i5 ,2009 4 Tahiliani
P TE S h 20T TET %8 [ KIS, 158 at
RSN SR i % ) TET e AL SmC & A R 30 PE
FA®L, RS )CRBFFEUEW] , TET2 #1 TET3 4 RIS {1k SmC
RARIEACVE I FEAL Ry ShmCPa,

ZH) TET R ETER Fem G — 18 SR LR 4514
35 (Cysteine-rich domain, CD) L J 7F & JLuti /7 E CXXC Z54415,
CGE AT IEAE R —BRSFIY Cys Xaa  Xaa ,Cys Z AR T 51,
Ky 60 NEILR ), IIME S 25 B #E, XU B HEML T —
N XUEE B UEE 45 #) (Double-stranded b-helix, DSBH), iX /4% 14
BA 20G-Fe* {Kiitt S ALRERAE, If B 5 CD Z5#a3l— A A4 1
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BT EREE S, TETL LA H5 T HA DNA 25568
# 3 MZENAES (Nuclear localization signals, NLS) 7, & 1fij
TET2 I TET3 Jf-RAE4E NLS [X®, Wi SR 1 TET1 K454 2
YER R B FEAE N

2 TET ZEH 5 DNA Mgz R) % B2

2.1 DNA FarERE REL I =4

V& T IR il 25 3 H () 353k, Hoh , DNA (19 1 321k B
5 R BT (] e PR ) 2 ik 4RI, AN R 20 25 84—, DNA
(o R AN I BE P 2H ) DNA 751, (HERESAE CG —#%
TR Mg e (C) Lo b —> B B 4E ] (methyl ,CH3), X4~
NAELE DNA HEAV G AL VE T T 58 U, SO
15 DNMT1 .DNMT3a £ DNMT3b, DNA ) JAL &1 5 3k
IRk FER A AR, —40R18 2 DNA HEL EHEET
Yol sk IR F RIS A sk X B BB CpG 5k # BUEk, o)
— RIS, H AL A N E R A DY FH B 45 5 IX 3 (the methy]
binding domain , MBD)ZE [ Z & 1R 51, i MBD & H Kk gt
SEAE YL IR T FE G, QAR (1 25 S AL , (i a0 e €0 5 A B 4
AT B R TR,
2.2 TET 28/ 5/ DNA ek BELIERMLE

&F TET FE [ARIBESE , HAE DNA K H 3L L&z P
Jrr i fa €, ORI O #U . TET 8 FAEA il A (dioxy-
genase) 45 4 1, , 7E 4k B F (Fe*) 5 - i [ — iR (2-oxoglutarate,
20GMAAERY ST, BEAEHS SmC figfb 21k ShmC, B A REME
SERL DNA ffgmsng 2= B Ak id 72, TET & A5 192 H 36k 1R
FHRIHLHIEIN g 2 LT push
2.2.1 TET ZEANT SN S #31H DNA faigie X B EL T2
T CG AIE RSP FERZEAFLT , W IEALE TR Fx
KA " DNA &l GEHE 77 P45 A B H B4k CG S
DNA ., DNA HEEARBE I 4ES7 75 2 DNA HBEHE F2 il DN-
MTI1 Hl UHRF1(Z ZFE T, %A PHD Fl RING 254 450) i 1
[F/E I 58 i, UHRF1 5@ 30 & 1 SAD/ SRA 45 14 3% 422 1) 2
H 2L CG £, SRS 115 DNMT1 #)in. #8)5 ,DNMTI1 {fEAF
WIlh DNA i F1) CG g {2 A Ak, AT GRS 7E 4 43
it FErh A ih B A YR DNA HERB 2 (RSMIFFE R I,
UHRF1 52§ -5- FH LRI E (hemi-5ShmC) 9455 R JT Eb
UHRF1 52 -5- B ELfmsng (hemi-5mC ) E55 10 £, BL4h,
FEA: -5- FRH L e DNMT1 RS M TR 50 F50, D)
EWFSE R AR Y, B BB CG S AE TET & Bk & b1k
FT AR EACER, BefSAEdi s> 24 #2 o BHLAY DNA H
FACB 4R, JF B RE0E I8 ik & R By Oy X i B
5mC,, SR, Kubosaki AMSERE £ H B0 Y b ARow i A4
JL Y S SR A ] 0 R A i 4 2 R v T AL g 4
FEROR SRE AR 2 BURAH , s ShmC JFA BRI 56 4
RELTS- 4t it Hh B A 4R
222 TET ZEANTSH DNA SR EHERENLIER A
PIFhIE DNA &K 32 3 DNA J: BB AL Hefn , H
5 TET & X 5mC 510 16 I V) B 18 2 (BER)E F %
YIAHSG, S—RPHLEI 3 K B 5FC . ScaC F R B5IE -DNA i
AL ( thymine-DNA glycosylase, TDG), B 4% £ 5% S50 %5 31 52

WSO LEZHLR b, TET A REBIE— DAL A AL 5 hmC #44k
>k S£C Fl1 5caC, 5C Fil ScaC X HEMSTE TDG BIVE T T okl es,
MM C BUR, 58 DNA (192 UL, ZEIRG T4, TDG
I A I REAR H175 STC F ScaC AY/KTE42 1 2-10 4% 78 2%
A o S 2 B A A 1 2 FR AL A v g e ] = , BEAS B
24 TDG JHBR . JR107, RIMEEAE TDG SRpa 4, 5 5 mC A
e STC 1 & mARSAAR A, G A 28 A P Ak i s 0E 1Y
0.2-0.3%™ jiif ScaC 1Y) 5 4 B A, /X ik A AE R R T
AR 2 WAL R A VR TR R

5 R HLENI R AR 1L, Guo, JAFHERREEFE YL i A
PR B R/ B M v & B 13X F 32 ) DNA 2k FHEAE L] , 1%
BLZ L) DNA B85 i, 95 S 2 I 2 B i AID(activa-
tion-induced de-aminase) FlJJ§ # H mRNA %45 §g i 1k £ ik
(apolipo protein B mRNA-editing enzyme-catalytic polypep-
tide-like ,APOBEC)™\ fiifi JIA 7€ AID FI APOBEC FKIKH§ )
YERIT , ShimC % AR it 2 B4 FHIE AL 5 66 bR g WE (5-hydrox-
ymethyluracil, ShmU), $KJi5 # S5 Ve £ B0 R BE R M IE DNA
WK fL i (Single-strand selective mono-functional uracil DNA
glycosylase 1,SMUG1 )z TDG Hlf S Ak i 14 B , Sr 2 o C HUC,
SEHL DNA 1925 HEEAL . JX RS T ShmC 2L A it 2 AR
YERIASXE SmC g9t B/ AR, IF-4E TDG BIMER T 3801
BB T:G HEEL, PG ECHL G 76 A Bt MR 4n i s ik A 5
YA AN EAE AT HE B A 1 Bl 20 Bl i B, K, X T
T RV E T 1 2 HRARALRIT SR FEAEAR R I i, A2t
WFSESZHE X —HLH, H40, TDG ZEARSNEERE 1 1% T:G 4 e i
S5hmU:G 45T >, I HRIET AID SR /N BRUAY 28 JE 4H it Fi
SRIE T TDG BB/ B BV R £F 45 40 ML 7E— 22 CpG 5 J3
BT X BRI A i ™2, WA A Sk —HLH A
RWFFE, AID (500 VE I BE XS HEE DNA 1y, Jf H AID FiI
APOBEC X T A HUE [ U5 BEAE F IR0, X T SmC HfE A
ST, R ShmC YA AT A B VR TR, ERBIFSE )42
7, AID 1 APOBEC 1R A BE1E ShmC i i) 25 HY B4k i 42
IFRCA BB
223 TET EAN 5/ 5caC BB EI/ER  Schiesser S 412
AT SE A, ScaC AT BELE L 202 1 i/ FI T 77 26 I 2 B4R
FH 386 AR e TR T A i i 7= h o 57 ScaC 5%
R BRAE IR IG T AN V8 1 B4 TR AT S i AE &2,
™ 5caC HYMERERR B 15N bRic, TESER RIS Ao,
K E] 1 B [15N2]- UM e , 7R 7E BER ANAFLE Y% 10
ScaC ReW HHE AR BURIEAE AL Co B2 FE i AR P Y
VERTR T30 A B e R  ATY s EtE— 2B BIWESR .
224 TET EAN S8 DNMT EA THIERBENL Liutkevi-
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AR THRR ShmC (e UL BE I, i HRKE ShmC #5748 €21, 1
IR ENET A AT DNMT3A BRI B & A4, mife Ak
FAET L AFT DNMT VERIT 1 258 B IG & AE ™, R 1M,
X SN AE AL P2 A5 AP AE I AR ATAHDCHRGE o A P SCRARE
TAEMEBCRAEAE I S T TLA MR i B K DNA R4l
RS KA W A AR BB, 9 B Metivier R 45 & 3 =)' DN-
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MT fif (DNMT1 .DNMT3A DNMT3B) # % A Ja A #: g i <
B, YEXANZ S TET 75 [1H DNMT J2& 7 7776 A0 B AR FARAE
5[] JBATF 5

3 TETEHSMWE

BE SRR A, TET 28 15 I8 9 56 R U H i O T
#5 . Langemeijer SM 45 BIfF 5T & BH , i I 3R 50 7% M b 98 5
TET 25 [ 3P 28248 o 4544 58 % DIAH 56, 73 4h, LorsbachRB 45
BAIYE 2P 28 F I ( acute myeloid leukemia, AML) B3 rp Uk
JE M FELE TET1 52407 (A L BB MLL L& M4 .
TE—TUEL X 427 24 A0 35t 1% 2% TE K 00 2 Mok 4 I 1 il 2
BIRFSE b, i 5 2R A T R (PCR ) 1R 3260 7 14 D7 e A
TET2 fY2875 , & B 23%E) B E 77 7E TET2 AY%75 ™, H3
B AR 5 TET2 ()75 5t S AV &R , Ko M 45 i3 X
TET2 kB4 S 0B HERER 5 IE R SRR A b, R S
BBEREAS L RZH DNA 19 ShmC 7K FAe{%, #EMiiang TET2 &
FIXT B BE AR IE W & B A VR, WS T 2 e A
B BB ) A A R R R v AR R R A
A5, Horh 46 TET2 (9485 AR 26 Wast 1% 2= 9 45 vh
Py A (0, AR AT BB AR B BT PE I I W iR 7 TS (1)
A FARTERY, AR PZLARIES IR i g e e A i
G i ge v 5 R L LE 4 4UAH L ShmC /K-8 B A AR
ifi BAE ShmC Ay /K SEREARAY RIS, =Fp TET (TET1, TET2,
TET3)Z [1 mRNA 7KVt A5 BEAIC, 7R TET & (A 76 8 40 i
ShiC [ 7K BEAISHIL TR AR A AR FEE, S sl ik & B2
JE A g B B K AR A 24 DNA A7 76 45 A% K S 19 ShmC, 17
ShmC 27 TET 2& (AR F R =25 09 5 8 i e e L AL A e
PETE N B ARG D 52 4L S0 93 AR TETL, TET2 ik, A
TET & [ MZRIA MR, S350 54 56 TRl E2 duan i A
B 40t PR BB L 0 9 R R A RS T A % T A, F2
B DNA & B SAL/E A8, Az 5 2m i B o e A 22 550K i
2T R 5 AR A8 ) A B A0 A LA 7 1 R Ak N Y Bk
YRR, i 5£C Fl 5caC B ARREAE BRI 3], (HK A8, A= 540
JfufifEE i) TET1 1 TDG WEIAE 77 B/KP ik, Bon:
FEAMAR IR AT REAE TET R A/ERTT, UMM ALY O 58
A% DNA f25 H 3246, USR5 o 7R & A= ad A v
TET B 3k % T84k, 7R TET & (AR AT 68 W AT 04 g
2 i 19

4 NEERYE

DNA H B BEAR B M 2 SR Mgt A% 205 i — > T 207 1
1M TET £ 75 DNA J e i) 25 B B e v R 4436 T3
YEM . TET AR ABUNHIE DNA B 1fixt 2 K R IA A i i
BETHOEFETT ), TET 38 F A 500 2% HE AR AL -t 35 TS 19
ARG T —E MO, W8 T URe] BERY TET EHA
) DNA 2 FEEAHLE], X — S8 FE 2 A i [ URAR S HIL
FRBUH AR, 350, TET 3 1SR & AR A G RIS 1 —
TEHENE  WEFE 7R, RS g A A i fe vp TET SR F R IR R AR
TR SR WFFE I R A AR AR 22 MU IR ARG
WA, 40 TET 8 ([ /5 T DNA B4 i) 8l 25 H L

YERI B ML R AF 723 4+ TET 3 T ScaC |y

JBEFR BEAE FH Ik A v FR A FH TR 30 VA i S ok, AT it —

A HWTSE s DNMT 5 R A9 552 B Bk e i 72 b TET & H

DNMT E A EAREAR ISR EAHREABIS . 1SN, TET & 11

5 MR A R AR SCRIFSE B 22 (9 O T L VR ZR e e, Ao o

iR R A TR A (H2, BEE X TET A i — L

TN AR TR 25 H A i 7 A BEIR 2 e AR, BB R A

X DNA HSEAR ATt A i B, T REH 3 SR A 25 HY AR AL

il 7350, X T TET 8 15 e & A i AH OGRS, W] TET 2

P8 KK L B e 240 0 v 23 i A 502, BT T BE 22 1

iR A2 W > T AR, JFRTRESE S HUS .l T BUEXT T

TET 2 15 e & A i AR R T T LR 4 6, DRt T 2 2%

PR AR ZH 2L 0 e AR LR T e (AL S5 e 55 ) o B,

FEX TET 2 BB S0M AR B2, R4 2 A

TR ISR B S T i ) S
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