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[Abstract] Epigenetic modification includes DNA methylation, histone modification, non-coding RNA, etc.,
and is crucial in determining gene expression. A growing number of recent studies have shown that epigenetic regulation
may play a central role in the pathogenesis of sepsis. Due to its explicit mechanism and relatively mature technic, DNA
methylation has received extensive attention in sepsis-related researches. By examining recent studies on septic DNA
methylation mechanism, this review elucidates the key role in sepsis occurrence and progression that DNA methylation
plays from etiology, immunology and other aspects, as well as its application potential in the diagnosis, prognosis and
treatment of sepsis before pointing out the direction for further research.
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JREEAE (sepsis ) FA A28 L BOEA S I0HF AL, BT
ARG R B A FEIET RN Z — . BRI Z TR
P, e () AR FRALTR E 200 M s AR T A
Wi | AR R L NTE R T A2 AR RGT A DA K
FMB AL IS Horp el e — =R . BUREE
PN, FME 2 v] DUAEMREAE B BRI Sk R v DR
XFHLIRASFI A, H AR SRR S5 T B i S AR A, 3
2 GO RRPARRAR I RR YT S MREERE H A7 S
IR I H RS B AR IC B B A E 23 A 4H M, 3X
HE XL e B ) Z W AR T O R R fe . F AT, N
XF I A HGE FL > (R E AN A B E R R IR 52
K2R, 5002 DNA HERAE 5 IR BEAE s il PR DIAR G . B
F UL B S0 DNA Y 3E40 55 BT ¢ R A5
HREHATLRIR
1 MREBE

WEFEIE PR REZR B AIE , 2 —Fh B B BRI
Yo AT A S R W, B ATIREAE At T 4
SO WAL , i EAE W 4795 55 (intensive care unit, ICU ) JFL
JUEs AR AT A o PRLG, IeRERE l y — E

AL T AR [, 5 T A 2 AU 5 T A R 2 T 2017 4F
A HEEAE 51 O A R TR AR A, IR 1 A SR, PARK
PR AT IS
L1 e e ORISR : 2016 4F, 55 3 IR BRAbit el
X e EEAE UM T PR S )R SCA I8 o, 4 IR E A SO
F R 5 | B B 1 T 5 I 2K T B i B A A D RE R
i 5[] IR R PR S A SO R FEAE ) — 2 , BV REAE
SHUARTEPR B A L S A0 A RS RIR S . Sty
THEREAE A L MEREPE IR ST O AL R B e 2

FRFEAE KT PR SC AT , JCHEAE T-0) & B DI RER A
ARG, R i I BRIR SR 1 LU 2 Wibsie « O X T ae B2
B RN, P38 o R AR R AH O A 7 BT 38 B 3538 P43 (sequential
organ failure assessment, SOFA) X} B4 #EATPEAY , L HE A
SOFA 5 AL LT 2 73 NS WibnifE. @ X T2E
HOAEBE LR R, T LATE RS A DO e 51 & B i
(quick sequential organ failure assessment, qSOFA )27, Rl
JELATR 3 TR fY 2 T R POIRAS BRI HE (systolic blood
pressure, SBP) <100 mmHg (1 mmHg=0.133 kPa ) FFI iR
(respiratory rate, RR)>22 ¥ /min, Q) ¥FIEHEIRTE AR,
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I 6 2L IR T 12 T M AL, 38 I AR 2 30 RS MEAIR
ML 5 160058 T R 2 4 15728 8 Jik R (mean arterial pressure,
MAP) =65 mmHg ., 7854 25 LFLER (lactic acid, Lac) 7K
>2 mmol/L, WFFERII, i 2 LA EARUER IR EE VIR e 25
(I AEE i 40%

BRI AL AIS IR E LA AN A7 HoAt 5 B RS HI k12
W FEAE 55 IR FE PR B, AR P e R 1 PR o £ 7 R LR S
TR BT I W, SR ¥ T LAARAS B o 12
FESPE
12 JREERE S ML < YRR W 2 T 0 SR 5C 73 1A
= (pathogen—assnciated molecular pattern, PAMP) 8 [ fs
21 it 2% 1 A A SRR 52 44 (A Toll BE3Z 4R BHUMN S , HLAA S
DT AARPEN o ARGV IRFEAE ) &A= T LA 53R
ANBEC, BIRBT A R GE) I O 7 A A B S RN S
1F (systemic inflammatory response syndrome, SIRS ), LUK 4k
EE BRI L AR e ] | OAR 2 20 i/ | Ak i R SR AR A £ O
PEHT R R 27 A AiE (compensatory anti-inflammatory response
syndrome, CARS). BFFE W7, LR R G M) IZ 05 S LA
G A AT AR (R S B, ) 3 4 S e B O T g
DN 2R R IR O Rt | ke | R
L3 JREEAETE F2 SN R R - AR N R IR AR AE
14 fih e Fo A (H IR A P BUR FHIE T I H S 248 B DI RE =
(multiple organ failure, MOF ), HiM—IRWFFEUESE , #5 XCE
SRR TR, U AR UL I R A IR FRAE J o JE A 1y
FRAIAMFEA S AT BIESS , % ARG LT
BB RSE (14 5 RN G BE PREE OC RN K, TR B i
JE AR RBSAR T R 5 —FhAE IS AL ROV ARG , X i B st 1%
FAEMEREAE T 3 R AR S Ak v 4 T s
SR, — O T IR EERE S A7 G AL T2 (I A B DA 20 SCHRIF 5
(Genome Wide Association Study, GWAS) £, L —Fh LA
ARG HE R A M, A LA e R A O A
WFFE LR I, IR EERE S A7 ST ) U TR gt %2
PO OB MEREAE 1 T SN RIS R ST,
HATANE] K207 A 2 ) 0 N A 27 22 AP AR T I L 48 )
TR, BVIRBEAEAS 32 S W AN [RIAR 1] RS il e Wit %
75 SRR I o A F 33 A% 4% T RETE IR REAE 1 T2/
Nz i g O M (E6 T IR RE s Z 2= AT AT A T
AR
2 RWEEF

T E—FIA & DNA FHI R A /Y, vl p il 4 22
O3 BUMIA T B AT IRAL I RE R Sk 4 i . Rt 1%
LA FALE] 2 e LR =2 B DNA I EME AR
B4 . IEZiHS RNA (non-coding RNA, ncRNA ), iX S84 g
PROAFRMIBALIRIC . FWER AL (5 B TR 22,
BB S I 1 Y D A SR ] | FAA | R T ORI
FERURAE R B DL 1 B0

5514 DNA B 0 #AR i A AN ], e Mgt A pm i AE RS
52 B FEBIRTE N (BRI K 3R 5200 , DA ITTAS B b g 8

(7 A X R s B AT AORRE T, ™ AR S R e i
SRS
2.1 DNA WML #1X%) DNA LIS o T iz B0
B, AT RER T8 fc s oyl i o B R 21 21 J Aok
HEATRIN . DNA HTREA S e 7 T e 1 S — R AL
BT DNA H LRSS (DNA methyltransferase, DNMT)
A5, 8 S- IR E A TR (S-adenosyl-methionine, SAM) 19
— AP A B M E B, ATTIE I T 5- F R i s g
(5-methylcytosine, SmC ),

1E4  EMFLS T E BT 5 4 DNMT gk o1, Ferf
{2 DNMT1, DNMT3a, DNMT3b HLA7 FEALIEPE ), DNMTI
A AERE R Ak, BDLL DNA & il rh i A 5 F SR TR s
RSN, R U A AR W5 B RRAR [R) 1 FP e dr i, 5
DNA HIEAL 43841 5C. DNMT3a 1 DNMT3b 415 M3k !
Bt , VB EAAAATE I EAL Y DNA BUE , B BRI
€, 5 DNA HEEALRYBUAEAIDG . DNA B2 H St A i
B —JE il T P R R, e AR AR
DNA Z& 2 AR s TR E R 24T (1 10, 11-%%
{3iiiff (ten, eleven-translocation, TET) 25 [ ZjGfEfL ), KL
eI\ DNA - #REBE

LA DNA BEAS 18 Jr i 53 4 FH A CpG &5 B4k
(methyl—CpG binding protein, MeCP), fu 4 H 24k CpG ZEO T,
(methyl—CpG—binding domain, MBD) F kaiso 45, 2t 2% Jaj 5l Yy
CTTEE , B SRR T4 R AR TS B R 5k
ERSPR) = bl R RN B S ey | BN e B PR K SR ]
BRI AR U] 5 BE R A A G SRR SIS U itk
DNA FF A Bl A% 5 35000 2 DR R0 sl PR, e T2 A1)
T T R ST 07 5, S oA A Tl L Bl i
TEHEASAL R HEAL KT HEM D AR RS
2.2 HEFMBM : B/ IMASE YL (BT HEA SR B, th 2 AR
F H2A | H2B. H3. H4 (92 P20 TH M R IR0, DNA
XURTE I GEAERZ O R T . AR RS 32 ) 2 RS AU 1Y
Hr B, S A Sl B 2 R Rz R
(sumoylation, SUMO) 4%, X SAEMfE e AR 4 R 1 S 42K
FI1E] | ZH3E 5 DNA [ OC R JTREEIE 1ot i Rl e 5
SR BRI T S TR A5 R AR RE DR A 2R3k . 4 H3K4 HT
A B 557G SRR ARG, T H3KO FE Ak U)3E 555 S
HRE

AP S DNA HEEAEAI BRI, 2 F 2 5 5L R 3%
IRIGTREE . B AR H3 1Y N AR5 R SRS e 3L
4 DNMT3a, JE 45 DNA Mk FUEEA , 3L [R] 3 BUR LA
FARMINE . [FRE, DNA HUIEAL AT LT MeCP2 SEEEA A
2% LTkALEE (histone deacetylase, HDAC), /2085 H 2 4k
A, L[R5 e A BT S5 48 B 5 SR PR DR SRk i ]
2.3 ncRNA: 4i/fIN RNA ARYEHE & BN S H 5T, 753N
mRNA Fl neRNA, H it neRNA 555 J5 5 RNA 1) 98% , 7£
b R A A IR . 7ERTA neRNA 1, HATHT
T Z WU RNA (microRNA, miRNA), & & — Pl K 7R
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20 ~ 24 nt [YAEHE RNA, RERS IS 5 H AR mRNA FAMICXT, B
W mRNA By VIR AR, 3] H AR 500, T 25 %
AATE ST . A SRR A B AR /N LA
W miR-214 7K, A7 B T 0grce L, DT B 1k s 0 O LS
0L R A H B U O I R T LA T A T 2,
NI PR J22 T X R P I 3 ) P T T E 5 mRNA 3k
ﬁﬁé[ ]6:0 K eI %% RNA (lnng non-coding RNA, IncRNA)
JE—KJE KT 200 nt (9 neRNA, JLAERSE 5 5 RNA 454
% 1 (RNA binding protein, RBP) [0 B AEH , 7£55 18k |
B SRV | G A R N 3 i A e P v R R T )
e, A WFITLS R, B Inc RN A- il i g6 57 F AR O 1 5%
A 1 (metastasis-associated lung adenocarcinoma transeript 1,
MALAT1)8E_ 14 miR-194-5p &3k, I SCELHERL KT Al
(forkhead box transcription factor A1, FoxA1) F&ik, MM #i1 il
Jig Z 4% (lipopolysaccharide , LPS ) B 755 9 A 1 40 i
(human pulmonary alveolar epithelial cell, HPAEpiC) 17, Ji
R MR M PE AR A7
3 DNA REASHKRERE

FWB AL £ N FR R DNA FF AL A Bk B E 19 2 28
e TS AR ] e B =G A
3.1 DNA HIHAR 516 - R BARH - R R AR FY
fih S, DAL T A i - 0 JEUR AR TR A IR A Y 56
—o VR IR, AR AN TR | RE LRI AF A L, Gl 5K
IRRFE A BTV T4 3, SO R AR B, TR T H B
IAAE , HA A A B AL AL o ULBLH 45 7 A X
i T R RV AL G | P84 5T 3 B B R 1%
TG | 33 A IURE RS BELIT AR (1 ORI PR miRNA 1. st
T 2 - o I AR ELAE T4 TR A 1E e B e R
I PR L T 250 (multidrug resistance, MDR) i 5 23448
> Lo20]

AR Z2 20 B A RE AR BE A5 75 2 1 2 400 A R Wt 1 78
A B TR R AR DGR 3 I TE TS T A R . Y R Jaei
7 (influenza A virus, IAV) &—FPHENES | EIEIE BIR O 0R
5, WRT R AR R 2 — , SRS 2R E N
LI T PR AT . TEFTAH TAV SRt i i A b, i [
215 8 Bt RNA RS 0EL5# 8 1 1 (non-structural protein 1,
NS1) e HLEO I 675 1 T 28 VE N 7, NST ) 2 2D e
FEPCTHRZ (interferon, IFN)"' . TFN J ARG 25 s
AR AR 2Y, B RS TR R B R I e, 5T IFN JD
AL HPOR R L. NS EEEIE AT Janus # / 5
ST 5 SRS 1T (Janus kinase/signal transducers and
activators of transcription, JAK/STAT) &AL 5 31 X
S DNA YA B HARR S P ] DA 7 B P8 2l 7 X4k DNA
AL, ] JAK/STAT 38 B80T , DMk B 6 1E Fhoik
BRPERIVER . TAV FIFPZRIPIREE ST RERAG R (middle
east respiratory syndrome coronavirus, MERS-CoV ) tifEMZ 1 15
ML IR 37689 DNA AR, R 18 1 5 i A O 2
BSJUESTNS

o AR BE S 18 1o T BEAL I 7 ORI R A A S e N
Wl I R B A 2 AE A T2 IR SRR R e v o s T i £,
A BT HURE A R i R R AR RE VR Y 7 AR AL TR
3.2 DNA WAL RAEFN « B 40 9E SR YRR
STz A P A g, T g R ) i AR T A e
JraaeEm

TERAE R A (R0 RN B TSR bt L 2k 2
THUE, [ RERE S BRI L 22K AR Ak, Hor,
W BOBCE AL ) DNA H SR K 2 A sl s 22, 2 2
M H3K27 Z WAk H3K4 F LA ) 12 777 B AT
M 14 5 PR K 2215 A i PR B BT TR A 5 A G IR] st ik
B TE T AR Sk 71 >

SWIWTFTERI, DNA AL 55 90 S W UIAH O . dilid
4 2 PERT I3 (acute lung injury, ALL) JREFAEALI AR R 1L
WA I B ST 1, BEAS I ) 80T TR AR SRS R TP 4
4§ -1 (coactivator-associated arginine methyltransferase-1,
CARM-1) H9Z ik, [RIIZE LI PRAER >, ARl A
R g Mg /s B B 4121 DNA H B ZE LIRS, D
G2 RGUER T RIS SR LU I G TIE
P (AT HE R Bt DNA R 34k 55 4 0 S g A AH G o

AHMIFTE R T, DNA R A AR 78 B0 S AE S
EICHAE . —IOCT AL AR AT Y2, LPS Sl
A S 2 e SR T (tumor necrosis factor, TNF) J& 31 T 1Y
IR A, [ 3 B0/ VA B TF TNF A 37 DB R e 5
A7 -kB (nuclear factor-kB , NF-kB ) &5 &1V 5., X A 1%
ML R ARl NF-kB 5 TNF J5 8 7456, I 320 TNF 54 5%
fry

— LR SRR T RIS L A TENR I SR AE
FIFAE A . Hopp 45 2! 75Xt IX JIAS- PR 46 5355 4 ik
ASHEAT T W 0 22 B, 8 DNA HEAL FINZE 2 1 A
R I RIA SN A2 R W A A
PTGERE R T T g e B 2, AT R )z iR A
FEHFL. Lorente-Sorolla 22 101 45 5 —I0HF5T ip & TR, 5 fd e
Xof BRZFURA L, IREAE R R A DNA F BRAEE S5 1R Y
4 A 2 (interleukins, 1L-6. IL-10) 7K 28 Y1 4H ¢, 1 H.
TR OCIRE 238 i Toll FEAZ AN R M AN I F R il B A 5
(4, XL REAE ENIE DNA AL 5 980 KW Z R B VI &
Rump s KGEEE M 5 (aquaporin 5, AQP5 ) F& X & BY
T A B E A 5, B ni-937, B 5 NF-xB 4554 G 5 78
PRURRERESE T Th R B % R P AR P e i T
JHeFERE A7, ULHENT AQPS nt-937 {37 £ I 1y FR AL S5 e
BEAE A USROG, i T B AR SAE Sy 481z
AFTE , E IR DNMIT 000 500 S e i 1) Bt 2
HHEMIE SR —.
3.3 DNA HUEAL S IREEAEAR OGS il B B A R 78
WRBEAE & SRR, SIRS 55 CARS S A BLAY, LA
VZ B RAE SN A 3, WS L4 BT R S W 255k FH S e
iR o MR Y S ] R LU ARIE : DL AN
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AR Y G A MR D, A A DR 7 20 MA D T 4 TR T
Ry, FEALAREE 59 1 (major histocompatibility
complex Il, MHC 1) AHOCHE PR R8T 981, rh Mt 200 Jifn 25 e 4
I AR5 H I REANVERC , £55 230 Bt PR it IRURS I oK Jike
BEREAF DGR bRl 2 — 2 N BEZR T 32, BV A e &
GexF AT N R R I R RE TR, BB R RN AE S,

IRAMIFFERI , R AL AE TR UA G T N B3R T 32 M
e, AR A A D, TNF JE 3 7 X sk T
FEACIRAS L SRR . FIR RN RER S, TNF J3 30 1
T K AR 2 H R Ak, 5 B/ IMA (8 T T 5E 32 L) e NF-xB 25
A7 5 SR8, TNF B e 5 Tk 0, K i) py 2 2 o
PTG TNF-o 228800, S B0 SR A5~ MKL1 AOFESE , 1
MKLI & LPS 75 5 I 2 P40 ML K1 NF-xB J3 3l 7~ Xy
H3K4 I RAL AN = FH L AL BT b 1), MKL1 R B 4% 55K
NF-kB ik /K P FRAS, 72 A A K22 FRe i 5 200
WOk 225 1 TNF J5 87 XS AR 4L AR 1 IR A 1 G9a,
PR H3K9 —HIEALIF 5245 DNMT, #E11 52 TNF 5
TR PR P AL . TNF J5 ) 7 R AL X N #E R
R SR (AN P U, BV ik M 73 R AN BB A 2E S TR
I NIRRT 3 R 2

JHREEALE A O S 2 0 1) 2 S BUMERRAE SR SE T A T L
Kz — (A WFFE R, I PRV A% 7K A2 Al S B0 i
I S R A0 SR P T R VA R 1 B
R AN BEATAAR SN - SRME AL, 7T 8 43Pk 52 HL = AR A i 1A
THIAE S
3.4 DNA WAL 5 IREEAE I 20 R AR —— AR B ek
REE (2019 novel coronavirus, 2019-nCoV ) ] + 5 8 wA kG
MR CHOE R ) 7E R BRTE IR &, B O AT T A 5 2
AL TS Z — . R RZHUEGE 2019-nCoV 1
FEMREFE L ABATS A 2y 5% 1 25 3R Bl o A e i o Y, oy 3
FEEE AR LK 2 i D R i SR R IR e i R I S
KW, 2019-nCoV I & A A MM BEAE 1L A2 1] B2 B et it
RBIRIHMLE

145 55k R 5% Wl 2 (angiotensin-converting enzyme 2,
ACE2) JEAJE 1 R - 45 B 7K 3R - B A R e i OGS . 3
CUEM] ACE2 Jibfifi b rh IR B 2019-nCoV 324K 3
FEIRZF) ACE2 FE[H T 37 X3 CpG 8 F LA B By % .
AR APESN S ACE2 £ XIS 3§ DNA FH LA /KA G, 18
BB, AT AR, X BT ACE2
TEX L AP SRR WAE— e FRRE LR T it 4245
IR N BE B 75 5 S 2019-nCoV , FLIEY 5 ARER B0
P]ZEHO:O

[) A (B AR T 2 L 7E R G HE LT BEARAE (systemic lupus
erythematosus, SLE) 5, ACE2 3L H i 3h 7 X A A7 4t
LI PN SR i 35 25 R AL, ACE2 BRI IFN By Rk,
XA A R BT R R 14 43R s, DR AT AL
£ SLE f#  2019-nCoV AIEALA AT RETT 5, 117 HLTUR AR
H,

M 2019-nCoV ARIHFTERF , FMIBAL 27 RTE—E
JE b REAE S RARAE F T 10 2 S RN B, s 1) i AT 1Y
SRR , o T RS IE A B S 14 Y AR RS
G — I AR S BRI BT
3.5 DNA HEAL TR N IREEAE A W br i W) - LE bR
—FHREAS & WP B A OCHE DL I FE b , 7E A2 T | ST
PR LB IAYT a7 B A T EAE ), BT DNA 408
FIXT 55, H DNA HUEACARIC AR E R L4, DNA HIJEAL
A CHIEVIRER T 2R i, & —FrE R A
WA ER S . SEGINTEFAE AL, 26 T DNA B
A e F5 0 2 b A ) T LA B e R S

—IOC TR AR LM J o 1R Bt X 4 A A 43k
WU PR L DNA H B 3 BT B AT 1 TR R FFE , 90 20
SE T 64 ANJEIA Y 81 AN IRERAE AT DG DNA FHSLAEbRAE)
X BERL PR 5 SRS AR 1 I RRIRAOC , v B A FH AL S B A
A UG LA 20 I B R D RE Bk, IR 1 ez
SE LR Z 2 B DB ses . 5 — TR i )L s
BEFmZEM KL o (calcitonin-related polypeptide alpha,
CALCA)FEP 5 3hF X3 DNA SR A T, R
T 4 SR e R AR O R I e BT Y
PRI (B S R B A AWt e 2 M i 43 13
L

T, Binnie 25 SER T MR SR # DNA I
fei i R AL N BT XIHFTEILYA T 134 1] ICU
TN, H A 66 (il REAE 4 A 68 {3l i AR et
PG o LT E R B R AEAS, X 443 D EE g
668 NEFFAEAHICHY DNA FEEALDCIRIES T T2 (i, X Ledk
PR 2 18 B 20 BT RRAMA 3 (complement 3, C3)., 1L A= AY,
= 2( angiopoietin-2, Ang—Z)\ ﬁiﬁﬁ/ﬁ’ﬂﬁ%%(myelopemxidase s
MPO)., FLid F b ¥ i (lactoperoxidase, LPO) & A H 40 i $T
Jit (human leukocyte antigens, HLA-A , HLA-DRB1 , HLA-C FI
HLA-DQB1) %, ilid DJaE & o & B, X 443 LA 5
PUIFLAL RN 5L | TP BRI AL 0 1 . A0 B 0 A 0 40 2 1 55
THREARDC. (R, i ik Sk 2% 3 Arify s 1 5 R I
PRAFAE (s 1 AR B2 0T 1004570 s 3R 1 7 SRR g B ]
S5) OGS F R . XTI SIE R, 7E AN R
5 ARG SAE R TE 1] AL R VLE (% A 22 5, 25
A PRI DNA HIBEAL KGN , RE A% HT T Mk #E & A= B Ar
AR B DI RE IR A IS W R TS 2347
3.6 FMBALBMH S5 IREEEIRTT « ST R, FVLs
e F e i) Al RE R AT IR IREEAE RO J1 0 ALL 2 IRBRAE 1Y
LT RAE 7R LPS 155319 ALL K BUSAL T DNMT1 K-F7E
Jili B S T, RIHEAT SmC K34 A, ESE T e o &
ALLFHEAE DNA RGP . Shih 45 F1H) DNMT1
TR0 5 R VR T IR FEAE R B, REAS I e 4% ALL 78
IR 22 IR BEAE I RAEAR 5 [R5 98 DNMT1 4 il 551 Fi b
FRA R B L JRI P AR B 141 432 LPS TRy %3k
KA BT
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Huang %576 LPS #5319 AL /)N BUBERL 37 Fif DNMT
J 550 H PG A 5 (decitabine ) BEE AT (azacitidine ) #E7 T
AEFR FERGR R ZE AL FR /N B LAY ALL ZH 217
[ G AT i N3 N Y RS R (175 RN v /R = = R Bl el O
132 TOULL BB /)N BRI 2 B DA i 235 Ay 5 5 A Ml / H R LG
{EHEA, ELIYS TNF, 1L-1B B ZH LA EALR bz 4 MPO 0
N % (malondialdehyde, MDA ) 7K F-3F&AIK, iE 52 T DNMT
TGRS T MEREAE ALL AT 728

Singer S R S N T LPS 5 S9N BRI 048
RUrR R B, 28 DNMT S0 5 2 M+ BUG )75 /N Bl 2H
SN T 40 (regulalnry T cell, Treg) kBN, Hoge
bR Sk / FARBRER 5% [ P3 (forkhead/winged helix
transcription factor P3, FoxP3) Y321k /K P-4 i, ] B 475 4K
S TE) s A S G T AR ZR3R )T (/N B, DR AT 3L 4FE T DNMT
SR AT UE i 7 DNA HEAL E R FoxP3 215, ik 1]
HITRH .

B MR DNMT 0650040, 56450 F DNMT 4 il 35 &
Z& i AT HDAC IR M fr 5 & A (wrichostatin A, TSA),
IRAT B — AT IRERAE A RO . A SEE] , AR
JfLH 5 TSA G R HTREAE W1 4] LPS 35519/ B Wt 20
Ji ) MBS T5 ) (G258 ) B 234k, [R)IREE i 1] M2 28455 [ (4 4% )
(O N A

HTAE Cross 45 A% 41K 19 Z BEALAEM I (histone
acetyltransferase inhibitor, HATi) & 20 85 H 2% 2 i £k B $0 #l
71 (histone deacetylase inhibitor, HDACi) A5G e REAE IR T
papc i S El s S VB Uk ik e i Riabag =2 hd
e B R LUT PR G, JLT- B I BT A6 77 S e A
PR T HURHTHE T UEAT 89, BIFE LPS )30/ BUK AR MR e
{19 [T FiF BI85 ¥ DNMIT i i 560 55 HDAC, 13 3 B 2 WL gt 1% 4
T EAERAE S A5 T A BRI RCR . Hk,
JHRFEIE (Y L BALAE MR HAT AU P o SR I 43k PR X T
LPS Jl 842 B DNA FH AR 3 5y {5 TNF (953 307
DCARENF IR Y B , 3¢ el A5 Bt b L — b e VLg% 27

PRI T A R 2
4 % B

BRI, MERAE 5 FWE AL A AR CHITTE R 22 A 3l 5
s ASMITTE , SN SR AR OCHINT R B A IR . s e i
H IR MIE D BT O D (BT SR AT R i
FEMIBAL 2 5 AR AT SCIR A I S0 A T L AT 12 I |
PIARIC AR T A 485 T SN AR, 1o 55 Z AR AL 5

T HORRIBEE LM, BEAS T X IRAEAE 5 SRS 1 27 (W) 52

AR AR AL

PR ARSI ETER 5 b5

Sk
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