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B PR 95 (DM) J — Fh 52 22 11 52 2% 1 R 5% m 1 12 PR AR
PR B | 38t AL RN ER BT A 2R ) Bl AR TS B0 DM & A
DM A5 K il 8 - & RE (an h Jik ks B i 1L | & i 0 v
JRU) 0B L 4 I S RE (oA DR B S ORI 5 0 ot 22
A%) o HET, DM 4k O I P AR 22 5 A = KR
fEYL PR , 42 BR DM AT 45 (B E Fat & ok T 1)
ZoUF A, DA AR — 2L 25T 3% DM BB TS L (HA)
BIRZ BH BRI LZAE . HATE 2R, BH 7
112 DM Z 1 5t B 28 H UM 5 52 3, HLIR R =2 I i T4
WHETEAZ , i LAJR AT BE H BEAY DM A I 1 3 O &R R
BooRR [ At 4R R, OB U S T A S ok 5 e 4R i
PEIEAZ I K AT S 5 DM K 3 &0 19 & s ALl . H
WAL B AL FE : DNA F 364k AH B Pk e 6
Jo T I T miRNA 4 i 42 07 5, 28 5 220 Hh i DNA
kAl 2 2R LR B i 7 DM B B I 5 2 i b B F 5
R LR

—. RYBEEFZH L

TR 1942 48, R - W 7K - IR T W00l 1 4R ) T3k
W35 1% 2 (epigenetics ) AUBE S, JL+4F )5 , 8 F) 3 4 xF 26
W3 A% 274 T ST A R GRS B, B WLt 15 o 2 Ak
PR DNA J¥ 91 A J A I8 i 1 00, B R Y 3Rk 7K 5
TIRE R AU IR P A T st AE i R B . W35t % X £ W)
A b SIS 10 200 B 1 A R N 0 A 28 G T, SR T B A AR
PR 2R 1) B i) 3 4 0 1) 39K 20 R D Y R U A2 RS
SWATE, B0 A R 3t A% R 7 — S S R 2 T R
PR L AR FR S B (DN Y g ML) op & 4% T o AR
Mo

1. DNA HIBEAE . DNA F S A i R Al ) S8 DA 2R 00 322
AR 2B, AU 3 5 PR 0 338 T HLA e 6 (R DR r AR e
EEZEAEM . EEMESI YT, DNA B A F 2R A7
CpG & o DNA H 3k Ak i DNA 1 JE %% 5% i 22 7% (DNA
methyltransferases , DNMTs ) fi# fb, , K FH 5 6 41 & L 3] 57-
CpG-37r i W W 1) 55 B S 7 b o A8 R DR 2 R 4
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FE DR AR H AR Y, B2 5L K 3 F XY CpG & 78 i
W 5 R AR S A W AU 3l R R R BT XY
CpG &5 4L T3 B IR, 24 % A TP SRR, v] S 350k A
TUBRAY A AR T 7 Az 3 — A F B AL T AE 5 BEL AT AP2
NF-kB . c-Myc Fll E2F %45 56 ¥ 5 R s 45 & 45 6 i
SRR P 7 Cn Y AR 255 2 1) FI U2 Gy (5 5 ) 45 40
KW,

2. HEE LA B 2H 2R 2 g 0 A B AR S5 1 A% /)N
PRI T 20 AR 4 L AL < 4B 1 H1 H2 (H2A T H2B) |
H3 \HA R HS5 . 4148 1 R (N dii & 25 R 5k 48 ) 7T 4 A= £t
b W AL BEIR AL Sz R AL S Z R LM B AR T, Hax
SR TR 22 R T30 1Y o 2H 8 1k 2 A8 1 3 2ok 52 il 26
A5 DNA BUEE (14 23 F0PE DT A8 G €6, 5T 1) i P B 5
RS, B i 5 Wi B S TR 5 S A R PR BT R SR A
PER R 4 B DA IR A T

20 5 H Z Ak Cacetylation, Ac) 184 J& — A~ P 26 245
&M 0 FE, 32 2R A R A £k L R8I (histone
acetyltransferase , HATs) Fll 20 5 H 2= £ it 1k [ (histone
deacetylases, HDACs) [ Wp iR AE T #4710 . HATs {1k
HEF OB, T 2O O TS M AN Y, (2 FE ik A 5 5% 5 T
HDACs ffi 2 25 11 25 S BE AL , T B 5T 5E 2R |, 410 ) B [A] i
S HIEN CMAL R Z RN B/ME B 2 A E TR
(e i X C A SR =R S R AR Wl L X e | Bl R A
VL —FhEBEHLY A7 B e 1Y AT o

235 1 AL R 48 R A AR AR N kg 2R s 2
R % 3 Ly BB fb, 4R A F O L B [ (histone
methyltransferase , HMTs ) Fl1 2 ! ZE AL (lysine demethylase,
LSD) B9 . SHEA CHALAR , HE A PR T
RS IES SN o3 iR S R = N R Y R |
A 1Y) B R R e B S T ) AN W] H 2 1 R T S B
e S5 AR AR

N4 2 AR B M A 2 00 35t A% B ook AR Y
WL, B ke 22 i A ) B B i3 1 LA B
B5E NI . Vaissiere 7% B, CpG & DNA H AL vl fig
PR AR 125 O WEAL , S EIOM O HE DA e S ), LG 3E i 9
T H3K9me3 {941 2 1 SL G B g SUVIOH LAY 554 v LAk
— R EL SR . R 2, AR L AR AT DL A A
DNA T 2L 76 B i 15 CpG & ) 45 45 ok 10 il DNA L 4L
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Murr %% B DNA F 564k K H e 19 418 84 =2 8] d 77
FEZSAL A AR B AR o 038t 1 ML ) 10 4 B R FH 3 1A
PR PR AR A TN A4, 1 AT 1A DM B I K rh B A AL
WA it — 25 9T

3. RWLBAL B S0P . BFE ARz
PG A e WA T 00 L 2 B A 8 ol W 7 3
FrJE A AT Rp gk itk Jg o BF 5% M AR IZ 1 2 T BL ]
DRI 175 5 1) K S 00 200 i v R S A A SR A IR 52
WG o, A SR e N B N Rk R w Y. M
ST $2 R R AR FEA7AE 2R 58 13RI, 4R 57 18
M B DNA B A0 thoAR KR X Fh e A B0 B2 ] gt
28 JF AR, Ah 2 3 R Y (0 T L TV - P B AR 43
T W A AR I A S LA A s AR R, &
PHZH B 11 H3K9  H3K14 2 5 ¥ Bk s, 5 2 5 T W
P RESH R KA RIS 8 & B, B ST AT
TR R BN 2 d J5 PR IE BB BE 92 3.6 .9 d, H3
N H4 2 BB K S 800 % Bk FE AL 3% A, 5
Zhong 55" 240 I FUHE PR K BRLIC A2 AR 8L i 14 B 52 45 2R AR
ol DL ESEREW E bl S e aIRAEA
B AL E 98, FLIZ%00; 76 WK 5 1E & 5 3 R S A7 A

A B S, BV S A v o B R 3R T DL SR
) 7 WL 33 AL B M B B8 o EL- Osta 25 958 3 14K 41 43 85 1%
FEH LR AN S B KB, L AR R T R BB 16 h
J& R R B T 5 TR, JENF-kB  p65 # ik Rrak
B, TR R 37 H3K4me | B 7 ) 26 15 R 2L B, £ Rt 41
B H AL SETT 76 p65 i sh FIX S5 4ER £ . (1 Fikix
S i A T D A O A R A% 3o e LA 52 A AR BELIBT . AR
2, BRI 5 340 2 B v R T LS SO 40 e L i 1L Tk
A LRI IR 4 A T K B U5 A% AR AT AT LA
T30 DM B i B B KI5 I & RE K A O Bk TR R S R

ﬁo

RN ERAREERFEREFLZELZRPNE
A

1. DNA F BE Ak 5500 PR I FL3F A « W 9% & 3 i
DNA 3Lk 5T DM & il DMARZE R, 55 5t 4l B)
WAL F 1a ( PGC-1a) Ji7 11X DNA H B AL 38 fin , 1
PGC-1a ik FRE. o T PGC-1ot5 #] 2 A B BE B R 1
A3 U6 IE A5G, 7R DNA H IR AL &4 38 i 410 1l PGC-1a
KT EOME PR db/db /N BRURRE 5 28 A ik /b, Bk, 4k
DKL ZH 58 2 W1, 7 /e W 45 17 48 M P9 4 26 11 DNA R B Ak
TEAE B s 22 5, HL I A DY R 200 10 8 1 1 3k R ) Bl F X
) DNA F b 2 3K R A 9 A28 4k, 42 7 28 W3 A% ) 45
AT RE 5 0 PR A AL AT D6, [RAE £E DN AE 1 Ik
5 (CKD) & & 38 & BLA K [A) B2 1) DNA 36 4R,
DNA F 3 Ak 1 32 59 5 B 30 o A O 119 R B 0E A 43 1) 5 )

W5, CKD FZ A B i (ESRD ) 282 24 AT i) B [7]
R e 2R IMLAE L £l S BT[] AL e 2 MR T o IR B I
SR TIT A S- Mg [ 20 2 e S - M F 4 20 PR 4K )
PP 5 % il Y 958 435 B TR 1, () N 2 5 350 DNA Y Ak g
AR B 2 — TR 2 (] 2 e S R I A R
(R JRTEAE) ¥ W o 90 1, s S- IR R
A I S R KT T A P A L R 1 CKD B th B
HIE", FRBEFEIHRIR DNA F A S5 T Al 3 5 5
JA BT X B R S5 ik 2 5 CKD i R Ak T o i
FEMA 7R, O TV T A Y DNA B PR R AT HY Ak 7K1
W52, & BLTE A R B (DN AN [R) & J2 B Bt , DNA 3%
AAE i A7 70 35 22 5, JF PR AR PR s & K 5 5 TG
5 JUE I i 1 8 PR R, PREH 2 D TS CpG 7 i
FACAAAE W] B 25 5717, 3K R W] DNA AR 7K F- 25 55 A) g
T TN 56 7 ek R 95 v 1 e Jr AR o

2. R U 505 R S T e . B RTFE R
I B TE DM KO & h i B AEHT . Miao 55
K IRAR SN 3 25 15 57 e 0 R A B A% 4t L B2 DML AR 3 A1 R
i P A4 B A% 41 P9 TNF - FiT COX -2 JE K 3 F | H3K9
1 H3K14Ac 7K -4 155, 38 & 3 HAT (pCAF) 5 NF-kB {5 5
i % 15 S PR ¥ p6s 4 G RE TS i HLAR#E T NF-«B & 12
BB ST P, 32735 DM IRE S8 P s 1 A G BE DR A i R ik
AR 3 LA VAR O o Boekhoudt 55 & BE TNF - i5
SR A F f6 25 1 (monocyte chemoattractant protein-1,
MCP-1) 5 K Ji 2l X & A= 55 S R AR SR, 38 i Sp1 il p65
TEZ AR X 25 G mi R lE MCP-1 JE R %3k . B ATy
R W& 5 S BEAL B 5 0 RSN NF-«B {5 5 18 #%
PTG AL B2 T U B DR 1 i R B VIR DG . Reddy 45234 &
LGRS AR T S w2 0l 5 5% 1 B /N 3K 2R A P g, T
BB 43 30 %% H RAGE Il % 2T %5 Tl s 3% Ak DX 7 410 41 5510 1
(plasminogen activator inhibitor-1, PAI-1) I g sh T MCP-1
C 23 B9 H3KO/14 LB A K-, Al s P o 412k 17 o
T R IR YT SR o Yuan S5EPUR FHAAR SN B R R 1
JELAR B /NER ZR AN, DA PAL- 1 R P21 3 54 O BF 5 vh
oL, WER il B A A K T B 1 (transforming growth factor B1,
TGF-B1) Rl 0T 2L P #E L [N S 2 7 KL R 1 S ek &
Wi 52 6 & HAT/HADC #2528 4k, ¢ 5 H b 4k P A& gk
B VIAH DG 1 S [ F- Smad2/3 1 Spl 2K 11 2 B Ak 18 1 1) ek
A5, DA R 33k S b 2 A A A 72 ol R R A SR K- S e, O
N7 FH A DR 2l P A5 B | L v Wl B 8 LA R IR B 3R VA T X
B /NN S BEAAE A | B PR 3R 8 DL /N BROIE R B 52
Me o 25 R W os , HE PR R BRUIE KA B /N Bk B s B IR B R
Z AN A PAT-1 A1 p21 R 361 b 9 41 8 11 H3KO S
Smad2/3 . Sp1 & 11 & A= i S BEAL B, 3278 & 2 AL 8 i
2 5 PAL-1 5 p21 BE KRR 45, I 5500 PR 1 1 /N BRI
KIWEAER K,
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"Bt 21 4k Ak 5 IE 40 M Ah B (extracellular matrix ,
ECM) i3 B 25 LR B /N 1 Je At I 1 - ) o 5 AU
K, SR R BUR /N Bk UE R N R I D L R R E Y &
BRI, AUFEIEN , HDACs 5512 HDAC-2 A% P
#£ DN A db/db /)y B P4 BH 55 3% 5% , 7% DL TGF-B1 b 35
P IEH BRUE /NG b R A0 P da A A R R 3, H HDAGSs #1)
il 5% B BH 8 2 ECM. A 43 38 R mRNA FER (1% 58 , 9
REBH 1k B /N I B AN - T S P, 0 BB 5 3 BH
HDACs 75 5 JJE £ 4 46 #1 TGF-B 1 B £ 4 b A FHAH ¢ 1 DN
S5 T O A0 A5 B Y v R S AR . Kaur SEPIFSE R
P, S A P E B HAT, p300 78 55 8 40 B3 i 14 K 40 i
NF-kB {5538 B 3% A6 LA B2 DM AH 26 19 15 10 ECM TR P &
VEETMER . i — B WFo M, S N p300 i Kk, &
M Y Rz 41 ECM 3 RIS 16 P IR 1) 3l 7 X 41 86
M AR I A7 BRI FEAAR 153 8 B 5% 16 A T Ik
DAL B2 248 L 52 3 v p300 41 1 590 4 22 B R, AR BH A e i
B PR I A I i A S PR R R ™Y, IR AY 2, TRt
7/ RS IR I & B, JEiE 7E 5 5 /N U™ 42 DM Z Rif el 2
J& L B 22 R AN PR N BRUER R

Francis %5 PR F /T30 RNA 3835 (1) 10 15 30 (AR 55 e
BTC3 41 2 , 4 PDX-1 3 PR R ik, & 2R %5 e 41 i R 5
RS 3740 X 38 A9 H3K4me2 7Kt 1 5 R R, [
i TNF - 375 5 19 NF -k B R 19 98 1 5 1 56 1, an MCP-1
TNF-af IL-8 1Y 3235t i 3k 2 o Li 630 s AR 50 43 3
R F: A9 THP-1 B4 41 A HEK293 41 it 22 5206 & BE, 55
W 0 BT, P Bz 40 M Set7/9 A4 £, HE AL I NF-kB
Ry At £ . UUER Set7/9 tHHEE /D> NF-kB 8 4% P65
BAAEFT p300 SE4EF) MCP-1 F TNF-oi 857 [, [A] i MCP-1
N TNF-aJi 21 F 1 1 H3Kdme FH RV I 20 o X 2645 FRIR
Set7/9 U143 3t J5 B T H3K4 HY 3k 48 1 o 2 3800% NF-kB
P 3 Sk, DTG X A0 PR 98 20 58 1) 4 M I o2 S 1 Hh R
R o Sun S5 5% 3K FH siRNA 702k SET7/9 B[4, AE W 35 0
D TGF-B1 15 5 19 ECM AH G 3 P R ik, IF H & # TGF-B1
BOR AN GE BHL % = 7% 52 A ECM 2 [H () 2 34, 17 HL AT 386
B R B R AR ECMAH 2C 56 U 3 H3Kdme 1 K7 K
SET7/9 [NFE4E . Keating %™ B, SET7/9 41 7 11 356 %
it 8 7 2 2 1 MR A i R kv P REARAE TR G
HERG . PR, Set7/9 RS2 5 AL 4G DM TE Y AY 98 S
PEBEIE I — A B TR YT AR . A WF5E & 3, db/db /N R
B I 5 S LA i SUV39HT & F1 7K B BRA% , W B 1L-6
HIMCP-1J5 31 T #Y H3K9me3 AH R I8/, (KL, 75 48
PRI A 3 F o, SUV39HT 8 HA % A9 H3K9me3 HIk /D,
AT RE S SO M R A G, DT A e 1 ik R
Fik, R S ECDM B Y I G AR

25 b R B RO R DR S Bl i 2RO s 1 el i ]
VA ift B PR B T e e 3 & 1 P st a0 e L R B fef

TE2GH)I0R YT B E 7K - © 28 728 i I A 78 5 22 AT
(ALY 2o

SR

FE AL e 1 kAR R R R E o R 1E
FHP RF 5T 2 B w0 W ] e i R e A B s AL I R
L4n DNA H B4k A8 1 2 AR G £ 57 5 98 J2 microRNAs ,
AT A 8795 200 i P 98 4P B g ik PR T & A b 3k PR 8 35 4 OC
A 5 1 T I o 24 O S 0 L 2 B 1% 4R P I I B £F A
AEIEPR R IR N o X Bl ARR SR 1) 3 W38t 1% 5 A48 1/ 2 A g
EAZ R FEEEHLE] o (HJR, &5 B 3 W35 A% 48 1 il VR H
B2 ARG BRI TG HE o AR AN A] 36 ) A
PR P 900 i A, 2 O 338 A% 16 1 300 i J2 T 306 19, 3K AT 3 it
25T PO BRI T AT Re . =E
I P A AR A R B R A A A 5T DM R
JRAE I FELE W DM K I % 5 B8 A i B K
TR W& R BT ) JEL B AL

& % X W
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