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F R R AE R F o ( TNF-a) B R, 9] CD3™ T 41 it A1

WEZEG 2020 45 314 221

CD68" . Mg 4 i i R T A D R 45 W RAE™ s R —Fp
ZEZALE Y, nl il L S FHIKT DNMTL (4 AL iR £
C1226 2 & #5 % DNMT1 5 30 il 1 F =, - B g i 1 &
FEUNCE W T8 TR R G AT S A R S IR T
IBD", /R4¥ RRx-001 ., 6-#i & 214 EGCG Fl% #5 & 1]
PV TFIRYT IBD, fH2E FRIEI TR 5715 DNA H
AV B AR T A IR T B — 25T
2 EEREIMEXEY
2.1 AZEREBHSIBDHXER

HE RS SU R ER A Y RS ER, —
A OLF = BEORST A AE B FE rp |, N I 24 L R
FEAT DL S B, 2 T e AR e e AR TR S SO SR
6 B SE R TR, AR =2 G : L Whfe  H AL R
bz R AR, H 1 OB HATe e
BORMRANBIF R BN, EAER LB e,
B A (COCH, ) i il o 4 26 1 Z RS 55 % 1l (HAT)
BN A 22 DNA Hr, 5| G o AR st T e A= BE DR e 5k, T
2 A F T R i (HDAC) 23 Bk £ T 35 141 10
Al RSO A R 2 T BH R S, AR AL A Ak
i HAT 1 HDAC 845, {H IBD [ 4H EBF 58 %68, 55 1BD
A K1) £ WAk o B 3 %57 HDAC 845 %, HDAC J&—
FHRRIR P 0% , L RE R ST E b 2B AL B AR AL AR A
LI B i B S = B0) e a1 LR R N RN
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/N FR RS 1 T A 2 fe 9 in , AT & #5:XF IBD 3R T
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Ptk EZH2 417 75 GSK 343 F11 GSK 126 1] 2 3% DSS i% %
(147N B IBD i AR, I 408 22 AH S e 19 & A, HLAE IBD 4%
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A ERMLRAE X S 4%, T RERAE R Mt A5~ b A 4L
HilFNEYT IBD A HARML NI 20— e
3 JE4RAD RNA X289
3.1 miRNAFESIBD X &
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PRI , SR M 32 ) T I0A 3B % R & R BUR L
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Yo, M OCHIFSE e B, FAA R AL T R AE RSN RE IS ] 25
365 A M 2R A 145, FFREAZ T 18 miR-338-5p 1)1k 5 4%
A ZH 2 ) miRNA JE RES B A6 25 1 B, 7R A
5t (AOM )/DSS Bk 5175 5 43 37 (1) OREAH I 245 B s
RUNRIKE IR IR AL S K5, BRI K66
1 I ¥ miR-338-5p > il B 3 AE , FE AL i 7] 58 5 14 0
SIRT1 123k , NN A E S+ Lo (HIF-1a) 93
IR RN BRILZ AN, MO ST I8 & R, L P B RE RS
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I AE A B 2590 S5 I RO 5% 3R B, 38 2ok 88 i 8 4 L K]
B 2R RTE YT AN I L 28— R 3 miRNA Xt T
5 R 3 3K O R HL R R miRNA 78 IBD & HL i o A4
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A SRR B KT & R A 5%, (HAZ FR 24 T 259
3% R G4 T2, BN 2 BRAT R 08 1] 422 8 478 AH ¢
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