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Abstract: DNA methylation is one of the most widely studied epigenetic events in tumor research. DNA
methylation usually occurs at CpG island. DNA methylation is mediated by DNA methyltransfeases (DN-
MTs). DNA methylation plays an important role in the development and progression of lots of cancers. A
great number of studies had indicated a strong correlation between the multiple myeloma (MM) and methyla-
tion. Further studies on the MM associated methylation may provide new sights into MM pathogenesis and its
diagnosis and treatment.
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NI G 10% 4, FERER A P oA
5], Ab TR X IR CpG Al 25 B L A Xt e
H 10~20 5. X EEXIEFR N CpG 5. CpG K
— A 0.5~2 kb, 1 H 7 T8 Z I H s 48U 5
FERREA 5 RPE X A 31X, U A] DUSE i 5
FRHMNEFIXI. CpG & 1 BALIRS HEER £
REVIME. IEFAEOUT CpG 5 4b T H 324k Ik
A, DL LR AT DLOE R 3Rk, kAR H IR,
DU 200 o) e PR A e Sy R, DT 000 o 32 PR F 2 36
S F AR R PR 3R R v BT A 1 EE AR .
T AF Sk, o bR 40 B DNA B Ak 53 TR 4 1
SRR T — A5, BATC S TIF 2 ERM
HE R, BRI VF 22 [ 8 e, AL S
3Ry R AL FNARG FF 34k, & R4 1 4141
AN AR B 50 R A, SR SRR TR IE R
LI AR kA T R Ak

2 DNA EZBHELS5 MM

HITH & 248 B B R 3 F XY CpG B 7EIE
HARE T —MBORAE 3L by, 2 % A LR,
o 5 SYORE DR S, ol R R DR AN g L T
DNA &5 BRI 452 DhhE, DT 250E 5 4 i
e KA TR S H, LA K DNA 5455 AS BE o K% s}
B4, X5 Z I TE B VI AH G, Paz 5512 i)
X 70 A IhEE 4 2 e 15 AN SRR 4 2 X Sl
AT H AR AT, B R IS e B 12 PO [R] ) e,
L8 T 45 B ORI A2 i R s PR
R FUME ATA B Sk S R e
ffEE . IR AR PR WFSE A H AR LG P16,
P14 P15 P73 . TIMP-3 .GSTP-1 .BRACA 1 %, 5%
% BRI R o 205 — N R A BT XU
AT H AR, Yoo SR 175 HA 20 B8 i Y ARt
AUAT T 400, @I 1EH A LT o TR 2
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FrP AR E] WNTSA LR Ab T BB IR 2.
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KRR G, RENS 15 T A J8 1=, Hatzimichael %5
O BRZ AL TE MM R SR TUER. FF i) 50 4
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7 AR, AN T B A SR 20 R G B A
XoF Jie e 200 1) ¥ B A B R AL TR MM i R
PAK MM R85 B R A% 20 i v 0 A DN 31 32 ke 1]
TRV, IR IZ B TR 2 T A 3h 1 IX
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LAk e 5. CD9 S —Fh A1 BRG B 41, )@
T VO T ER S0, TR T A MRS | KGR
eI P AN R s B )i I = P e TR
TAREEMER. 2 2GR Z 5 LB CDI 1)
TR 5 Z R SR 10 & e L) S e R e ) B
A8 Barrena 229 T MM BB 5MGUS &
HHFRIE CDY 73 T HIZRIBIE L, K IAE MM &
YR T ) CD9 B AT MGUS. Bruyne 521
BUAE B ST33MM BRI, CD9 BT A5 41 /Y
ML, CpG B —E TR I H B A 6. FET-AH
K 1 Z AR (death-associated protein ki-nase,
DA PK)F&—> g # il BE PR, ph 5 /485 ) 2 1
YT A0 22 B4R /7 A TR A 1 Ul ELA ) fieb g A
FH, DAPK J&—FP 4 B8 T EPE IR R, S 4
L PN — 26 J5UE L IR S W AN, DA PK W R30S
SRR Zh A TR AR, WA T & 4. Chim 4521
X} 55 5] MM B BEAE G 2L MM AR RRBIF 5 2 31
TE DA PK BRI A 2l DX 52 08 Y RAROIR S i ok
S FE[H -1 (deleted in liver cancer-1, DLC1)&1EN
JH-98 A TR A0 Mk v & BRI — R SRR DLCL
AL A e 98 3 A% D K 4= 28 B E 7. Ullmannova-
Benson 252 % BAE MM U Rk DLC1 )5 8 F IX.
FEAE P AL, S EOZE R ) Rk 5O TR,
K7~ PU.1 7B RE AN I R G e 4 B S VR,
WERBR PU.T BYIE R R 23 P B MK, Tatetsu
SEPIRESE R B MM AR PULT 2SR, N
Al 7E MM 40t 30k PULL, 2 S8l A=
KA A AE T, 3 H QB PU.1 5" 5k 511X
FJE B DAL T T BARES. AR A 115 5 5%
530 il 4> F (suppressor of cytokine signaling,
SOCS) I ZEET M 22 Pl (5 = i A i o s,
JEH SR Janus BE 2R -5 5 1% 5 1 M5 sk
1% ¥ (Janus tyrosine kinase-signal transducer and
activator of transcription, JAK-STAT)i& 1%. SOCS-1
J& socs FE IGCHE I — DL, A AT il JAK-STAT i%
&, —H SOCS-1 BN R FEAR SRR, & 25
JAK-STAT il B P2 i, —LL A I 1 A
PR DL o iz A R A B A G L B, e
SEUMIRI Y KA E MM AEER T SOCS-1 3
AbTFUUBCRAS, AR 1 TL-6 Al fie ik MM 4
R A SR A, Galm SEPI BLAE MM 20 Bk
SOCS-1 RYPLERZE F Fif H B AL AT 5 DNA
P36 52 AR G 10 DR 2R 95 T R ) TR B A e
) 7 EEEAE . a0 G o A AL K A U, X

& MM R B —AMHR1E, (A FHk= 535K
FHOGFE I, 03K S 0 AN D AR 52 DA T (95 155 o
#. ALY B 52 52 DNA #1016 5 19— 5 =X,
hHR23B & [ &% a0 B v () — A B 4
Peng S5PV% ILE MM 21 fdfk KAS-6/1 H hHR23B
S s F IR A TR AR B T IR R
R, BRELI R A5 52 2 DNA #0516 5 i 55 —Fh oy
3, M i w5 BE DNA A 1 73 (thymine-DNA glycosy—
lase, TDG) JEHRFEVIBRIE L o FE A () —Fh B 2 1)
it BEA% TEUN A2 450 56 388 2 K A T B D) 5
JE. Peng 55 0 7E MM ZH I ik KAS-6/1 H Gl |
TDG SEIR W)k DT B R i T35 8+ X &2 H
FAL MG ALY, A W95 & BE DA ZA P2(deleted in a—
zoospermia associated protein 2)%E K 7E MM 4 H
LR, RIRR DA ZA P2 AT e — N0
L2 Luo SEE Z Bk MM 21 i dk Hh Xz fo ik
PR JE A AT T W A A0 B, 5 2R R IR AE KM3
MM 1.S ,OPM-2 HiZHE A 1)) 851 X 428 H 21k
MicroRNA J&—25/NE RNA, 5 e & 1 i 4
T IER 9 mRNA 3 S AS S m) B AR, Kk 18~25
AT IR AR 5T & B miRNA 76 5 219 A4
frl R AR B T E B MM, g A
SR, KBTS, BT miRNA 7E 5%
IRPE 5 R A B AVE R, miRNA 33K 804
A5 AR Z RN, TEIMIE 5 T miRNA 7] g
SR DRl R R 9/ FEPY. miR34BIC 5§ miR-124-
1 #RA I EE R VR, AL IAE MM 4l
PR i X I FP miRNA JE 5 5 o 7 X #R AL T
H LR,

3 DNA KHE{HLS5 MM

IR AL 32 B e A A — S g BE DR A9 )i 3+
DX, S5 SRR RN AR, TR EE T AN (S S 1R
REMENZ, BIAEKFET . 2K Ras &I
NG 5. X S 5 B ) HOA TR E) F A
23 ] ARG i AH B C 5 A REAERR 40 L A 1 AR
A, AR Rk 2 JE L R R R 2 S BUMIE Y
PR B UE SRR I A — R —Fh DL Y
JrEE LR g ek 5w . o c-mye c~fos «c-H-ras
c-N-ras JUF-7E it A5 (%) )i 928 v 0 52 B0 H3 o 3R 35
Tao SFI7E A S0 5 A 1 R B 45719 rh o 8¢
B FIEFEA c-jun F c-mye FERARH B H 1k,
UERH 1 Tt i PR P R4 5 e 2 A B AH DGk

7E MM H I H AL B4 i+ 43 3 . Notch
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FEFREd TR ER AT LA 2
M), B3 3 S AR ) oAk . G SRR T AT
IR ALK . RE. R EHITZ
i R B 5 2 3 R 9 Mk AR A KL JAG2 2
NOTCH 15 5 i % 9 BC A, ‘& BB 05 4 5 L 3 T
Notch {5518 }&. Houde ZEP% HIAE M MM &
A7 B B A JA G2 BEIR SRR, IR
I JAG2 7E MM i e Rk & i T LS 8 X
5 IEH HANMAH H AL TR SRR E— 2
FEB JAG2 REWS AT 11-6 \VEGF .IGF-1 ()3
ik, IIHEHE MM (2R K Walker 5858 2 H 540
WA AR LI MGUS & JBF) MM 13 72
M A1 428 AR R A A H AR, (X s AL
D5 () D) BE LA R ik AR (LR Ry E— e . 3
PRI 2L AT FR Ak 2 it B (o PR 2544 1 2l 2% \DNA HH
FEEERE TGk () AR 3 D B A 25 2k DA B TR
P2 DR AR 5, ISR Ak T BB il MGUS & J
B MM ) — N E B .

4 RE

A AR S s AL 22 1) — B4y 32, S
GBI R UL B W AL 2R . IR O
MM 5 H EAL R 5 ZNAFFE MM 4245 T — 481 1)
S MM &SR AL A2 44, X MM 208t % 1)
INUE AT B T S A b B MM (0 % 2E R SR AL
i, ANIINE MM (32 3697 RTHST . B8k iR
TN AL B3R 7 AR F RIS 4, (ELJ2 iR 2 0L
WAL IR TT B ROE R RSN K s 5L 5 A5 3
UESE, 40 e PRS2 B0 L BT T 4 B0 8 1) &5
A 8 P A0 R AN B AR UE S T3 i AR 7 K
B 14 B35 1 1 S 2l AR g e 7087, R At
F5E DNA FH R Ab AT B8 7 35 IR 3 25 R s e
A FARASHT 2T, I 0T AR HBr A IG T AT,
OB MM L RAT 7 (/38 7 ).
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