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AT TEIRBN BRORE A PO T C 28 B I N 28,0 H e v T 5 N A e
I SRR T H R SRR RERE AL MR N E AT TR R, R0 T Foxp3 5[5 H A4k
ML SRR REAL RO . 71200 B S AR rp, 23] T K QR Bl AR SRS
#, HIBANRABIFL T Foxp3 5 K HEAL SISt S BKRFEREAL K 73 TR, R R 20 i
BHARW, WHFRRBIRGEEE T 25, 78 ACC S TR0 3 [ Broe il _EHEATAE
W, TESARBE N T RS IR . 1200 H IR AN A SRR, WA RSCRRUE R, 7R
KRR IR T P B B ). [FIRHERE BRI B AR R A
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SEER S MK 516 BERE AL 12 - IEJS (Coronary Artery Disease), CL28 A U A 2K, JE L % Jig
] 5% N TR AR R (0 0 LS DA o 75 093 Bt Ay 3 ik o6 B 4K (Atherosclerosis), 51 2 31 ki
FEREAL B S RAR 52 2%, G JORE S 7 e B TR 3. Mk ok AR R A BRE B T R i e 350
TR R A S R AR AT IE R . PHTTPE T 200 (Tregs) /&2—28 T ZHAUAFIRIEAY,
REMS T 2 R R VRGN, RERE 4R mIT B SR CHUR R R 32, T T A R
SE, A Rh G SRR IR S . O KRB FCUE R AT T 4l AT 0 3 ik R 1A
MITER, TESIKOREREAL I R AR R SR e 2R . FOXP3 s %3t [Fl ¥ forkhead/winged-
helix ZRMIS G, FERIET CDA+CD25+ T TE T 4HfL, & CRMITHE T 4tk & FThig
(KIFCHREDR . FOXP3 (K174 E A A Treg M MLZE F5 36 AN 4% ThBE T 4 4.

FOXP3 JERRIM 85— N & FIX, AL T HENT FfZ 4000 bp 4, f&—M&E & CpG 45141
X4, SCFRTSDR (Treg-cell specific demethylated region), R T455 XK. 1E Treg 4
Jirb, TSDR ] DNA 2 FEAL e % FOXP3 AR ERIL. WA FOXP3-TSDR % HIFELL, A #E
i 4% FOXP3 HE[AIF3 & Kk, Treg AN AAF A TIE . FOXP3-TSDR 25 FHELALZ Treg 4H U Y
EPERRE . DNA FIEALAEM 2 —FP A AL T 3RAF 0, {3 DNA A28 LA AR ) 2 a8 A 1
PR FEHZL DNA IR AR S 2 B R AR S (R e 5, S mARE (KR 1L . DNA



HAREAL RE DG P RSB R (K75 v, 2 RIS 5 7 B MG ARk . X — s A 3
WFEERCARINEBE, (HREA ORI 100, IEER— g R
W, W WA 2L, RUGHEN. DU SR G R, BT U e R (1 AR
&, BTSRRI FIE I RE. BT DNA HI3ELR 8 MS0W L FE 2 il LIS R 1, X
FBEREARKIGTT I HE £

SRR R ROR LRI 2%, B H AR MR S 2P SR . 455 URELLHT
WS S BEAE SCRR BB, FRATAN, SRR FEREAL ) A T R R TR B f i 6 3
PR FXOP3 JE[RI R AL, IERORATIE T A B K IhRE T IE, SEGREE R S]
A2, TAMEPERD 702 A AL BRI COA+T 4T B 5L 2 S 2 kB RERE AL E R . 32 AL
HIBERE U T -

1 KRG AL SEFTYE T 40 FOXP3-CNS2 [X ) DNA i HEALAH G,

FOXP3 = I EEAL /& S S ik £ A HE SR8 AN RO IV SR b ST A B PR 3%
ARVRRRLE R IARE ORI, e Lo S ) 25 U RRAL FOXP3 FTARER MR 14 T 4t /K1 1 3%
BEAK, FOXP3 % [K| 2 F L AL /K-F AN KA BEAL ™ B AR RIS R R ek o G K
Rz —, AR B e R (BB RS 1 I FOXP3 SR 1 FRJEAL AR S, Uek/b FOXP3 ZERIRIA
I FOXP3 2 [A] FF B ALAR ML Sk Lo f4 B0 AR B A ], WA 2 AR T 4% S K A
WEALERE . FRATTE— DB 50 R B, FOXP3-TSDR HIEAL/KFTH 5 ACS B#H A R 45 R
RN . [FE, RATESNLHPIGUE T IR R, B ApoE-/—/IN B AH A I
FOXP3-TSDR FHIEAL K (KT, ApoE-/-/NERAME L Tregs MI7K-F AR,  SAKHEFERELL N
H,

2)  FOXP3 J:[A F AL MB R BE 5 K S AR AL 1 22 5Z DNA HIEFFEE 3b (DNMT3b)
R

S Bk IEH SR E AL, &0 B A ML Treg 40 DNMT3b A U] 4
(DNMT1 1 DNMT3a JCHIRAEM), FOXP3 % FIEAUACTREMC CEIFBAL KT ED . 1k
4b Ox-LDL T-HiR, CDA+CD25+if% L T ZHffi DNMT3b 14127 22 % (DNMT1 5
DNMT3a JCHIRAZML), A FOXP3 2 AL K-FFRAR (B R4 KT THR). FOXP3
FIL T FATHE— L H0H] DNMT3b [R5 )5, FTHIEFEAC FOXP3 FISEML /KT B,
FOXP3 [HIERIAKFTt i, PRIRAIER F/KF-. DNMT3b JREEH: 4 APOE-/-/IER, /MR Treg
YIHF) FOXP3 AL /K SF I B . FOXP3 HIRIAACFI B TS .. ML Treg K FTF
s /N BRI A R B K BT R, SRR AL B AR



3) it DNA FILHEREBEHIHI (Aza) AHMEVERN 7025 FH AL AR BN CD4+T 4Hiff (43
WNTRENE Tregs) AT FH L A WG S IR AL RE AL BERE o
S-AARME (Aza) REMETEARSMERUAE SV CDA+ T /- N T BETE Tregs. [FIRT,
Aza 1531 Tregs ¥ 2/NRUG, T AR Z SIS KA REL ) AP BL. 7E Aza-iTreg $4 7%
J&i» APOE-/—/N R IR /) COA+ T AR HH B 1 Foxp3 1914 T 40 ss 7k 2 H AL [X 3
(TSDR) [\ FsHIBEAL DL K Foxp3 RIAM) L. WX —idHE, J& Aza iEid 0| DNA HI %
FRME 1 (Dnmtl) /F¥) Foxp3-TSDR 2 FEEL AN Foxp3 FRIA M i sLBLim .
FEABEAI ZFITE T H, BAVREET FOXP3 K F AL IS L Bt 3h kol BEAL ML, i3t
17 TIRANBETS,  DASGR R R B AL AR Ui AL FOXP3 25k [R] F AR SR 2l ok s o
WHITTRE . WA R IR R T R K& Aza 4 CD4+T 4RSS 10 iTregs HEAT AL VAYT 1E
BB FEREAL R YT T B BRI .
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W RERBETT, EEARDFRE: 1) FOXP3 m H 3L 2 S ik A B AR
OIE FAF NG R . 2) DNMT3b 1% Treg 4 /it FOXP3 J PX] FH B AL fig 3t 3 ik ks et
. 3) Aza BEMBTEARANE RGHE SHIME CDA+ T A4 S ThBENE Tregs. RN, Aza i
Tregs HeA8 /NG, AT LU Z 301 Sh KR FEIEAL &N B
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TRATTHIBIE FCCRAESE T FOXP3 J [ vy FHRR AL AR R B KO A AL, R 2Rl R ik (545
WAk, FOXP3 ik [K] FH BEAIR 25 SH0E He 5) Jik ol e AL ) 7T e
(WU 47 51 B EARY
FEWT TR C R RRICAARIR T 5 R (B4 scl WIS HcR), B R sc
Yale, BiMBESIA 134 I REPCFERBC AR, BidkE cep e, RitpisIA 10
o 2 AR ALIEAIC T K23 (GW-ICC) S 36 Lo I 27 23 AP 23 (ACC) B B R [ N Ah 2 R 4
WA, R RN
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134 %, #E PRI 22T Signal Transduction and Targeted Therapy (IF=52.7,JCR1 [X),
Nature Reviews Cardiology(IF=44.2,JCR1 [X) Circulation Research(IF=16.2,JCR1 [X), Journal

of the American College of Cardiology(IF=22.3,JCR1 [X), Cardiovascular



Research(IF=13.3,JCR1 [X) Atheriosclerosis Thrombosis and Vascular Biology(IF=7.4,JCR1 [X)
MR 255 .

Xiaoyan Wang 255235 5] F AT H 5% R 51 3 ) F“Additionally, DNMT inhibitors and other
epigenetic therapies might help modulate macrophage functions to prevent or treat CVDs. Indeed,
inhibition of DNMT3b has been found to increase the expression of Tregs while decreasing the
levels of pro-inflammatory cytokines such as IL-1p and IFN-y,thereby regulating the
inflammatory response and the development of atherosclerosis”(IF=52.7); Ryosuke Saigusa %52%
5| AT H AR 5] 3CH)F“The instability of FOXP3 expression might be caused by increased
methylation of the FOXP3 locus, which is observed in patients with severe coronary artery
disease”(IF=44.2); Monika Sharma %527 % 5| Fl AT H il 5] S F)F“Several factors are
thought to contribute to the decline in Tregs during atherosclerosis, including epigenetic regulation
of the FoxP3 locus”(IF=16.2); Barbara Rizzacasa %5%%3# 5| AT H AR 51 3CF)F“The
expression of proinflammatory genes, such as interferon gamma (INF-g), interleukin 6 (IL-6),
forkhead box P3 (FOXP3), platelet-derived growth factor (PDGF), and intercellular adhesion

molecule 1 (ICAM-1), appears to be regulated through DNA methylation”(IF=22.3)......
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