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ABSTRACT: The rupture of atherosclerotic plaque is the leading cause of the acute cardiovascular and cerebrovascular diseases.
Although there are many basis researchs on the rupture of plaque concentrated on the cellular and molecular level, while less on the
epigenetics. DNA methylation, as the main way of epigenetics, can regulate the expression of the genome without changing the
nucleotide squence. According to the current researches, inflammation plays a key role in the process of rupture, while DNA methylation
plays an important role in the regulation of inflammation. Therefore, to change the status of DNA methylation to regulate the
inflammatory may be one important way to cure the diseases. The intervention of DNA methylation regulating the inflammation on the
plaque stability will be reviewed in this paper, from several inflammatory cells and cytokines closely related to the infammation in As.
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Bh bk LS Ak (Atherosclerosis , As)VE S0 Jii i1 45752 975 1t 35t
AR , & —Fh b 22 Fh S o R AR S 5 ik LR A 1
PR MEPRY. E R As MRS 72, RIERMANS ST
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RN 338 A 2P AE U o ISR 3R WA, HE JRE S T3 As R AL
BEHLmE 241 FE p , DNA F LAkt 5 B SJi /e o A OB Rl
%35 DNA HILAL AR B YA DG B G . 2SR 40 i 5 4%
SEFAAL IR 45070, XTITAEK DNA H AL R 20 [ i T 1
As BEHARE PRI T i SRR — 254

1 RAERN R FEL As R PURFERAF3E B HEPLHI

RAE SN AU A FTA AR As SR BEHLE B i F it %
AU : As S —Fl i ZFPSAEAIML N T2 50 RO 18
IR . A G X A AT P R I, AR
ZKBES R O L AR AR 2R YR A AR
R LCTE, A 2 B b g 240 -4 A9 L2 2 BT o L i R,
J381, B SO o ST G SN KA A AR BERR R K L, A
T ZE G ) S50 IR ARG A SREER A T AL S A o B2 2
SF N R ST ApoE-/- N E Bk As B, K BLBEH A H.
AR IR O BRI AR, O ELIE WG 2 i A4 5 B 4
RURTES: | S o S| P T @ OO U R e S 8 )
AL, TRV, SEAE 20 A Sy AT BREBR A T2 I B A AR B

*RESIH AR A ARRR ARG IR 7133233 ) s L RUTTRIECE 2 HRIPRE(Z131107000413026) 5
Rl A AR BL2A AL 0T H (81303086 )5 LAt A 482k 4 i H (7142037)

YEZ A B (1988-) 3 i 78 A s A FE 5 1) < v PG BE 25 6 RO LA 7 1], HL T - 15010508611, E-mail ; 88816kqf@163.com
ASEIRVES : B B2, H13% : 010-52176676 , E-mail ; mingxue78@163.com
(UseFe F 159:2014-04-03 #2352 H 1:2014-04-30)



+ 6384 -

REYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Voll14 NO0.32 NOV.2014

BT 1 S T s A A
2 DNA FEAI 5 As HIK RAER PR R

PRAE BT FE AL T 1 St s 0m 7 A 9 —Fh 1 R A
SN 38 24 1 AR B 25 10, (H — B3 B S pLAR
AT REIN . G FH T8 1, As J2 UK S R B 53
B JEPE AR RS AT AR T As BB R —. HSCHkdR
1B, DNA H B /RN AR 55 i R LA B R WLt A% A 1
IR — KPR RN HLA H B R IR P,

2.1 DNA BREWATS As BRRIRIE RREHAMARE

2.1.1 ERRZRAE  F AL (Macrophages ) VE R BT As 78 ih
LB R AU As (9 &4 & = L EmZ A B, 7E
JE A As BEHLTE 2L AR L R HE DGR RO 2, R, A
EKE AL R As KB R RISk )7, B
W, S B AN TE AL S TIRE AT VT REA R As S5 AR MR
FRHTENAITH A o i E AL A3 5 3 52 1R (PPARS)E Hy
BB 2R R B, FEAER S AL R R, AFHE
TIFFEFIWY 76 PN B A A Be 40 LA M As 5 rht [ AT Az 59
PPARs 23K, 1998 4], Ricote S5 7E A LAY . I 4t g
KBL PPARy #y#ik . H Ik, PPARs 7F B BEANM IS b 50 fiE 149
VERIE B 2 R o A ST HE 108 PPARs B AT 45 15 1w 4 Jfa £
TEHETA S E , WP A3 R R A% 22 7 5 i i PR 71
BTG Sk, RUL, AT PPARs [3k AT A EA B EEE E
WEANAAY E A

454 HRitse ok & , DNA H 34k 5 PPARs [ RIBTEHELS
FYIRR, EIEATES, W0/ N UG M A IGOE | i e
WESE 8 NZHZLH) PPARY2 B i sl 7 X H SLAb RS WG A 3L
PPAR~2 FLPH 7 7 H 34k L] 5 mRNA 335 2 HupC . i
W], PPARy2 LR ) 323552 HH AL B IR . Fujiki SR BiF
FERIREIER T B0, JF Hifd#E—2548 ) PPARy 3£ [H 5 3
F1) DNA 755 H (b T PPARy 353K 25 F AT %1, DNA H
FEAV I X PPAR-y J IR A3 42 AT (] 42 K 3 R4 B s 2 e %) 1
L IER LRI VE AR As Bigte 2z — A HEARTEAIHLG AT
REFER— RIS
2.1.2 RESRHME AR 4T ( Dendritic Cells, DC) /& H#if &
PR R B ) & WA B SR S A0, 78 16 37 145 P BB e A
T IR . EBIIK As 5 & X BE A B 2SR 4N i
T2 A A IF-5 5 g5 A0 M 2, $R s e VR B A 2R 4
ATRES Y As R o IRIBESCAFRNE 1 X AR R Y As B A1 A
AR, SR P TN AR AR 4 €2 AT i A ARG A1 Fa] ot Hh g 2 bk
AR K B, AREE BEH 2 BB SR A0 A o A1 il 1 40
LU BB B 2 Xo 45040 L AR e B2 R A 22 o pR T S S AR
ZEIRANAR A P AT T Rk BIRRE As BEELAPER

DNA HUALAE S R A B Xz —, XS An
Mk 5 & B EEREIE- . 2385 H T 5(STATS)
TP SRR SR ZEY T, A W5 % B TE PR AR
LR A AR B SR A i (imDCs), STATS )5 3l
KB T EH M, MMfEdE T imDCs [6] 2 S 508 41 i
(cDCs) 434622, TN T 48 RE SN &2 o A 3 P a4
AN ST N IR YR A B A% AT A A3k A A 2 AR 20 R A A % 3R
CD209 K 1) 3%k 5 H AR R V) L R——CD209 5 3+
KW Fh CpG 1 IR Y B B & A A% B S Ak R 245, i

CD209 P X Ao 28 IR AN A 2 PR HA EXEEA KR &5
AT, FEA SR A ML 431k 5 & T A R v, A G PR g P
A H e 472 F B RS VR, W et R A 5 TE A B X S
SN T FgE T As & AR MRS e BEYGR B EEAE
2.2 DNA BEWLI S As BRHIREE R FREE
22.1 PEIRSEEF(TNF-o) MIEIRIEH F -a(TNF-a) & —
i E RN B 2R AE Y EIE R I B S As RAERY)
A — A RAE R T, ERRIEAEM As (k4 2 W E R IE
AR AR, (H 5 B () A 1 2 B R B TR et . L s b
ASFRSE WP AT BESE , 40010 LA R SR 6 IR ) 28 55 , £ i
S LA A AN TR AN M 24 T 15 S BEER N IR T 18, DA TR
BT R EME TR, BRI, S TNF-o 5t FRUE As BEt BA
HEE X SR, TNF-a I35 B —BER e SRR, AT 7E
e SIS B 5 B 5 K L b TR B R S R

ZRFSTIESE , TNF-o B [ 5 3l F X WU A A A0 HE B
YIFEF 4T DNA L4l CPG &, RAFTERER) CPG —#%
TR o HIXSHRAER) CpG AL ERESHE , FoH BRI X A K
Wy R PRI 5 FEZAE P, TNF-o 358 3+ XEHE R
CpG XUAZ T TREE I H SRR, BRI IR SRR
2 R KT AR, 5 DR U 2 1 f ek RS, 5y 4, i
L AEPIZE SR F MethPrimer {44387 TNF-o 2 4275 &2 9,
TNF-a #H ¥ CPG JFHIER XAFAE 31 CPG &, I HHAES
=/~ CPG BTG T RAER AL, WL, @ DNA H A4l
3878 S JE ¥ TNF-o FEPH 1 3835 7T RE 2 F#AIK TNF-a A97K T,
AT R B0 1 As 1) A LR BES e 88 (1T 4 7 vk
222 BizdifmEAER 1 (MCP-1) HZ4ELE A -1
(MCP-1) , J2& 4 9 ZFp 20 it 7 43 U8 ) — Fh e A% R fb 2 Fh 5% JiE
YA I AR R SRR, IFX 22 S AE R TSI 2 A —
AR DR -2l R T S0 W 2 4 A Ak A R T s 20 G RIS
BRI TE As (R AR R U BEE S R R, MCP-1 5 i
KRz AT A, FH, FE—EdE AR K As shifs
w38 2 BEL T MCP-1 (3¢ 35 W] LA S5 1o AR B 58 4 /N2,
M, 38X MCP-1 ik AR, AT RES A B TR As iR A Kk
JELL R G B i B i

DNA H FALAVE Sy B Hix R 335 5% W 5% iy B 26
WAL 2F M 2 — %) MCP-1 R ek e 8] 7 — &M,
AR BHMHRE LD, (HVE 28 M8 T 38 Z B E R
/NP SE AT BEAIK HUVEC 40 Hey & /&t [ T+ = SAH
i, & BN R A 3 PR A 2 IS R B A KT, B MCP-1 i3
s &R TR, (HSE, fEEHE AR MCP-1 £ HH 3T CPG
SR G I A O . DRI, B RO R AR AR
P AR CPG A% TR IFH . i s AT, WLgE:
B EARAR DL , AR R B HR 27 X B CPG &y, HoAL i AE
#) CPG T FIMIRFE R ZZ B E M. Yoko S5EPONLL 5|
TEBRAE ST ,MCP-1 3L K CPG MR ¥ 3 1y B KAkt A8
WAER M ELFGA DL EIFSE R, BAR HRTRA X DNA 3tk
P MCP-1 Rk HLH AT 4r 7%, {H DNA H 3Lk 5
MCP-1 [ FRIRZ MIAFEBE R E R T, W8 ZH AR M
DNA B BALJE infa] 7 42 MCP-1 By 1k pY BARMLH A 15k —
5T
223 ANE 17(IL-17) ANE -17(IL-17)E—F 5 3 B fops
PEPR B DIA 56  HLA iR AR s8Rt i e PR, WT A i
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FRRBHECTT REN MBS A B R REPIRNEER. A As
S TP S M A E R Hh DR, K2 i il 58 TL-17
e As RRIFEFIMEOR TIRABISE, I8 M “IL-17 725 0o B
PR R R SR AR . R EER T,
B, BEAIG TL-17 7 As P95 h R34 AT REAG B FBEEL AR 2, A
MR ACS %5 2 M & Hamny & A o

F2H N DNA HEEAG A F0F90, I —Lem 2R
2518, Janson SEPILLH , IL-17 12K 3ZH K )i 8 F X H B4k
W, BRshF XA 5 H 3 b B ) IL-17 56 5% 10, ATiE
B A O o X B B P M G e A D S8 3 1 TL-17 (KR 30
FIX 4k DNA HEAKPIWEg £ 30, 16 IL-17 R E 37 -
I -22 28 122 bp Z[HIFFLE 6 4~ CPG i1, JFHIAHRH AL
RAS . XML IL-17 BRI AL TR H AR S SR 2R N
IL-17 A9k, WITINEE S5 SN o PRIkt , 335 224 b ko G Ay B
ABAR BT e 2P0 IL-17 A3k, DA B) 4227 BP0l R E A
FEBEHVER
224 BN E 10(IL-10)  H 404 F -10(IL-10) 52 B /i M 1k
PE— R ILAIRT As ELA CRAPE A 09 2 A8 R, AT 5 ol 410 i) 22
M T 54 K HF A& U SRE TR AR o 206056 0 R
B E BE A 5 AR E BEHLAH 1M 3% TL-10 AR 5E & B, A
R BERAH B M0 3E TL-10 KB St o T e B A, Je LA
BEHLAE ZERT , L3RGk TR KRG 2, X Ui W A4 B AR
PEJ5 T, IL-10 AT BEAC 2] — i AR AVE T o (B FHAAPE A
JEUAHUBERE ], T BOESATRE M B W me i
I, X TL-10 SE PRI FEAT3E 2504 45 LA i e 3R mT BE S finai X As
BRI T, B8 ISR S E P

WFFEIESE , IL-10 FE P )G 8+ X 5 B 640 AT LS 3 IL-10
FERIAGUTER , TR 3k . ML PT A 2l i i s Hom 3
FIX Yo RS, T Y0 sh 7RG Sk F 4 &, N
Wi TL-10 35 PR 5 SB4 ASH T &1 25 B3 5 Yo 208 U 1 61 46 56
598 BN B IL-10 LB shF X H SRS HEA T 5%, R
FH Spearman S5 AHIC /AT A, IL-10 FE [R5 3+ X H A fb 5
mRNA KA RRBZZHB A, BT, IL-10 j3 8+ X
BTG AL ] BE S S TL-10 JERIUTER Rk AR M BT R A
FHURES 9 AL, Fr L), BEAIG TL-10 JEBE ) FE S AR LAY
WRHFEIR AT RE SIS As (9T A LA K BEHCR 24 1 SR 41 o

3 NEERE

3.1 DNA BRE IR IE R B REEER

DNA HEAb/E R MRS EE BN EZ—, MY
TENPIEE 5 T A5G T2 B T, 2060 G 10 2879095 J TR, R ARE
5 25 B E Fl—— 0 H SR IUAE N JRAE N, A P45 7 1 o 7E IR
IR, 5 AR S5 I P 33K U Bk, ik B 2
AR ZS ) 2 At JE R AR 330 o R0 AR 2 i 40 i A 8 1 At it A
F [ 55 f ,PPARs STAT5 .CD209 . TNF-o MCP-1 IL-17 &
Bl CPG B sl e CPG A% R J3 31 (1K B LAk i 1
AHOCH N 5 M R i 223k NI E T RAE Y & A T IL-10
FERI A v H AR U] 7 /Y TL-10 By3RiE.
3.2 DNA HELFTBER A & As ETEE

DNA H e Ab38 1 IR R S8 E 40 5 20 R F i R ik
U S PRI INID 58 B 3 ek G E DNA H b T
i As B FERAR, P8 BRIUFSE I GURT 41, DNA H Ak J&—7r

DLV (A mT st A o PR, FRATTAT LAGE i Bl s DNA 64kt 7
HOCEEER TS, AR R — 0 . TIE DNA HEAL o
i, FUEAL (A DNA HUEAERS R L R I b 2R
I, FRATT AT LA o 2SO Y B 5 R L AR G 00 K o
T, ITIA S R B PR i H A KT o (B, dilad i Y
P 5 RS B T B0 PERR 75 38 B 45 AL KO OF HRE T
INFATVITIEIA B30 5 I R UL B4R , R R B3R AT T 224
R —LHIITE
PRI R4 T T Bk PR FE ) DNA HUEEAL P 2K
S RATT AS AR E BEHR, DT BT5 6 3 bR BE LB BT Y
WEIRR,
i ROBPEREANFZRESZ AATRTEARZESEMN
ILERTREHE TN E SR H,
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