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Abstract DNA can be damaged by various intracellular and environmental agents via methylation of base pairs.
Repair of DNA damage is essential for maintaining the integrity of genomic function. If not repaired promptly, it may
cause genetic changes leading to diseases such as cancer and developmental defects. Recently, it has been found that part
of the DNA base pair methylation damage can be directly removed by a family of proteins called AlkB proteins with the
utilization of mononuclear non-heme iron (1) and a-ketoglutarate as cofactor and cosubstrate. Therefore, intensive studies

on function of AlkB may help the understanding of repair mechanisms of DNA damage and the development of new

- 249

anticancer drugs.

Key words AlkB; DNA Methylation; DNA Repair;

— DNA H 3L AL S FLAL I

DNA B 34k 245 £ Wk DNA 52 545 Fh o4 I8 v A o0 5
PERF R VE R, DL S-IRTF B 2R (SAM) h H R 4iE 44, i1 DNA
WO B WA AL, F TR AL RS R AR A5 Ry A
DNA HJEAb A4 P11k DNA % Wi — R i r 28, ) 2 7875
F IR A YR EAZ R b RSB 22 A7 A, G i s
W N-6 {0 i mE i N-4 {7 0 wEnE C-5 07, WiFL 34 90%
B DNA HEE Ak A& M J2& i i ne C-5 o Y 2k 5% 4% il 11 5
DNA (1 5°-CG-3"J7 41 (CpG) , IF K SAM 1Yy /P 3 4% B8 43 jifd ms
g C-5 i b

DNA P 5 Ak S HeA% 15 W8 50 e I o & 2 ol g, (i
V] 25 ) e A= AR S D Al 5 PR 3% 36 A2 SIS [ R A9 5 )
DNA b 52 i 5 X 3 55 0 FEZHLHI N . (DRE D B 2R 1k ik
AZ HLA YIS, 12 R 0 DNA JE 8l 1 P 7 05 5 S o e
W25 4 S BOE AN RE L 5P @BE I 57 3 8 75 7 41 1
AR 5N AL CC IR ANES & E A% A, Y iU 5t iR
Y, WISEMIESSEE SV, S8R G
DNA ' JE A6 18 0] 3 3 5% i % /I 0 97 8 o 5 0 e £ (A 2 1
JO AR LA A e e R 2 A AT AT S S (A St il I

DOT: 10.3969/j.issn.1008-7125.2010.04.016
R SCGE HAEE , Email: chenslmd@163.com

Antineoplastic Agents, Alkylating

T MeCP2 1y C 3% 4l X 8k TRD 5 Sin3A 454, 3£ [H
BESEISTEP Uk al 0 DNA Bl ) B 3 Ak A8 0l 5] R = N
SR A WOR RE SR AT AR T RE S S0 R 4R A L B
4 I3 58 A8 R 51 AR SN , W RE M 4 R G Bk R
BB, BER R R R R R AR A TE) T2 0 Sk
PO AR, JH v 47 368 D2 A R R R A 7K P B AT i
SSL R g 3 KSR (CpG P9 &R Sk, i RECR G
PRASRR 2, W R AR R DUBRAR S I 36 I 5 5 8 & AR F Al
JitL S5 3 g s S ) DNA B2 R 4 T 3R N % CpG B
o R B T S TR T A TR A2 HE T MR AN 0 T A
T 0 AN T e PR T 92 A1 PR SRk R 8 IX 38 Cp G i i R
LA 2 (6] — HL I P AS 5 ThT 0 2 PR OR [R] (LR, S
DNA FV A AT 38 2o 6 56 D) B 6 52 1L & DNA 25 Y A il s
AlB 2 A5 09 A AL R AL e T IE 4 AR5
UESE ALIKB 2 A% AR 1L 20 F Fe Ml o~ 56 — R AR A5t 14 XU 48,
fiti , AE1EE DNA B AL 58 H LAk ) 51 4% 51 2 i) TS,
AR FL B P ALKB B A1 DNA AR AR/
FH R HALHIE — 2554

— AIKB HE A

1983 4F- Kataoka Z5&19% B K A A 1 A8 S 1k X Joe £k 551 Y i
1% H R IR Uk R o 44 R ALKB . BJR Lee SR HF



