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i v8 N I3 oD
DNA HUEEAE Y5 JL A2 1 M 04 s DR F 5 30 Jié
FERA 3R LR FR
(BHRXFWES ZEARFREINTARERILA, & K 518020)
[FESES] R733.7 [ C#EiRiREE] A [XXEHS] 1008 -8830(2011)02 —0174 —04

DNA H AL 2 WF 50 fie )12 1 I 7L 3l 1 3 WL it
T, TR AL T —Rh AR 1 AT 35 4% 1Y B R TR
P, 5HE B A Je A DG i,
eV T JE R 2R 3K 0 e € 0k 25 gy T S AR
DNA FIEAL 2457 DNA HELAL A5 il ( DNA- methyl-
transferases, DNMT) FU/EFI T, LA S-IR B B 3 2 R
IR, o L3 57- CG-3" 1511 (CpG) 1)
g S 47 C b, Apl S HAEMImENE . CpG A% H
PRS00 A0 T AR A, CpG B RERIX
I, Wik Z A CpG {5, CpG B Jeh TN 57K
i, i NRFER 371 60% M 1 K W) K g
TERYLHEL, RZH CpG By PR FRAE I BEALIRAS , Tl ik
IR Z 50 CpG i s R4 1 H IR MRS g
(R HE R T 55 I e 240 e vh A A ) Y A S G &R
U1, ARSI B & ¢ &R % D), DNA FH JE4E
WFFEXF L A L 12 8 o3 B T8RRI 7 A
ARSI AR Y AR 5 L2 1 OC R 9
JELGEAIT

1 DNA HEASILERMFEER

TR S SR 5 ML 0 O 2R WA, A2 ik
EL 40 M (A I %K (acute lymphoblastic leukemia, ALL)
B £(12521) (pl3;q22)/ EVT6/RUNXI Fo i — A5k
(51-67 Bt i) 55 AHA S8/ UEHE R B, R4 35t 15 2
WU AT BE A e B Y [ I AR AL AT A R DL e
AR MY & nRE ETV6/RUNXT Fl# —.
FEARIBIFSY , IX e e AR A AR (RO 5 2P
RN, 2 AP A RE S B ALL &R, X
F ETV6/RUNXI , ‘54 & Iw LI EBFI . ETV6 Fl
PAXS LR () Z R FARAG YL 14 21 Fii AR Xq,
AR ALL 5 24 K 1q &2, CDKN2A Fil

[ Wi H 12010 09 - 215 [ &[] 1512010 - 11 -01
[EHE TN 1T, 4, BT A, B EAE B,

PAXS5 §4¢, J¢ FLT3 . NRAS, KRAS I PTPN11 %
AR, VR L XU R AR A 2 B PR 2] Tl R AR 52
W TP AR PR T R AR I, B
LA T T RS G JE DR 2 U AT BB P I 22 Y
SN o a5 S 8 H LA < SR DNA F
b, %M E fF, AL B, AE 4 % RNAs, Hirp
DNA H JE b B8 78 e IR A I BLH 2 —o S8
DNA H AL E BN , 4 5L R 41 9 FBIMIG B Ak A s 3
FRFFF AL CpG 5 H IR A, 5 R X gl A2
AIMLTRIA AT 2 (R UT A IE R, F 3 Ak 5 & A
TE 98 9 S 300 A B T RE ARt T B i e

Roman-Gomez %[6] P, 7E R 40 i I s &
TR, e 3h e Ak e A P ZLAIC 3 Ak
A BT ERER, I BB R AR IR RS R, Fim
AL CpG & F LA AR 7 5 ., JoBr i — T
FEHHE T S e, — 4 ALL JL#, f & ETVE/
RUNXI FIH A5 AR AN HY  BF 5T 28226 4~ CpG 5
KB 8 662 I T 8T X CpG & HBLH 31k, |5
BRI 30% 5 TG R ALL 2 HERAE B R R T
ETV6/RUNXI % ALL,30 A5E[R R T 5 5 i B 3t
e E, Horp 6 NIRRT AN AL 5 5 Al 3
PR IR SRR TR

L g B PR S I R0 G R D), XA
(A FE o 28 B S 5 19 HH 3 AL 5 9 Il &0 A %o
AKAPI2 ¥ 3L, 2 5 40 i o 1k, BF 95 & B
AKAPI2 & W kAL 5 L BERE 11 I & A .
A3 HT MLL R FEHER L2 ALL 3R 65518 & 3R, 41
FE L FHIT 2K/, i — 058 & B, 100% 1)
MLL FEHE L ALL Jg 5] FHIT &4 5% CpG & &
A H AL, B B A S S AR U, A
AR R MLL R H G JL#E ALL Ff1dE JL#E ALL 561,
FHIT JEPR A & A 2R 60% , I H. (A I 28
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Mabk MLL FEHEFE 3L s 5t BAE T, B FHIT 3
HELAL 5 MLL SR T HER L EE ALL KA 6, N
I8 A LA B T 0 AR FA T B e R
AT IFSY & B, MLL T HE )L ALL 3% 1) oA Ji k9
FEPI IR . Stumpel % BE5E MLL FHEJL# ALL
Jpi 15 DNA HI JeAb % 5 3L R e ik 31 2 (] & &, IE 5L
IR =G R o R e 7S T N > e AR ()
DNA HIUELAL 5 MLL JEH B HE L #E ALL &5 %5 )
I

Sato 2%} 65 I R T 20 S 5 L/ Ik B R
AT T WESE, il B AL RE % PCR, 438 SHPI |
pl5 .pl6 ., p73 . HCAD .DAPK hMLH-1 F1 MGMT f#JH
SR, K BB PR HERR , CpG 8 & A H Ak
PRI 2 X — D502 ), 00098 56 R R A A A
PERE T I & A, I AR I T A1 i o 2 B

A,
2 DNA REM5LERMFISEH S EK TG

ANE Mg CpG 5y & A W &AL I A 2 B ML
4, T EA IR R S R bR AR AT A O SR
FEACTE , Q0 IV M 9RE 5 SEAATRE AN [, RIS ) A ot ik e
T8, I Y F A IR 3 5 0k BV A ] . DNA HH 366
A 1% 5 B A S P L B Ok TT BB 2 W R TS 5 4% o
2.1 DNA HEHA5/LERMFISHE 48

e AWF T, BFFE N 53 I A 551 4o 1 2 TR
CpG A i i AR A 5 pr ik, o ALL L
TR 2R AN FUG " Bk, W R LA H 2L 4k
SIATEOR A B A H AL, 2 R0 X ] ALL 4f
JELANTE 4t ALL 4 AML 20", X 51
ALL il CLL MCL 40" . e obh, — 4> B4 |
DDX51 W EARIRAS , Wk B a] DA 51 B 4 g 2240 T
A FR ALL fE A

B3 Milani 250 %t 401 4% JLk ALL JL 3 f
416 PIE[A Y 1320 4> CpG A s idh 4T AR 20 #r A
P 1320 4~ CpG o 55 JE AL 40 Al 45 51, 16 H 300 4>
CpG A i A i Sk — 20 i FF IS B SE R 2K
B RERCIR B UE I, 3% A 43 A BRI #E X 40 T & ALL
i NFEAFIET B 40 (BCP) ALL Ji5 AFEAS, CpG fif
M AL IS RE X 4> BCP ALL () 22375 HeH ¢
(12521) [11q23 1 1(1519) o BFFE A G3RRRIBE AL
R oy 2 8m it — 2L i i 1 40 ALY 60 4~ CpG fif
MIFATER B RIS 45 R Bk BCP ALL 1) 4 ME
RIZ B A B W ik 22 R ik T 9 4 CpG fif
MIFATER IR RIS, T R ALL HEA 9 A4 CpG £ 55

—HUR s ALK T BCP ALL,

Stumpel %' X} 57 12 W7 9 JLEE ALL 95 1
HEATWTSE,57 1] ALL vp 44 {4535 MLL 543,13 ]
PabE TR r i (B4 A0 ) MLL 521K, MLL %) %
filh 21 i) e(4 511 ) 17 Bl ¢(11;19) ,6 Bl ¢
(9511) o J 22 57 HY AR 2 S HOR , ARATHIX L6055 141
DNA FUEEAR 3, Xof b R AT W SR 200 Hr, ] LUK
JIA S B X 53 1 2 A BT AL, #5470 (9511) B
AR MLL JER ) L ALL FEAS IR 3 B A A 52
R, 54 1(4511) BLe(11519) JLFEE ALL FEA
B iEs— ., RES—DEELE (9;11)
FEA 5P HF 2R Y MLL FEPR ¥ LB ALL AEASFIIE
(ER NN AR ID I T D e 3 G g S
I3 3 AR RS

LRI ER A BT DNA AR TS 2 20 M a] L
Fim RS WAL, A8 H AR PR 23 [ 0 255 1 7T
DAFEAT 8 9 ALL 3 78 43 260 {H 43 7 % 4 2
RNA, 73 FEH TR E , W T 11 R A 22 R 0, FH
AT T WEFE RS R 2 DNA., i PRI i 5 B R o
2.2 DNA RENERU/NZBREN

DNA FHIEAL BE A5 1 O /N 5k B (minimal re-
sidual disease, MRD) /) 2 1) ¢ AR 3%, d5c B2 22 114 ) 7
S H M 52 & 0 R A B AR B R, IR AR E L 3R
B3 26 P A 138 S S P o B OC B 1 40 - oT A
( molecular component) , /& B3 4 7K 3 i) B Befb o m
T F M AFTE AR B 0 e o A T K B,
—RBIGST R S A HEH (ER MDRI (P73 (P15
P16) RIS XS LIRS B A X 5 A A P AR
L%, 70% 95 151 TP BAR TS A8 1Y, P73 J& 92% ,ER
2 88% ,MDRI =& 72% ,1fij P15 1N 60% , it4h, 1
b P15 WAL P16 HIEAL 23 Bg I, WAL i 4R A5 42
 ALL 2 KRR o M2 XA R, 78K
JEHERY ALL Jig A b, BB A X2 Ao e 19, A 5+
# DNA AL AT L3 MRD, 45 30% 5 ATESL &
Bt B SR i N TR AE L 7T BE HE BB Y
W Bl LE i SRR Aty b o 3 1) e W ast A% 2 e AR
IXBEA T FRAT AR 5 0 Sh AR 254852
2.3 DNA REMASILERMFHG

IS Z BT I3 B4 ik PRy TP AR ) T8 f
YrfE, i P15 JE DA AL 32 7R Ay 7 S8OR AS BEAL, Il
PR ARAIC, Wik PR 22 fife I ] J6L, J0 i A A7 3% ((disease
free survival, DFS) &, 3 H O & 4210, P15 FER AT
DIME S B 09 AR ) 2 bn s, T 30 ALL &2 %
P16 FERFH BAL S RIS R TG A R S Ay
FAUWTIE X 1d4 EAERIMIERRE ) BT 98 & B, 78
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HHE A B W 28 A 5E ( myelodysplastic syndrome,
MDS)Ji5 A, Id4 F AR5 N AR A7 0, 278 4y
MreI , Id4 W SEARARZS I 0 37 A 5 i R 2R, 52 G
IS 735 10, 1d4 F 64k 95 A\ 1 a0 Je T e, T 4%
Sy i AMLY

W2 F AL FT H AR B 25 R 5 it 2 A bl
il 5 F AL O R IR AT, B 5T N BT iR o i 2
AFEEA 1 H FE AR A W BUS 4 {f. Roman-Gome
sl 215t 54 £ 1(12;21) ETV6/RUNXI ALL JL 3% ik
T AT, BT X9 S A0 4 Ak KA B 1) 38 N3k
PR LAt 5 22 B, [ R ke A0 (CIMP~ |, /b F 3
AHEALIE ) 5 RHPER R FE R (CIMPT , £ F 2 4
FSLAESE TR ) A Hb , A8 1 T 2B A7 A0 R AR A
WIS R R M 2 A8 o T 2B, L 2 —
AT T P B0 JC A A7 SRR AR A

Milani 25"/ XtJL Rk 401 4 ALL JL3E JE47 T 5%
AR5 AT 1) ) Bt o LS 64T T VAR, A ATTXT 300
A CpG 15 B AG AR F — 20 1 43 )2 42 R, 40 T-
ALL #(12;21) \HeH &5 B 4L, PEAS BB LG IR A5
B R e(12;21) 1 HeH P43 Wi4H 58 & R B AR
], {H T-ALL T3 (4 9 A~ W 241 B & R B AN TA)
FENGUR 20 NI ) 22CpG A S kAT 1 B — 8
BIE 53T, 534 H B AR KOS 50 R A2 & KURS: 22 [] 7Y
KR, RIS AR 1 = H IR KRR UG AN R o
Stumpel 25 BT L & B, #EHE ¢ (4511) B0 (11;
19) /¥y JLEE ALL S 9 v, )i 30 FH 6 Ak i RE B2 52
W T & A AER i H A s = A R AU

DL F 58 35 3R B R AR 2R b o] DL — A
ST BTG HR BRI H A 1A 5 3% R & A 34k
MR , S A R B T, TS 2%

3 DNA REWLS5HMREIRST

L 9 AR 5 R L 2 R R R ), 5
L PR AN, FWLIE A 27 U S v 0 Y X R
1L AR A 7 S 1 R RE , Gt X e BRI vy
AL B 0 2 T B0 YT, 7T LUK S 4098 55 R 1Y
FeIk M bR A M A SR BRI B, BT, 2
2R IVFZ RIS AG 7 25 v] DL % 54 79 DNA
LR R (9 216 ™ . DNAF LAk 40 1 70
PSR T MR G 7 B9 R WL AL 27 25 W), N 5-
AL MAF (5-azacytidine, 5-aza-CR) Fll 5-%(4%- 2'-ii
FMTT (5-aza-2'-deoxycytidine , 5-aza-CdR ) F ] #% T
RNAMNTFERE Y, 1980 S R BLZAL G Y2 —
i DNA FEEALIDIG0] . BT M A% 2R,

RES 5 P B K 0 iR 40 M ) DNA A B, 3 2 5
A JHAE DNA HILFE R fiff ( DNMTSs ) 4 53 4 1 417 1]
DNA FEEAL . BlfL I F (5-aza-CR) 140 P4 355
(5-aza-CdR) , E 4 FDA L F T8 77 B B 4=
SR EEAE O T A R G e A
R, WA PEBEYE 0 A PEBEE s . H T
A0 TFAIF A [ BE BB A RS4R3 61 70038 A BT A Ak
( zebularine) [26]

LA I ) 79 RE A5 4 8 5 1F DNA (5 AATTHHL0
EATR IEE M 7E s E . SR, B T sk
9 AUVE FE 53 2440 i, BT LA, BERIS b0 % 2
[ R 4322 14 b 9 200 L, o) - % 0 4 S 174 I 440 i
IAEMUNIER . 48 W98 SCRX N8 4, Yang
TR ST B, ] DNAHT A0 500 K 003 07
{CARUNAEIVER . BT E KB TG,
XS YREA AT DNA AL, JF HA S
At DNA, 41 SGI-1027, 482 — W1 it (5 2 IR 15 A= )
RG108 IS X FEA% T BRZE MGO8™™ | s 4k 4 T3
1t B DNMTs £/ I 7 45 & 47 s, 535038 50 1)
DNMTs F i 55 RNA J7 41, 35 20405645, (H 40
IR AL
4 HiE

H AR TR H AR I Pk i, (i 15 H AL 3k R
SyBTRH I R SCA T B, H AT E &8s 8h 7
CpG 5 H3EAb P BOIEH VLR, 5 R & A R,
EXIF a7k CpG & B AL VE A T 15 18 1R
o BAAMFEERDY  DNA B AL X T 37k
CpG B PR AR FE 2L, il 4n, MASPIN [ 2 21455
ik, MASPIN J5 3 F A% CpG &, {H3Z DNA
H AL 18 AR, Oct4 7 3l F3E CpG & H 1k,
SRENIN Oct-4 FRIBAKF. Bl CpG UL A
SR ST 60% , R LT E CpG & F Ak i 1
FA A BT 4 TE 3 DNA H AL AE 1 i & 9% i
SARERL

(& % X ]
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