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[ Abstract] With the continuous development of the aging population, the incidence of cardiovascular diseases caused by pathological

changes such as cardiac hypertrophy, increased myocardial fibrosis, and abnormal electrical signal conduction due to cardiac aging is rising

year by year. Histone acetyliransferases, especially p300/CBP,play a significant role in the pathogenesis of these diseases through epigenetic

regulation. This summary reviews the current research on the structure, function, mechanisms of action in the development of cardiovascular

diseases, and the current status of research on targeted drugs for p300/CBP. It also provides an outlook on future applications and prospects,

offering new perspectives for the treatment of cardiac age related diseases.

[ Keywords] Histone acetyltransferase ; p300/CBP; Cardiac aging; Atrial fibrillation

p300 F1 CBP J& A\ SR 2805 45 B A% A ik A i)
WFN 40 E H 2 B % ¥ B (Chistone acetyltransferase,
HAT) . 3% (A A7 7E = BE e 51 ) P, 0 i) RE 8 15 it
JEE E1A 2 EH I cAMP B JTi 45 & & H i (cAMP
response element binding protein, CREB ) %} & M 45
A B NIRRT JL P
BAT B[R P54 R Bk p300/CBP, p300/CBP
Z: 5SS R AR M AR oAk BUE R — 26
P G IS R D Ok T T R
p300/CBP 55,00 I FE 2 AH 5 0o L 45 PR 1Y K A= e
PIARSG , BT HCAE FHAIL M R0 88 i — B 45, LAIBI i
PRAC ML (1 BT I S AT JE %

1 p300/CBP W& 51hEE
1.1 p300/CBP gy4544

p300( X Fr EP300 5% KAT3B) &4 2 414 A~F 3t
2, 53 ¥ 2924 300 000, Ho bt 5L R T 22 S Yo fA
q13.2;CBP( %% CREBBP 5 KAT3A) [ 2 441 -4 £t

E£WB kA& & RSUSE ST & 1T (23 YFFFA0039)
BE1EE 9K 1E X, E-mail ; zhangzhengyil 1 @ lzu. edu. com

TR LH i, HC 4 A5k AL T 16 5 e fk p13. 31,
p300/ CBP 43 45 #4458, 1 TG I 485 1 Jok, 0 455 0k i 5
¥y CREB A1 5. /E FIA5 # 35k PRIk A2 400 ) 90 285 g 3k L 22
PRI SR AR, A 2 PR R LR Y 45 T 3 T
BEES LSRR ORI L % HAT 458487 . p300/
CBP 40T 1 Sm i 9 — R AR S 5 e 65 b
(BERR AL — B AL 45 DR P45 & 5 BT, ik H
HAT %
1.2 p300/CBP HjIhge

p300/ CBP {1 H 75 £ Fh 20 4L 40 i v )32 ek 1 32
L £ 8 PR R SR L0 R T, RES i 2 AL
MEA, AT IF Y RA S, 5545 RNA A, 12 HE
e, LA 200 0 8 s 40 i A 5, R i e T g AT
R, /3 WA E 1 2 AL 32 p300/CBP f iR
I AT PR 30 Z -5 R TR S R T 38 R
Z5EF MR RN 2GS EK. % L
i JF§ p300/CBP A g T 3 200 % 15 5 10 i 3% 40 4%



OB R 2024 42 12 ASE 45 355 12 8] Adv Cardiovasc Dis , December 2024 Vol. 45 ,No. 12

- 1119 -

cAMP 3@ % B3R 3% 12 . Notch {55l pS3 i [ A 4
() DNA 451433 )5 W38 8% . p300/ CBP RE % 1) 1 55
Y72, — ST p300/CBP A< 5y B R 5 11
HIEGEUNER=27H E NGRS A e N T
T2 3 0 st 457 BEL, 8 o R PR Ay ks
T p300/CBP A 45 & Z M A W H B RE ), BESS
BEFEEY, 7 LR SFRALR IR, sk R
HE PR SR, (115 8 H B-DNA Z K EE A &
LRSS R AR
2 p300/CBP L EREHHIATIEAR

O NEFEE 1) F2 SRR 2 5 5 1 99 B O UL
LI o0 JUE 50 2T 24 240 0 R PN 1 440 L 2 R A L o
S BR A5 OIETh BE T R A ] SOOI
B T 1O LA i 2 2 B 22 i 4 it 3 S R AE,
DNA 45195 | A5 o0 7 380 2RO 14 ) B e 0 WA 4 ) R e
fig M KA K R0 2 A O g3 W 4R Y (senescence-
associated secretory phenotype, SASP) ") 550 LA
53 WA i) SASP 1 :5%4 4k A= K A F ( transforming growth
factor, TGF ) - TGF-B . {41 fi 41 -6 2, 1l TGF-B
ST ARG S Y T BT R R SR
IERT, p300 AJ i it 28 it TGF-B-Smad {5538 BT A
LR A i W5 A% 47, TCF-B ik 5 TCF-B 32
T NE5EIE BRI VYRR G G W, o B
Akt 5 SIB R T (9 5 15 1 p300 LABEAR AL Smad2/3,
FEI Smad2 3 4 2 3/ Smad £55 o, I 5k
FRBEEY, OGR4 LN %38 3% b I
B O E R B R STk, i
FNEAL 27 1) AN Wt & 5%, p300/ CBP Bk 52 ] i i 2
WEALZH A 1 H3 (H4 S e s A1 p53 45 38 2 5d ok /i
SN FNETHEAL , T S p300 ] 57 7EAH G Ak
Tl S 36 P A A W 35 K, X v 47 p300/CBP f
R O 75 3 118 44 5 2 R0 JUE 5 2 A S B 19 %
TI% LY
2.1 DAERBX

O R B IS R R 2 I B 8 1 O B i 7, B
LA RBOLEY KA SRS o B R, 0
JEAE R 55 2 WL ist A A6 Wi, U HG 2 20 25 1 1) B3 S A i
ZIAAFEE JR IR o Sawalha 25170 550 % BLAL 26
A LR (phenylephrine, PE) 755 n] 3l 00 AR i
AR IR K, T p300CHT 45 M 3l 150 Bk 1y 58 A8 A 32
HRIRI RIS At BLZ B o Shimizu %5 E— 25U
T LA p300/CBP 2 /Yy HAT S5 Wil s s, 5.0
JIE RE A G 1 7 53 R -0 IE B 48 B 11 [ GATA 4545
[ 4( GATA binding protein 4, GATA4 ) 1 {5 ' 1 K 1)
L3k, 5 R 80 K BT /& A ( natriuretic  peptide

precursor A, NPPa) [N J7 Z-1 (endothelin-1,ET-1) F1fjll
PR A T 4% ( myosin heavy chain 7, MyH7 ) Z&3ik 370,
SEER/IN B O BB K PSR I IO T RE RS S
BNk HAT &2 44— Jy 161 AT 3 ik 21 26 11 H3
AR 27 FRAEM) LR IR 2 B 51 S 5 Sk
FEIUH, 2 500K 53— Jr T, AIYE R GATA4 [yt
P B, 2 500 08 I8 K Bn: 0755 1 £ e Ak Fn
DNA 254 (b0 IESE R S 98, 117 Li 251 5 12k
N L WERE SIRT 6 (3 3238, Wl PI3K-Akt {5
5 PR AR p300 [ I B A, I 40 o
UL p6s , W] PE 75 A0 LA S O, #E—
228 p300 175 0 s B B R 1) T R st A%
P A5, [ s 40 i) HAT S 0 £ 196 16 v] BE A
TRIT NN KAV LET7 1)
2.2 DALY

O NLEFAEAR B e A 0 S T 2t o JUE 256 Jo o 98 1 A
& W O S R TR S R D R R
FHEEMZ P O LA 4 Al 32 B T 4
O LA P 5 o s /0 B A0 LA M RE K L LD - 4 T
[ B OB 8 2T 2 00 3 2 0 e DR 2 1 A TR
Gao 457 AE N AT 4E AR 1 CSTBL/6 /)y LR | 3
ao By T I S 0 R AR 1 BT BRI s A B, p300 i
I T pS3 K B0 I p21 25 B B0 7 401
( plasminogen activator inhibitor-1,PAI-1) 7£ 3 & 40 g
FEIR W FE N, p300 i ik /N LAY pS3 Jac-pS3 \p21 Fi
Ao EmR L TR ol #E(collagen type T al,
COLI1A1) % i 4 J& 5 1 % ( matrix metallopeptidase,
MMP)-2/9 TGF-B .Smad3 F1 p-Smad3 ] /K- & F 55 ,
U ZERERRESEAN O b F1 D AL Sl BE T R, 0 o B
B T WURE B G I, A A e 1 p300 LR
% it 00 1) 57 = A PG p300 A /N B, HAH SC B (1 A
R, O WLEF AEAL R B2 AR, O b B 3l 15 S U P
T, XPEIR pS3 AT REAE p300 4T LA M 2
15 538 B A% O R R AR 2 —, — T AT A
W p2l HEB A ER, 7 —Jr w5 TGF-B-
Smad3 {53 [ AH ELAE R DAY oo JIE 8 21 4 240 i b
AL 2k, Rl WLEF 4E4L , 38 R 38 o 0E
PAI-1 i 1 240 i A58 5 A TR G R DT RR, in ) 48 ) fig
BETS , 1 1k 25 2 M S O LT i e S
SEE SR W, p300 15 4F 4 1h 3 [ 4 A 4 i
ERL A SE p53 p21 Fil COL1AL/3A1 BN RIEE
JEIEAR G, XSS 25 ik — 25 F 5 T p300 P/
SO I 2 R DG HIL ) 3 B, RO R R IR YT
PEAL T B AT T A
2.3 HE-BIRREL

FLIR LA IT W 119 RE 12 >F 5, 2 WL 35t A% 18 1



- 1120 -

OB r e 2024 4 12 A6 45 55 12 8] Adv Cardiovasc Dis , December 2024 Vol. 45 ,No. 12

AT BT, SR AR Y Sz — . BFge ! 3
Hh, FLIR T gl i 375 5 TCF-B-Smad2 {5538 BHIE &
TN, 51 K W B2 -18] 78 5T 5% 4K (endothelial -to-
mesenchymal transition, EndoMT) , fifi .(» PN I PN K7 2 Jitd
F U] LAWUBCET 4 20 Ay 5 1 1] 78 0T 40 M % 4k, 2 3
O NUEESE S .0 D RERE A% . p300/CBP /E% TGF-B 1Y
HHER SR AEAR, W] LAfE #E TCF-B B FF 5 M e sk I 1
Snaill iy ZBEALFIFLER L, A5 418 10 He LBk,
Z: 5 Smad2 WYRF R PERE AR HEY D R4k 5 1 8 5 45

¥4, 1 (ankyrin repeat domain 1, ANKRD1 ) %t [&] ) tp
[ b S i 40 AR AR 4 CD31 AL 4 P
B R 2 AR KT BTG, A 9E 18] 58 5T 400 i b 75 0
M MR R B L o LIS & A A
COLIAL Wik, LI S b my kB Ml 1
p300 55 Snaill [8) A HAE I J5 , 8] 56 5T bR 25 40 Ao
PN B 58 0 b 5 0 L/ INB N B 2R R B 20 7 1 B b
S KR AL, #8278 p300 78 EndoMT i) 5
N VAR 1 3

PE ﬂl ‘ -
BN
/
TGF-B

Smad3
Smad2 Smad3

I —>
Smad2

2l Smad4
PAI-1
T W H3 p53
BT e
CE '
7
HEY1 \ /.
\ 7 W, ER
CHUER rd
> NPPa e N(ANKRDI
CET-1 )< GATA4
MyH7 >¢

1 p300/CBP &1 5IE

3 p300/CBP Z£:0 & & fm R E T 4E A

HI T p300 FE O I 2 By v i SC VR
HAE O 3 28 AR OGO LA TPt 48 52 G T BIFE
f i, M B KR 17500 i i s/ BRUSE RS p300 35 i
B S, 5 71 p300 $FRTE , /NBRGOIER N 22
O BEJRLRE U ILET e AL R 354 BT R I 5 78 R
5 A R I LRSS TR S B v e 5 B2 R R
XATRE S p300-GATA4 #e 5% 52 5 WE i /b, J5 2L
LHE 2 197 PR (NPPa il MyH7 ) 22 2 i il 47 56
Vlad 2554 9150855 2, SR RERE AL 58 35 i AR
A< p300 1 NADPH % {L 1 5 ( NADPH oxidase 5,
Nox5) 7K1 2 Tt s, L Ar T8 & B W 40 i Ay X
Wb, ik p300 H 5k 1 E R NoxS 2 H 4
Wh, FFIF T R R TR I AR, A A R O 1 i
P B2 A0, i B R BE R B, S SR A IE
B, p300 FNZH 2R B el SIRTT m] =y 1fi 81 3

JULA N Y 8-4A0 10 1 0 DNA H 5 A i 3 1 o 4 1Y
DNA FRyH5 1035 18 52, 3 1 42 1 3 ok o3 o A 1 1 7
p300 7E L AIVIAE 5 FY- Lo HFE S o7 B 2 v o e S A ] o
TESSFLZE AR S = (19O JUBE AL /N BB R o o 30k
p300 TEAE TR 5 o P2 JBE A0 35 47 5IORILCo JUE 66 o
B8, G R O S R . p300 ZEAL IR DY R
ol ol FHA A 50) T e DILBE AL 5 B0 2 =9 5K A
SISO W S T A RO S P AL . i
#22) p300 i 1o pS3/Smad {55 18 % 75 5 HY 0 ILEF 4
ARSI i I B 5 A O D BB 8 2R
FERROCH o X2 g k25 W] p300 2O IEE Y
Bl 1, BRSO MU O T 25 00 A ) A S8R R
4 p300/CBP 7E:0 R Z 6T P HIE R

A58 TR, p300/ CBP e L JIE 22 AL
] R S BR300 e LR S A 4 ) 790 ] 0 2% bt e
OMETERE A S R B . AR T H AT A B £ e



O IR A R 2024 4 12 H 56 45 KB5S

12 ]  Adv Cardiovasc Dis , December 2024 ,Vol. 45 ,No. 12

- 1121 -

B EHME R SR 5. N A BT HAT S0 %) Lys-
CoA FBIRXT p300 ELAT HSEPEIM B A, (FUAfE LA 1 20
FE " 5 RAR G HAT 41 79 RE 595 1B 40 I, (K 22
Xt p300/CBP A H5 Y . H AT &k B—Fh A 3 P
SREU 2 B 2 W T, %6 95 % % LKW %) p300/CBP
HAFRFAEMRER™ o 75K BB ,50 mg/ (kg-d)
22 85 2 IR T30 1k 7 5 1% L O URE BB S 1 .0
FESS R RS RE 5005 , S 25400 o) 0 M RE K, 445 T 1E %%
TN EEIRERE o S HRIIR L I T, L k3 O JULAE BB
FEOEWCAE SRR O A P S AN 25 SR il T LA
P2 WRSCR AR AR R, 76 K A A W AT AR, B
RIS REAE o AR P JR e 78 300 R ok, A A
JR % 8 2 GO-Y030 £ 3155 i B KLAF,
X p300 [T P L2 R 2 9 A, IR E SR
EHIRIK PRS2SR %8 K1Y 17100, I
FLAT LA iy 3 30 bk 46 2 T AR5 T 100 IR 7 44k, 4
AL A 2L, X2 8 R T A RE LA
zls FH R BRI L 2 3B 6-shogaol 5 3 2 F Ak 2f
ZEFA), B 5 GO-Y030 i g HH LM p300 i
ﬂ%Wﬁﬂa“ﬁ TEZGIBN 205 T S AR B
5 A R P B O RIE B AT 5E 5 b 4 AL A kAT
T AR AR ke 3 O E S RE , T BT 255 O ik
S PR TR 28 B IE ] T 3% 26 AL 45 4 B A
ESfENE ijj 1B B AR HEAT R K BF i 154 30 4 52
KB A HLE T A AR W Rk . HL i T p300 13
ﬁﬂ?ﬁéﬂ%ﬁ%u%%l%%Z@M:W%J‘(‘{ﬁ%%%,u
2 5 20 T A M 135 5300 15, 98045 425 ) 2 ol 200 0 A 25 Y
e AATE M2 ) LASRE S DL , 9B AT i i B
ﬁ'aM/EFﬁ TR — LR 55T .

= E 3 #t

[1]  Zeng Q,Wang K,Zhao Y et al. Effects of the acetyltransferase p300 on tumour
regulation from the novel perspective of posttranslational protein modification
[J]. Biomolecules,2023,13(3) :417.

[2]  Martire S,Nguyen J, Sundaresan A, et al. Differential contribution of p300 and
CBP to regulatory element acetylation in mESCs[ J]. BMC Mol Cell Biol 2020,
21(1).55.

[3]  FEtdm, =], mgiH. p300/ CBP 7B LR 446 i /E T AL [T]. B e
ST B 24 ,2022,31(5) :461-464,500.

[4]  Ghosh AK. p300 in cardiac development and accelerated cardiac aging[J].
Aging Dis,2020,11(4) :916-926.

[5] Chen Q, Yang B, Liu X, et al. Histone acetyltransferases CBP/p300 in
tumorigenesis and CBP/p300 inhibitors as promising novel anticancer agents
[J]. Theranostics,2022,12(11) ; 4935-4948.

[6]  Kikuchi M, Morita S, Wakamori M, et al. Epigenetic mechanisms to propagate
histone acetylation by p300/CBP[ J]. Nat Commun,2023,14(1) :4103.

[7]  YuD,Liang Y, Kim C, et al. Structural mechanism of BRD4-NUT and p300
bipartite interaction in propagating aberrant gene transcription in chromatin in

NUT carcinomal J]. Nat Commun,2023,14(1) :378.

(8]

(9]

[10]

[12]

[14]

[16]

[17]

(18]

[19]

[20]

[21]

[22]

(23]

[24]

[26]

[27]

Ghosh AK. Acetyltransferase p300 is a putative epidrug target for amelioration of
cellular aging-related cardiovascular disease[ J]. Cells,2021,10(11) ;2839.
Svensson K, Labarge SA, Sathe A, et al. p300 and cAMP response element-
binding protein-binding protein in skeletal muscle homeostasis, contractile
function, and survival [ J]. J Cachexia Sarcopenia Muscle, 2020, 11 (2) .
464-477.

Wang J, Zhou Z. Estrogen-dependent activation of NCOA3 couples with p300
and NF-kB to mediate antiapoptotic genes in ER-positive breast cancer cells
[J]. Discover Discov Oncol ,2023,14(1) :28.

di Pietrantonio N,di Tomo P,Mandatori D, et al. Diabetes and its cardiovascular
complications : potential tole of the acetyltransferase p300 [ J]. Cells, 2023, 12
(3) :431.

Cheng Q, He F, Zhao W, et al. Histone acetylation regulates ORMDL3
expression-mediated NLRP3 inflammasome overexpression during RSV-allergic
exacerbation mice[ J].J Cell Physiol ,2023,238(12) :2904-2923.

Kumari R, Jat P. Mechanisms of cellular senescence: cell cycle arrest and
senescence associated secretory phenotype [ J]. Front Cell Dev Biol, 2021,
9:645593.

Dees C, Potter S, Zhang Y, et al. TGF-B-induced epigenetic deregulation of
SOCS3 facilitates STAT3 signaling to promote fibrosis[ J]. J Clin Invest,2020,
130(5) :2347-2363.

Ma J, Sanchez-Duffthues G, Goumans MJ, et al. TGF-B-induced endothelial to
mesenchymal transition in disease and tissue engineering [ J]. Front Cell Dev
Biol ,2020,8 :260.

Wang Y, Tu K, Liu D, et al. p300 acetyltransferase is a cytoplasm-to-nucleus
shuttle for SMAD2/3 and TAZ nuclear transport in transforming growth factor -
stimulated hepatic stellate cells[ J]. Hepatology ,2019,70(4) :1409-1423.
Rubio K, Molina-Herrera A, Pérez-Gonzdlez A, et al. EP300 as a molecular
integrator of fibrotic transcriptional programs [ J]. Int J Mol Sci, 2023, 24
(15) :12302.

Hastings MH, Castro C, Freeman R, et al. Intrinsic and extrinsic contributors to
the cardiac benefits of exercise [ J]. JACC Basic Transl Sci, 2024,9 (4):
535-552.

Huang Z,Song S, Zhang X, et al. Metabolic substrates, histone modifications, and
heart failure [ J ]. Biochim Biophys Acta Gene Regul Mech, 2023, 1866
(1) :194898.

Sawalha K, Norgard N, Lopez-Candales A. Epigenetic regulation and its effects
on aging and cardiovascular disease[ J]. Cureus,2023,15(5) :€39395.

Shimizu S, Sunagawa Y, Hajika N, et al. Multimerization of the GATA4

transcription  factor regulates transcriptional activity and cardiomyocyte
hypertrophic response[ J]. Int J Biol Sci,2022,18(3) :1079-1095.

Han Y, Nie J, Wang DW, et al. Mechanism of histone deacetylases in cardiac
hypertrophy and its therapeutic inhibitors [ J ]. Front Cardiovasc Med, 2022,
9:931475.

Li X,Liu L,Li T,et al. SIRT6 in senescence and aging-related cardiovascular
diseases[ J]. Front Cell Dev Biol,2021,9:641315.

Mao Y,Fu Q,Su F,et al. Trends in worldwide research on cardiac fibrosis over
the period 1989-2022 ;a bibliometric study[ J]. Front Cardiovasc Med,2023,10.
1182606.

Mehdizadeh M ,Naud P, Abu-Taha IH, et al. The role of cellular senescence in
profibrillatory atrial remodelling associated with cardiac pathology [ J ].
Cardiovasc Res,2024,120(5) :506-518.

Cunha PS, Laranjo S, Heijman J, et al. The atrium in atrial fibrillation—A
clinical review on how to manage atrial fibrotic substrates[ J]. Front Cardiovasc
Med,2022,9:879984.

Gao XY,Lai YY,Luo XS, et al. Acetyltransferase p300 regulates atrial fibroblast
senescence and age-related atrial fibrosis through p53/Smad3 axis[J]. Aging

cell ,2023,22(1) :e13743.



(28]

[29]

[30]

[31]

[32]

[33]

[34]

[35]

[36]

1122 -

OB R 2024 4 12 A% 45 #5512 ] Adv Cardiovasc Dis , December 2024 , Vol. 45, No. 12

Lai Y,He J, Gao X, et al. Involvement of plasminogen activator inhibitor-1 in
p300/p53-mediated age-related atrial fibrosis[ J]. Peer],2023,11:e16545.

Li Q,Lai Y,Gao X, et al. Involvement of plasminogen activator inhibitor-1 and
its related molecules in atrial fibrosis in patients with atrial fibrillation [ J].
Peer],2021,9:e11488.

Datta Chaudhuri R, Datta R,Rana S, et al. Cardiomyocyte-specific regression of
nitrosative stress-mediated S-Nitrosylation of IKK+y alleviates pathological cardiac
hypertrophy[ J]. Cell Signal,2022,98:110403.

Fan M, Yang K, Wang X, et al. Lactate promotes endothelial-to-mesenchymal
transition via Snaill lactylation after myocardial infarction[ J]. Sci Adv,2023,9
(5) :eadc9465.

Fang Z, Wang X, Sun X, et al. The role of histone protein acetylation in
regulating endothelial function[ J]. Front Cell Dev Biol,2021,9:672447.
Funamoto M, Sunagawa Y, Katanasaka Y, et al. Histone acetylation domains are
differentially induced during development of heart failure in Dahl salt-sensitive
rats[ J]. Int J Mol Sci,2021,22(4) :1771.

Vlad ML, Manea SA, Lazar AG, et al. Histone acetyltransferase-dependent
pathways mediate upregulation of NADPH oxidase 5 in human macrophages
under inflammatory conditions:a potential mechanism of reactive oxygen species
overproduction in atherosclerosis [ J ]. Oxid Med Cell Longev, 2019,
2019:3201062.

Shi J, Wang QH, Wei X, et al. Histone acetyltransferase P300 deficiency
promotes ferroptosis of vascular smooth muscle cells by activating the HIF-1a/
HMOX1 axis[ J]. Mol Med,2023,29(1) :91.

Kawase Y, Sunagawa Y, Shimizu K, et al. 6-Shogaol, an active component of

ginger, inhibits p300 histone acetyliransferase activity and attenuates the

development of pressure-overload-induced heart failure[ J]. Nutrients, 2023, 15
(9):2232.

Strachowska M, Robaszkiewicz A. Characteristics of anticancer activity of CBP/
p300 inhibitors—Features of their classes, intracellular targets and future
perspectives of their application in cancer treatment[ J ]. Pharmacol Ther,2024,
257:108636.

He ZX,Wei BF,Zhang X, et al. Current development of CBP/p300 inhibitors in
the last decade[ J]. Eur J Med Chem,2021,209.112861.

Sunagawa Y, Tsukabe R, Irokawa Y, et al. Anserine, a histidine-containing
dipeptide, suppresses pressure overload-induced systolic ~dysfunction by
inhibiting histone acetyltransferase activity of p300 in mice[ J]. Int J Mol Sci,
2024,25(4) :2344.

Funamoto M, Sunagawa Y, Katanasaka Y, et al. Highly absorptive curcumin
reduces serum atherosclerotic low-density lipoprotein levels in patients with mild
COPD[ J]. Int J Chron Obstruct Pulmon Dis,2016,11:2029-2034.

Shimizu K, Sunagawa Y, Funamoto M, et al. The synthetic curcumin analogue
50-Y030 effectively suppresses the development of pressure overload-induced
heart failure in mice[ J]. Sci Rep,2020,10(1) :7172.

Bapat P, Ghadi R, Chaudhari D, et al. Tocophersolan stabilized lipid
nanocapsules with high drug loading to improve the permeability and oral
bioavailability of curcumin[ J]. Int J Pharm,2019,560:219-227.

Zorro Shahidian L, Haas M, Le Gras S, et al. Succinylation of H3K122
destabilizes nucleosomes and enhances transcription [ J ]. EMBO Rep,2021,22
(3) :e51009.

A5 B £7:2024-05-19

1111111111111 1111111111111 1111111111111 1111111111111 1111111111111 11111111 -1 -1

(L#5 1117 T0)

[31]

[32]

[33]

[34]

Wei Y, Lan B, Zheng T, et al. GSDME-mediated pyroptosis promotes the
progression and associated inflammation of atherosclerosis [ J]. Nat Commun,
2023,14(1) :929.

Zha S, Yu X, Wang X, et al. Topical simvastatin improves lesions of diffuse
normolipemic plane xanthoma by inhibiting foam cell pyroptosis [ J ]. Front
Immunol ,2022 ,13 :865704.

Li H,Yang H,Qin Z,et al. Colchicine ameliorates myocardial injury induced by
coronary microembolization through suppressing pyroptosis via the AMPK/
SIRT1/NLRP3 signaling pathway [ J ]. BMC Cardiovasc Disord, 2024, 24
(1):23.

Nidorf SM, Fiolet ATL, Mosterd A, et al. Colchicine in patients with chronic
coronary disease[ J]. N Engl ] Med,2020,383(19) :1838-1847.

Li Z,Zou X,Lu R, et al. Arsenic trioxide alleviates atherosclerosis by inhibiting
CD36-induced  endocytosis and TLR4/NF-kB-induced inflammation in
macrophage and ApoE” mice[ J]. Int Immunopharmacol 2024 ,128 :111452.
Burdette BE, Esparza AN, Zhu H, et al. Gasdermin D in pyroptosis[ J]. Acta
Pharm Sin B,2021,11(9) :2768-2782.
Humphries F,Shmuel-galia L, Ketelut-carneiro N, et al. Succination inactivates
gasdermin D and blocks pyroptosis[ J]. Science,2020,369(6511) :1633-1637.
Hu JJ, Liu X, Xia S, et al. Fda-approved disulfiram inhibits pyroptosis by
blocking gasdermin D pore formation[ J]. Nat Immunol,2020,21(7) :736-745.
WO B 3120240723



