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[ Abstract] Recent studies on DNA methylation and its regulatory enzymes, seem hot to resear-

ches of epigenetics. Abnormal DNA methylation can influence the expression of certain genes, inducing

occurrence and development in autoimmune diseases. These deeper epigenetic studies of the role of DNA

methylation in the induction of autoimmune diseases, may give us clues towards elucidation of the patho-

genesis of autoimmune diseases and development of new therapeutic strategies for these diseases.
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DNA H £ 4k (DNA methylation ) J& I % 3 ¥ H%
W3 1 — b A2 ) S R 5 0 20, DNA (% F 384 iy
DNA H L5343 ( DNA methyltrsansferases, DNMTs )
PEALTE L. T 55 ELAZ AR W), e s e 1 PP 6 Ak m] g
Z: SRR R R R AL B A X Gy
OARK G ARG WT5E R W] DNA AL 5 0
Wi 26 [ B S e VB 1Y e A R e . AR R 5 |
& T s DNA IRH A4S, % 3 B e A i 7EVE
FRHE R B G , i 3k 22 BR 1 52 e B B S M
S ) KA o
1 DNA HE4AEERERIE

BAE 1942 &, Waddington 7 R 42 H 3 Wis 14 2
(epigenetics ) (IHER, JF45 2 WAL 5 1545 2 AR X
1), EELZMFRERNBMEN LR, ILTH)E,
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Holiday #xf Mt i% 248 ) T BT R Msr,
TEARBUESER A FFFI R FTEE T, 8 DNMTs FiZH
H L EAL %% #2 1 ( histone acetyltransferase, HAT)
20 7 H 2= L AL (histone deacetylase, HDAC) By1&
MR A B R Rk X R B i L) DNA HBE{E 45 Oy
WL, AL CpG B W AR TR R KW
HLURE S B R R 3 LB R TR Y R A
GNP EE MG B F AL PR IE B X Qe ik &
SERE S 3T

1.1 DNA VAot A AR A & DNA HJE
P FEEA MR IIRE: (1) 724 W) 40 10 & 8 F o4k
RS R R ks (2) AT TEfE K ) DNA J5
GG aNg AR - RO AR B SF . — MOk U, DNA H
HA G RN LR R A, WE s XA S

YEZE A BYE(1981-) , 20, BB IR, W R A M, P9 A, B eai B PR AL R IERE 5 I RBEFE
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] B R 27 5 e R RS

F28 &

B SRR PEIEAR G (AR )3 3 7 X H Ak i A, it 2
EIGREER ), B PR A B 1 F AL 55 i R 3Rk A7 7E
S5 SR OC , AN AE 1Ak TR L AL 1 P 910 5 A Al L FS
FMIRIE . M, VEZ N IR AR PR TE 28 YRR Al 4
FR—5-E RNIIE E ( 5-azacytiding ) 4b P 5 B o
R BRI 2 A R R b 2E i B R
0 DNA 19 U EEARARZS WE o kE b i SR 2 R A
fiz J& DNA H AL F R T A pib R . 2R AR £ e
Z R, SRR EAN T AR , w23 el BE PR Y R AR AR
&, PEM LB WY R IE A S IR, WOl
it AT SRR 7K 75 Y R A 5 PR 58 T G, BT
A FY S AnE CRERR ) FI 2058 (RTF ) 4,1
AR ARG PR AR M B A . B A
X BB FIER £ PR 3R ) B T TR 5 R 38t A% ) AN [R] T
AT PRI ER S PR 3R A 1A 5t 4% 5 AL ) 4 T, o
JE T ITER R WLBAL BRI FE R

1.2 DNA W A Ak a94F JA ALh) B e )| DNA HI &
A Tl i PR 2 35 A T PT REA P AP B - L 1 BIL
il JE CpG &y 1y F B AL T 40— 2855 S R 5 BE R A
P X A4S G el E 0] RNA 584 BTG 1 i 00 ) 5k
IR B PLT G PIRIZE AL (1) 5L
DNA 5¥pa G455, (2) DNA HUEAL ks g
A, P R RE LR 5% 5 7 (TF) 55 DNA &5
Ho Hi—FhE O B CpG 454 8 1 (MECPs) 7]
DA T 5 A e e I I ) 45 Ay ) 4 1 L 11 BE AR TF 5
DNA 254 B H H 2 HE ZGEN—2EHE TS
— PSR, BT S G A B A A, S R R O B A
BZE T (Vitellogenin I ) JE PR A9 5% 5% . CUESE DNA
AL S E £ OB ITEADS |, TSk & s
FER RN 7 —E T, BEE X AR A
WA, 2 A A HY SR A A 5 B 8T ¢t ok DL
JEARRIZE AU BER o X80Ty A4S B R 7T 43y
R BRI R AT 1 Y RPN | e PR A S 07 A
PR REAL A G T 5B TR A7 s i SR . LRI R Y
FEPEAS I HYBE Ak 09 O ik 2 HY R AL 4E 57 MY PCR
( methylation-specific PCR, MS-PCR) , & ¥ DNA ¢
JFH A R R Ak 3L, 330 R R Y A 1) i s g e A% Oy
PRIEWE , 17 H Ak 0 A 22, B JS A7 51 90 FF S P Y
PCR, ML, b A H A BURPE R S N D) L B
TN P04 o FE3k S8 07 VA i Bl b, 0P BRI
DIBXT e A J5 PCR 7™ ¥y U1 1 1 5 e, 456 BEI

» =H 1
UK GERAFIRAR 55 0 T HE W)+ B0R , al % DNA i
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FALRPRAS AT 2T T . BEAE W AT KT
AR, AR SR B T DB i 1 b 1 5 TR 4 A A
(RLGS) A — R IFr 60 4 5L 2H H Ak 49
T TR , A0 : F Al SRR ) R P 8 S5 4
AR A DX TR S 5 3k SRR 1) H 3y HY
FEAB O R SRR TR T A TR
2 DNA REU5BGREEER

DNA A $5c A7) 2 70 AF 50 I e 1) o 78 v o B
9,6 B B fo 92 1R 5 1 T 9 T L AR 7B T 1
DNA FILAL R AT RE 5 56K A B S PR B AH G
DNA I EEAL Y 22 T LU i 177 22 2k PR 363, A4
— 2 5 R R R R 0 L PR R R AR DG SR I, 3K
T A0ME R B B SO & AR B, TS 3 5 i 1
PR RIS DNA HIEAL T 4EHE T 41
MTIRERS 5 2 QT A AR o Ok B 2 1 SCHR IR
S5, BATHERE DNAHBEAR K P AR R e T 40
JL ARSI N X RE & A B B R i, e Mgt A% 1)
RPERTLAG S B B e My o
2.1 DNA ¥ A ibFe & Lot 4 5248 75 (systemic lupus
erythematosus , SLE) SLE 2—F LI KEM A S35t
AR5 2 R Gt EEAER B B St
PN, B R HL G A B, Horh, SLE SRR
i H SRR AENLS - RS, A
FRARE , 7EFR 3 45 52 35 6 1 DRIt g sl I R Gk R 55 T
0l DNA B EAL I 697 5 , B ae & A= —Fh LA
KATR IR KBTI 7 A R AE Y B e
JEPERR . T 5-B AN WENEAL P T 40, 5 4k 55 7%
FIOR B g PR BRI IR 2R N, Wi S e =5 W)
PEE/NER'E 2, BT DNA Hiiik Hrdl e A 7
SARIEREGRE & A AL A S T 410
DNA IR H AL, 40 i 57 BT 3R 46, Ja 3l B 4 i 4y
b, FB A B R e A TR IR i
T A M AA7EA [V R BE 1 Y BE s g (dmC) 51t
DNMTs {% £ T [, DNMTs JK -2ty A7 22 53 R
TE AR O (MAPK) i@ 423857, v] RERE A 5 1Y
B9 S 5 DNA {364k, Deng 251 19 BF 5t 1E
SEIE SRR BB 2 DNMTs mRNA R R, H Ras-
A 223 200 1 U (Ras2MAPK) {5 5 5 5
b FTRT PR ] 40 >k 0 ) Ras2MAPK 3% 4%, A fifi
DNMTs mRNA [, g 16 PEFEAG, B3 80 DNA fIKH
A CAMIRR I, W& CpC BALT R H oYK H
BEA 10 40 T AR B DNA 7E K N Ah a] DLFS 5 26 {0
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B, 55 :DNA HILL 5 B & s s

F28 &

SLE Fy&-Fh i ek, (46 2 viliE B 405 1L |
H B PR P L6 B4 T . N T
RO FHAN B DNA 5 5 100 7 A UK I 254 2 5 5 R
e BT DNA HTARZEFAHOE , F] Southern E[I3%5 73 A
Prik H BEF0 L 4, $2 75 PR BTAR B A0 e, 3R W]
FH4HTE DNA Gy ik 5 B DNA 5 53R Sl Y S fe
I B S AR AR AR AL 40 CpG
SRR, AT S RIERE A B SRR IR s B IR B 5T R
BT 40 B 40 AL g0 B ¥ (CD40LG ) (B 5 &
oL B4 (CD11a) \ZF fL & (perforin) iR SRAE A 5 11
RIES IR H (CD70) & TCR {55 4 7 A ¥ (IgE
FeRrl ) 453 R ] 42 e S F BE AL 7E SLE % Bl
HE SCBEAE T, DNA IR HY BE AL S80I 2 2R 05 1Y
X Yefa (K220 5y e SLE (1 G5 T 7E, CD40LG 11y
I8 R RS P0G R R TG 1 X Qe i fk Rk 5 A
SLE fYEEFEN ", Wen 25127 F i) 2R SR L 4 3%
Ak 40 R 5 ) DNA 355 SLE JF 5 B/ B B
FERN, A T AR DNA 778 B 25 A4 FP 564k, OF
SHEOLE TR DNA $LARFIE H IR RE ) 3%
ZA, R T ALY DNA 5% SLE 4 H 5 e 5
WA . B, X RLE AL 2 1 IZ S R B B
T HIB SLE (19 A bILl , i#F— 2L 0F5E DNA i H AL
RAS JCHRRARH B4k, O F9RIGYT SLE Ak i2 it
TR, A A B T X5 SLE 5 R 2 1 T
ARE

2.2 DNA W &b F= K KR8 % ¥ £ (rheumatoid ar-
thritis, RA) RA 2 DMEME S PRI 21 1T R
AT IMFAS (BT 451 DAL A B il 5 | )
IR 55 ) O il PR BT A B S e P
YT R = A R . A FFE A B, 5 DR
FPEA R G T LA S T 400 DNA AR, JF His S
SERER) CD4 ™ T 201y B B R itk 76 RA &5k
JAIL T 4147 DNA BB ALY 52 45, 45 2R 348 DNA
L SRR ST R Z I I K R, I HLax 26259
W AT AGS S LA S B — R 5 3 B S0 55 1R 53 19 E
Ro 4278 DNA HUEAL T 40 5 B R B vE Al B 5 4
PEVEPR Z [ — & KR . HETS A 224 X RA
FBEFE 4 DNA AR AP S H 52 e PR &R kAT 1
WIPWE9E . AR B, RA SB35 5L K 4% 6 DNA H
FALKF-REAG, Ty DNA B IR H b T fE 5 NS,
N10-3F B L pU A MR 38 JR i ( N5, N10-methylenetet-
rahydrofolate reductase, MTHFR ) J& [ fit) 2€ 75 F11 15 [F]
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UK 42 IR ( homocysteine , Hey ) [ E 4 %, DNA
A A AL AT BEIE T 5 S RA A8 1 B S B PR 1)
WRIK, Z 5PN KB K IE, Bt kM),
CD70 7E RA £ CD4" T 4 e i) 35 W] 0 i T4F I8
DERCI XS RRAL, 25 A Geit 2 8 o W AE i AL
5 CD70 Fak Wi R 424 5%, I HA =8 g 2 I 1Y
JI F ARV E FHRZ A, T 4iiff CD70 )3k flf T 40 j
SRR AL I fe & i UK Lt sz ML, 530 B B O
PE . HHT, X RA BEPHZL DNA AL A BIFE 4 Ak
THREHRPTBL, RA Y & g L 55 Hk [T 41 DNA IR AT Ak
fEA CD70 SRS BL PR 33k 3 B R R A T itk — 2
HAWFI
2.3 DNA ¥ 2 ftA=3% & M4 £ (ankylosing spon-
dylitis, AS)  AS &I REAZILHE A, A [FIFLBE 1
B2 RIS ST 0] B DG Ay 2 B 8 P A
H St . e Rs A R, — ok st 2
RMIE R R EAE T KA 65 AR B
AL )-B27 (HLA-B27) #HOC . A 273 % 5 R RS
o B AL R B S SR R B, B
R 90% 1y AS BB F#AF HLA-B27 3K, {H & HLA-
B27T 24T J5i%F 8 A B g XU Al 14X 25 20% ~
50% o FEMLARTG A9 X He (i H DNA HSEAL i) fE Y
a0 Y 42 3 , X A L S B B R vh R R 2, H
S XU P 5 Hh - ey IILAE B9 Il R BIF 5 273
Hey 7KV FIE# m BRI HBiIAE AS 4P A5 53.3%
XULHITE AS [E A A i Hey IfiLAE, H Hey 7K
-5 HRR VitB12 /KO- R A OG . ffiE MTHFR
FEP) COTTT i sd AL, MM 3¢ Hey /K-F-WIR TH,
RARAE T (TT BY) #Y Hey P2 /KF-18 & T 1E 4k
PRI 5 HO5 A 2 AP S B AUAE [, TT A2 Hey FH
(1) 2 K . Hey AT LUE B T 40 HLA-T 28
P, an HLA-B27 435 J HoAt 2 100 43 145, DA
MR T AR IR A A i, B CD4 T T 4
BA AS BT, FBCAS 28 A B e MEuom it &
AN IR TGS BV R A S 41 DNA
SR B IE
2.4 DNA ¥ A ALA= & 4o A8 4L £ ( systemic sclero-
sis, SSc) SSe & LA ML AE s A2 | J PR M Bk 18 1 Bz
JRIE JEEFNEF AEAL S AR B B e e . BR
P IRsZ A0, B A mT S O i 0 A S
SSe i 22 I AR BILEZ 5 AR W o — ok o 5 5
Jo 4 e 2 Rl 1) 2 3 2L, ) Jo ol £ 4 A e it B
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Ut
A&

F28 &

A R R AT S T A T TS AR B BT
LA HUXT SSc B A ZUER 2 Ak A i R R A G B 1Y)
YER . A0SR A, SSe [ 3 2T 4E 4 A I )it & i
B 5 e s B FLIN 3k 4554 ¢, FLIL 5 3l
TIX CpG By Kk i HIBLALTE SSe 5 iLeT 4E4n i Fn
Be R AR A T RS Wit A5 HLA AT B Xt
SSc £F Y A AHAE T L (5 5 5% 5 8 SSe /A 4T
YR PRI & AR PR TE FLIL ) DNA H R Fn
B2 LWL, Ozbalkan 25 3 4ok SSe 2k
WA X e R R B, 36 1 X e £ 44 L IR A
R, DNA I REAL 5 48 22005 19 X e (R i i aR AR
AR FRIRRHY R IE 1 X G R i IR AE
SSe 1 A Bl v B AR, Rt & Lo Pk
SSe KR R E A 2 —. Selmi 25" 1 Knudsen
S5 RFSEE— AU, Lot SSe AN E I X
T 1A 200 T b 585 A R 17 A 0% DG TC 1) 2 P P Y
o MO, EL P SSe BE ARG Y X Qe i
JUE AR X BB FE A BT R SSe 1y A& AR HILA
IRR AL NE R 0 0 B B e e e it 1o
FEWAN i pLiS7oe S i e

£ BTk DNA HYERAL AR Jhy 1 BR R e 3k ) —
M7, EAMRRE R R AR e R LR
SRR, HA R R R G T 40 DNA fIXH Bk 5,
XF A B s AV TEAE 0 i TR e sk 3G, s o 24>
I P EBE B R VEBORE 1 A . IR A AR P
AE B B et I VE R, AR T I A S A
JEPERIR ) AR BILTR] , AT AR ST 3% SE 55 $ A1k o
HA BT
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