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DNA HEZEBES OHTHELNARER

WHEX B

A OE MR A B R R A KR TR ) B BT I A I AT 4 Al R SR JIUE R 0 3 BE R A, RS R
K, DNA HULE RS EEJE DNA HEE(L AR A GRS , 2 5 R R B s i 12, © A MW A IR 20 2 B A DNA S g HY
RAE D MRS A th R R BAE ] . AR SCEZE XS DNA FEEAERL i X O I £F 20 £k 1 52 Wi LA e DNA FY 5% 3% i 4 R 36 97 0 IE 2 4
A B A5 A S B T ik JE AT IR AN 58, A SRR S IR X DNA Y 3 fb 5.0 47 4 1k % 2E & e 00 S ML 9 31, OF o0 &

B JUE £ 4 £ 0 357 v 97 0 R B R 0 )
FEgiE  DNA B REE R
hESES RS54l XERIRIRE A
O R 2 4 b 2 45 O 145 952 995 AN AT RE A 174 g 31

AR 2 FEE R T A0 M A R o e B AR Bl

JUE WS 455 FRET 5K 1) 8 AT, SR A B0 R R LG )

D2 R N1 4 4 A o v I T i D T

ol B0 OIS | DT S AT 1 B, 40 Sl LS 2T 4

L, I 77 A 45 b 248 i DL 5 040 if A1 3 5 (extracellular

matrix, ECM) 2 [, HRTIEE A IGIT O IELF4e 4 i) 7

5, DRI T i o JUE T 448 A 1 o B A L) LA B B

S, DNA AR 2 — P o 20 0 36 0L 35t 1% AL, 38 W

R TE X B R B A A 4 R PR 3Rk ke O

HER . BOEAFSE R, DNA H L 552 ( DNA meth-

yltransferases, DNMTs) 7£ 0 JE£F i fb vh e 5 T EAEH

P2 DNA F 5L A6 AT 8 A Bt 2F 48 1036 97 10 38T 56 i

AR DNA H 6 7% i 78 .0 WIE 21 48 A6 v i /E FH S5

WSk AT 25k, F-FRD WL e AL iR Y7 B A5
— .DNMTs #Ei&

DNA FI3Efb & 48 DNA A9 4522 Bl 3L 78 DNMTs fY
YERE  Fep 45 G — A~ WY 356 35 AT 09 Ak 2 A8 1 o 72 7T
DARATEZ AR N b, 75— et b, 22248
TR E S 5 ALRK B A — A3 7R AR 5 -
FEHIBENE (5 - mC) AL B 38 2o 5 P 3 XY
DNA H B S 55 R RNV, EEZED T,
DNA H 34k 28 & 47 CpG &, £ % DNMTs Al H 3
siGEPEE, BT, WILlshP Ik 3T B A DN-

FEA A L E K HRFRL 4 VT B0 E (81530012)

YE# B 430060 BRI B 45 PO R QS M DG 18
LR Bl e ey

WA IR R, A S, BT {5 A qatang @ whu.

edu. cn

DIELF a4 DNA PR R4 F2 A0 ) 51
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J I R 2T 4 40

MT % 4,/ 24 DNMTI .DNMT3A F1 DNMT3B HA
HISLAG RS IE ML . #E DNA & i3 F2 b DNMT1 %
DNA H Ak D BE5E & ) 28 & B T4 . DNMT3A
1 DNMT3B 2 5 M3k B Ak 78 6l = B AR (19 1% 0 T
HALHT ) DNA HEE I, AR R AL
F/IN RO E Hp 363K 1) 32 25 DNA Y 2L 5% %5 B J& DN-
MT3B, ifif HoAth 7 3L 4% % fil§, DNMT1 F1 DNMT3A JL-F
R AR E i H DNMT3B R bR D P A e & 12
M REF dE Ak . AN E IR BB, SR R
FES 00K B0 E 2F 4 A AR o0 JIE R 2T 2 20 i
DNMT3A %35 F ¥, miR —29a }2 H: miR —26a - 5p i@
1 I DNMT3A R AR 5 £F 4 20 B 09 3 58 #7546
M O BELF e AL s B 25 L ULRH  DNMTs 4%
B AE O IEEF HE AL T AR AN ] 38 75 53T 2 00 58 5 4R
K DNMTs 2 5.0 W4 44k (9B HALHT . TEie 2 0 WL
FEBE 5 | S 1) 2P e a8 47, 0 e v ot e 5 | A Y 1 g
A A I S R | ) AR 2 R R A, 34 BE 0 JUE
Z0A DNA H 3L A0 AL 1 ) B8 2k o8, 5 3500 Ik 2F 4 1k
T K 1 DNMTs 7 S 20 LIS | Fe 77 50 fif
5T 100 U LA B0 DR 1 O U 55 00 JUE 2T 4 1k 7
FEHLHI VR

Z .DNMTs 50 FEFE M EEMER

1. Bl ofi P 0 LS - DNA H 36 £k 78 B i 4 00 UL
MR EEEAERA, SRS LA K N B (trans-
forming growth factor — 1, TGF — 1) B 1 il DNMTI
B 2R 36 RIS M TR 0 ] o S LI ) R A
(& — smooth muscle actin, o — SMA) g s T H ®4fk , &
FOOWAEIE X o — SMA 3k KR m ., (2276 %0F
75H, DNMT3A F1 DNMT3B ik K F 2 5 I 4 i
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B, Jeong % WEIY K BLAE L LA SE th DNMTs
EIR 5 - & 4B (5 - azacytidine , 5AZA) HRTEA
OO O IE T RERNET 4 4L X 5 B g i TR A
[Al-F - 1 (interferon regulatory factor — 1,IRF1) ) SU-
MO LA 56, PN B 40 38 2 P B2 — [8) 38 )5 4% 4K (endo-
thelial — to — mesenchymal transition , EndMT) AL 4 4
KB R AR A DR AR Y B RS . Bk
ST T R 45 S B F 1a (hypoxia inducible factor — 1
a,HIF1a) F1 TGF/SMAD {5 5 i i & DNMT3A /i
S H Ras - Gap A H 1(Ras - Gap - like protein 1,
RASALL) JA gl 7 1 & W 34k, 5 5 5 iR s ik o 1z
M EndMT'

NTEEAR B ik P Rz 4 Jif 2% 8 T e B R R P B B
KA EndMT, #— 2 5EIEN] X F EndMT J2& i it
HEHE LBEALEE 2 (histone deacetylase 2, HDAC2)
P 5 W2 AL 1Y DNMT1 5£4E 3] RASALL CpG 55 )3
T b, IR BOE H W B EndMT 38 48 T Twist Al
Snail I3 FAY™ B = A A 2 R RE S
Snail, -1 DNMT1 #1 DNMT3B, f# RASSFIA EH &
B 98 A SR A AR R P RS A i A Ak
Yy Ak G TT DL 1F Ras/ERK 38 72 1 3 B¢ (% DNMTI
F1 DNMT - 3B 4 5 19 RASSF1A 3 [K F 34k | WA i 22
it A SO AR SR AR AL L FEBF IR A ARE R
TP 2 AL B, & B eIk 3 ik DNMT1 Fi DN-
MT3A XF 48 i K715 5 B9 34 3= A ( suppression of cy-
tokine signaling 3, SOCS3) E. A4 #ll il /£ A, #  DN-
MT1 F1 DNMT3A X Bij 1E 56 4R 2l ok 758k 7% 7T g 2 A &
BGPR A C [ ZEgE R 2 B a4 S T
WL40 e DNMT1 #] i% 5 DNMT3A ik, DNMTI Al
DNMT3A 2 [B]F7 7€ — FhAH 508 15 (9 HL A, 76 DNMTI
BrO iy LR 75 S DNMT3A Al #M2 DNMT1 I fig iy
ek, S oY A5 AR W, AE B il % 0 LK Y, DN-
MTs 38 5o 370 R 3k ) 2% 35 & #2418 2F 4 Ak sl bt 4F 4t Ak AR
FH A JE DNMTs $10 i 50036 97 O E 2F 4 Ak 40 3= 9 i FR
WAEH .

2. R 7 B ar 5 190 U - 76 R 0 654 15 5 A 0
JULSR H o0 JE 2 4 Ak 0 UL Y — A T 9 B
A% B/ RNA 5 DNA H 36 Ak (9 40 B4 AT g2 o0
JUE 2 4 A9 5 35 % DR 3R Bk 2k i st IR BB Bl Bk A
ARJG R BRUEF 4 1h 0 I 1 75 10 25 R 755 1.0 Ik il £F
e i A g DNMT3A Rik/K ¥ B, DNMT3A
i 3 W miR - 200b 2 5.0 W AT 4 40 B 1wt
)AL, Tao 452 55 & B8R, HE 32 30 ik 45 2% R R0 E
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DNMT3A KA AHCE T o - SMA M JFEEH 1
Tk W E T E L O M AL ST 4E 40 M %5 U DNMT3A -
siRNA X TGF — B1 755 1% Ji £F 4k 240 Jfd 345 5 A B g 30
HlYEH . miR -369 —5p 4 F % Patched] i) DNMT3 A
FE A5 A5 10 BR R O JUEF 2 Ak v B 21 28 240 i 18 5 19 B
il o T 5 T 00 2 /N B0 IE P R DNMTT K
VA, TIMPA 38 9, AH R 19, MMP9 /Y K ik 1
JA L ECM EE A SRR E . K= S -
AZA TT LIUSR TR g B0 A /s BRC BIE 2F 4 Ak i 4 ]
2 S AR 1 o 2 AR AR 3 e R TR 1 sl 2 iz B AE
OMEREE T AR E A DT mRNA KF 8980
FAR G A3 B0 25 5, (R 20 IE&F 5 D) e A5 21 B 1 o
2 [14]

o

BAR 5 — AZA TR WA BRI E ] T v R S
AR IR BIR YT AR LA I R MR b iR T 5 2 R
PR 56, X SOR R N A 4G B I8 ARGl A %
FUEBEIIHISE, BA —TFR AL S - AZA IGIT I 4
51 ek 788 995 £81) (BG4 O LA 5 5 s )+ B o 43 B el
PSR FE AT AR A I 5 0T oA W T ARG 10 JIEAS
REMRE 5 - AZA JR YT 51 1 0 2 54 B 1 50
WARA L ORI 5 - AZA o BENE A SR
S5 AIE R 20 P R AR I R I DR 45 24 R IR S
7,5 — AZA XA R W, W2 v R, Ak
B IR R R 5 - AZA RYT a4 T Bl Rg Jit 2 11 K
-t i RREAR S — AZA KD B AGN O 2E 0 R 2T 4 4
MR A A T R E A A o - SMA FKiku b,
BEAN  DNMT #1357 RG108 1 LLd i F 8 WL 9
M Ca’* — ATP i} 2« ( sarco/endoplasmic reticulum
Ca’" — ATPase 2a,SERCA2a) Fll B2 - ' IR E 214k,
WA F 3 Bk S 4 A A S R K R0 LEF 4 et
CRISPR/Cas9 4 51 DNMT3A i 4 /) BRUFE I 45 5 ik
2 RGO IRk — 20 R B 0 B 2T YR AR B T
U AR Bk R R A0 5 AR 4E 41 DNMTI
Zik F94, DNMT3A A1 DNMT3B 284k, 4.0 % i
2T Y 240 3 5 DNMT1 — HIF Lo — 75 i 152 i 42 it i il
( pyruvate dehydrogenase kinase, PDK) {2 i#F i% J& & i
IR ERINC L R TS o B3 \B g (2§ TR N AW I BT R i)
SE— BB BRI A B, B
FEEEIE IS — B, BV AE TR 7 B far 75 5 10 0 JUE 2F 4t 1k
Hi, DNMTs 4537 B i 7 B 4TS 5 A AS o 7 o i &
DNMTs 1945 F A 97 7 2 A0 Bh BEAE M3 3E 2

3B PR P O JIL < RO 2 0 1 P — A
Wor DRI 250 B 9 o0 WL I 000 0 A A8 ™ 19 00 Uk 2F 2
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b o TE— 00 bR Bl U RIS T, TCAE W RO A 2l
BE PRI , O LA PR 1 % £ 355 DNA A 56 1
P& DNA H LB 1 17 72 22 520 0 WF 98 & BB IR
5.0 LT 4k 4k 20 41 vh DNMT1 2 35 84 i, 4R ifii DN-
MT3A Fl DNMT3B {55 AR 452 | Tao 45 2 HF 58 th &
P DNMT1 7 i 875 S 00 JIE B 1 4 40 B v /) 3% 3k
Ko, i B DNMT1 A 519 SOCS3 )i 8 F = F 3k k.,
$3 SOCS3 FEME IR O ILET 2 Ak b (g 26 25 T, iF
AR 315 5 % 5 5 5% 5 00 ¥ 3 (signal transducer
and activator of transcription 3 ,STAT3) 1% 1k , fi2 ¥ .00 I
S ET 4 240 R Ak R R B R B 2 B 2 O TR 1
DNMT1 335 %% 0 I B £T 24 200 Jfd 7y 38 0% e 780

TR R 5 0 L FB 0 I b [ B %€ #1) DN-
MT1 5 SOCS3 FKik7K V-1 A 3¢, DNMT1 & 3k 3 i A
SOCS3 Fih e ML [F] 7Y 2 i 22 8 vik B T v 2
PRIp P O JOE £F i 4k 1 f5 6 R 3%, e 8 % A2 1R /Y DN-
MT1 Ak fid % T[] 280 > Jok 220 2 15 5 1) 200 JOE L 24T 4
ANf A WEER T, RN, A B OE R AR AE DR R R
VB IME R T A O A M S R SRR R AE T W
EAAL {0 DNA H B AR e 0, O EA i
A AT RES 50 R O VR I & A R R R
A ALY AL BERC LY B12 T8 a1 Y AT DNMTs &
SOCS 1/3 SFe Bl & £ 2 FE 42 K 1 1 (insulin like
growth factor —1,IGF — 1) A9 7= A= L K 30 3 &8 Ak v 38,
Yol A O £F 2 Ak T AR B O E R E Y L LR
WFFE UL, 7608 PR O U B 70 EAY DNMTs EL
S 500 44k, AL 28 5 /9 DNA F L4kt vl
Xt U E 2T 4 A6 = 2E 5

4. oAt 15 B0 < A g 2 BE BT O J0E B AT
Yk 20 B2 T4 6 B 1 Caspase 1 il NLRP3 LA & DN-
MT1 FiAIE N, IncRNA GASS5 () DNMT1 H' %4k i i
NLRP3 SHUOHE AL g M fE T, P E R B S H
O ER 5, DNMT1 (#9435 4, ] CRISPR/ cas9
R HE S Ve R O JE DNMT AT o 38 00 B 2T 4 4k
DNA L A0 2 A= W 52 % 1 s R g IR R, Bl 4 4F i
fRy 38 | AR K RO BE T DNMTT 2635 B 8 R 00
B WFE R | Bl AF 0 1 /Dy B JUE 00 27 20 48 i 1)
HIEAIRZSTE 14 JRIS 2 J5 A B A8 1k, o0 JIE B &1
Y 20 0 AE 8 5 B R e 1k B DNA P 3 Ak 5 I B R
B AT I A A I T 3 AT I A O A 0 B
LT Y ARG N, AN RE L U DR 2T 2 A0 R B 1 e AR
5 ECM JEPR IR 3G i, DNMTs 2 5 & o i
I B I £ i Ak, 3 ko I 47 4 A 9 B 4F 9 3 £

THEZIM,

=.DNMTs (EAREYRETRANHARERE

DNMTs sz 0 IF 25 4E A6 B 58 FG 97 T B — 4> 58 4
B, DNA H AT BB M AR hr & . 17—
T 4 2 S R A G TR ATF 5% v, 729 810 i i 5 97 AR
MR REA P AE e R e DNA H bk A | 78 2otk 0
WIFEZE B 211 4 CpG i & T A[E B DNA
H3E A Hoh 42 () 500 55 D RE L0 LR B R I 1
W43 BV AR 56 9 3 R A5 56 ) RS DNMTs 3 41 591
B PR 7 1 T A 5] 8 B B9 4 4 AL 5 |, (EK X 26 25 1)
FHTARYT O ME LT A AL AT A7 7E R Pk, 5 - AZA &b
PG/ B DNMT1 FI DNMT3B 3 [H %35 8% T 94, i
DNMT3A 7K ¥ 22 5 Gt 5E HJE 5 - AZA S5
DNMT1 Fl DNMT3B 235 B B AL i A i am

JUE R ik 1 Xof O JUE 8 EL AT DR AP PR T B 43 5 4
DNMT1 I% P45 ¢, DNMT1 i 1 o] &Ik SERCA2a 3
PP SRR B D LA I R A AR A Ak,
JEE Wk B2 6 BB S TET3 {23 RASALL B3+ £/
FAR P ik, BE K k0 o] ) B RO W) DNMT A
TET3 , A ¥ J1 R 16 97 O LA 4 6 i — Flo (9 AE 2%
TR F W B AL 25 %), CRISPR/Cas9 & T B A4 5£ I 4
T H YA 4E 4 F 55, CRISPR/Cas9 7] ¥k
5 TET3 BY3%35, L RASALL Fll Klotho B 34k Y J3 3
TR A EF AR 2 DNMTs AN A AR K
o W £F 2 A 1) A W 2 A s, A0 ) R0 38 3 o 9 4
27 2 AL A DG BE R R SR A & B O IR PE

M. R 2]

Z5 L PTik , DNMTs £ D E A 4ifb it B h =2 57T
B ET 4 40 A 36 58 RN 4r 46, DL & ECM 2R B 7= A R
Waf i, A O MO 27 248 Ak 1432 W RIE 7 48 438 7753 100 SR s
Il PRAME 5 0 & B0 DNA H A 500 1l 487 9 95 HL AT 40 G
P, #27% DNMTs 1 G81E 00 JIE £F 4 4k 1% 12 Wi F i
febr . O WEEST 4EAL H A IS A ZLRIE T 775, DNMTs
5 W AYTE O 2T 2 Ak & A AN TR 8 1, A 56 AR AL
HlA T o — R, BAR DNMTs [A] B 2 AT 42 47 4k b
FHLLFAEALAE T, {5 & DNMTs 400 i 500 %5 0 JUE £F 4 1k
W2 A s E D FAE FIPLEIS A W8, A1 JF &
EFXT DNMTs W7 Y 1) 4 S P 00 ) 700 2 5 — 1897 O IE£F
bG8k, RIS Z, L DNA H 3 fb i #2
HIE DNMTs E by $I 5 78 O W25 2 £k B0 1 38 8 9 vh
HLAE R AW 7, FR 26 40 3 %) AFF 7t 1okl 22 | 225
AN W b R R B ST, AT BE 08 7E B A O 48 0 A AR L
il K gy kb R E AR

- 147 -



SRR -

=)
El.

J Med Res, January 2022, Vol. 51 No. 1

13

15

16

&% 3Tk
Chen Z, Zhang Y. Role of mammalian DNA methyltransferases in de-
velopment[ J]. Annu Rev Biochem, 2020, 89(1):. 135 -158
Robinson EL, Vujic A, Roderick HL, et al. Experimental heart fail-
ure modelled by the cardiomyocyte — specific loss of an epigenome
modifier, DNMT3B[J]. J Mol Cell Cardiol, 2015, 82(1): 174 - 183
Qin RH, Tao H, Ni SH, et al. microRNA —29a inhibits cardiac fi-
brosis in Sprague — Dawley rats by downregulating the expression of
DNMT3A[J]. Anatol J Cardiol, 2018, 20(4): 198 -205
3, T4, JASCA, 4. miR —26a -5p T ¥ DNMT3A 2 3k 41 i
O JUSCET A A0 T AL G B A ML B S 0] i G e 8
%, 2020, 12(10) : 1179 - 1184
He Y, Ling S, Sun Y, et al. DNA methylation regulates alpha —
smooth muscle actin expression during cardiac fibroblast differentiation
[J]. J Cell Physiol, 2019, 234(5) . 7174 -7185
Jeong HY, Wan SK, Hong MH, et al. 5 — Azacytidine modulates in-
terferon regulatory factor 1 in macrophages to exert a cardioprotective
effect[ J]. Sci Rep, 2015, 5(1): 15768
Xu X, Tan X, Hulshoff MS, et al. Hypoxia — induced endothelial —
mesenchymal transition is associated with RASALI promoter hyperm-
ethylation in human coronary endothelial cells[ J]. Febs Lett, 2016,
590(8): 1222 -1233
Tan X, Xu X, Zeisberg M, et al. DNMT1 and HDAC2 cooperate to
facilitate aberrant promoter methylation in inorganic phosphate — in-
duced endothelial — mesenchymal transition[ J]. Plos One, 2016, 11
(1): 0147816
Rajgarhia A, Ayyasola K, Zaghloul N, et al. Extracellular superoxide
dismutase (EC — SOD) regulates gene methylation and cardiac fibrosis
during chronic hypoxic stress[ J]. Front Cardiovasc M, 2021, 8(1) :
669975
Boosani CS, Gunasekar P, Block M, et al. Inhibition of DNA methyl-
transferase — 1 instigates the expression of DNA methyltransferase — 3a
in angioplasty — induced restenosis[ J]. Can J Physiol Pharm, 2018,
96(10): 1030 - 1039
Zhao XD, Qin RH, Yang JJ, et al. DNMT3A controls miR - 200b in
cardiac fibroblast autophagy and cardiac fibrosis[ J]. Inflamm Res,
2018, 67(8) : 681 —690
Tao H, Dai C, Ding JF, et al. Epigenetic aberrations of miR -369 -
5p and DNMT3A control Patchedl signal pathway in cardiac fibrosis
[J]. Toxicology, 2018, 410(1);: 182 -192
Chaturvedi P, Tyagi SC. Epigenetic silencing of TIMP4 in heart fail-
ure[J]. T Cell Mol Med, 2016, 20(11) ; 2089 —2101
Russell - Hallinan A, Neary R, Watson CJ, et al. Repurposing from
oncology to cardiology: low — dose 5 — azacytidine attenuates pathologi-
cal cardiac remodeling in response to pressure overload injury[ J]. J
Cardiovasc Pharm T, 2021, 26(4): 375 -385
Perino J, Mottal N, Bohbot Y, et al. Cardiac failure in patients trea-
ted with azacitidine, a pyrimidine analogue: case reports and disprop-
ortionality analyses in Vigibase[ J]. Brit J Clin Pharmaco, 2020, 86
(5): 991 -998
Watson CJ, Horgan S, Neary R, et al. Epigenetic therapy for the

. 148 -

20

21

22

24

25

26

27

28

29

30

treatment of hypertension — induced cardiac hypertrophy and fibrosis
[J]. J Cardiovasc Pharm T, 2016, 21(1): 127 - 137

Stenzig J, Schneeberger Y, Loser A, et al. Pharmacological inhibition
of DNA methylation attenuates pressure overload — induced cardiac hy-
pertrophy in rats[ J]. J Mol Cell Cardiol, 2018, 120(1): 53 -63
Sano S, Ohshima K, Ying W, et al. CRISPR - mediated gene editing
to assess the roles of Tet2 and Dnmt3a in clonal hematopoiesis and
cardiovascular disease[ J]. Circ Res, 2018, 123(3) . 335 -341
Tian L, Wu D, Dasgupta A, et al. Epigenetic metabolic reprogram-
ming of right ventricular fibroblasts in pulmonary arterial hypertension ;
a pyruvate dehydrogenase kinase — dependent shift in mitochondrial
metabolism promotes right ventricular fibrosis[ J]. Circ Res, 2020,
126(12) ; 1723 - 1745

E, FoChT, gk, A MR O NER B SN I DNA 4l
AL 3BT . KPR RS T B F 5% 23 4EBE DT AR R 45 R ()],
[HEH ik, 2018, 33(S1); 14

Tao H, Shi P, Xuan HY, et al. DNA methyltransferase — 1 inactiva-
tion of androgen receptor axis triggers homocysteine induced cardiac fi-
broblast autophagy in diabetic cardiac fibrosis[ J]. Arch Biochem Bio-
phys, 2020, 692(1): 108521

Tao H, Shi P, Zhao XD, et al. DNMTI deregulation of SOCS3 axis
drives cardiac fibroblast activation in diabetic cardiac fibrosis[J]. J
Cell Physiol, 2021, 236(5) : 3481 -3494

Lother A, Bondareva O, Saadatmand AR, et al. Diabetes changes
gene expression but not DNA methylation in cardiac cells[ J]. J Mol
Cell Cardiol, 2021, 151(1) . 74 - 87

Kakoki M, Ramanathan PV, Hagaman JR, et al. Cyanocobalamin
prevents cardiomyopathy in type 1 diabetes by modulating oxidative
stress and DNMT - SOCS1/3 - IGF - 1 signaling[ ] 7.
2021, 4(1): 775

She Q, Shi P, Xu SS, et al. DNMTI methylation of IncRNA GAS5

Comms Bio,

leads to cardiac fibroblast pyroptosis via affecting NLRP3 axis[ J]. In-
flammation, 2020, 43(3) . 1065 - 1076
Wu TT, Ma YW, Zhang X, et al. Myocardial tissue — specific Dnmtl
knockout in rats protects against pathological injury induced by Adria-
mycin[ J]. Lab Invest, 2020, 100(7) : 974 - 985
Wu R, Ma F, Tosevska A, et al. Cardiac fibroblast proliferation rates
and collagen expression mature early and are unaltered with advancing
age[ J]. JCI Insight, 2020, 5(24) . 14
Rask — Andersen M, Martinsson D, Ahsan M, et al. Epigenome —
wide association study reveals differential DNA methylation in individ-
uals with a history of myocardial infarction [ J]. Hum Mol Genet,
2016, 25(21) . 4739 -4748
Tampe B, Steinlse U, Tampe D, et al. Low — dose hydralazine pre-
vents fibrosis in a murine model of acute kidney injury — to — chronic
kidney disease progression[J]. Kidney Int, 2017, 91(1) . 157 -176
Xu X, Tan X, Tampe B, et al. High - fidelity CRISPR/Cas9 —
based gene — specific hydroxymethylation rescues gene expression and
attenuates renal fibrosis[ J]. Nat Commun, 2018, 9(1) . 3509
(W ks H Y. 2021 -08 -20)
(W HM. 2021 -08 -23)



