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Abstract

Histone deacetylases are a group of enzymes that can regulate the deacetylation of histone and non-
histone lysine residues, and play an important role in chromosome structural modification and
gene expression regulation. In recent years, with the deepening of research on histone deacetylase
3, it has been found that it is closely related to abdominal aortic aneurysm. Abdominal aortic aneu-
rysm is a kind of arterial dilatation disease that causes the destruction of the middle layer of the
artery. The main pathogenesis is the destructive remodeling of the extracellular matrix, the
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apoptosis of vascular smooth muscle cells, inflammation and oxidative stress. Histone deacetylase
3 may be involved in the development of abdominal aortic aneurysm through the above pathways.
Therefore, this article provides a new idea and a new target for the treatment of abdominal aortic
aneurysm by summarizing the pathogenic mechanism of histone deacetylase 3 and abdominal aor-
tic aneurysm.
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1. 5|8

JI5 E B kR e — Fob B ) IS, BV AE R B 1, 3 B R AE TR S B kR A I K
AIRER AR AR FEOCH L, BAWRSEIET R, MEEHEATAE KRS BRANBITHT
RIE, AAA FIFET-ZIE TR, B2 —NE R . AAA 22— M8 RSN, FEACHLE A
4 i 71 JE 57 (extracellular matrix, ECM)E A SEAE) L I P LAHPRIA T2 20E 580 NIEE[1]. AAA I
RIS R WO PER . FRSE S OC, RGN S EE SRR A A EAE K A
KRFEREASE, BT et T 2 SN ARG I E AN, XEEREE AAA REKRE.
ALY AAA BE — B8 P RO F N HABNTER 2~5 5. JREXT AAA I R S AHSSHLE ) T A
Wrahn, (EATS G = B 2 2367 T AAA, AT RRHSHE A2 LR 3 (histone deacety-
lase, HDAC3)f KA E A L AEHE ABIMTE AAA R A EE EZI/EH . HDAC3 #ifilFImT e
I Z AN S RS RGN AAA. AOCK IS8 HDAC3 5 AAA 8 RIFATSRIA

2. HDAC3 5 AAA
2.1. HDAC3 #iR

H & £ LWL B (histone deacetylases, HDAC) & —2H g 1 17 41 & (A A HE 4 & U = R R At 2 2k fb
FIEEZE, EA1S545E A LBHML R B (histone acetyltransferase, HAT)Wr [F/E A, {F4if WAL E A LBHL S
HEAE BT R T 22 P [2]. BIE AT AL, ATSAEM ARSI KL 18 Ff HDAC, HARYEZ,
FIRIThREARE 2 4 28, Hob HDAC3 J& T 136, T RBORIZE fIEYE R Y], HDAC3 HA HE M4
HIIRE, EVFZOMERIR. 1BV SRR R B K R B EEAER (3] [4]. 104, HEA LWAKF
Al e B R AL Oy TR E AAA IR . CAMRI AR, 48 A LK ISR AAA KA
IR B sk A 4 S RE AL oy B M ke B R S [6]

2.2. M%SFiﬁ'mzHHﬁ)ﬁ]t(Vascular Smooth Muscle Cell, VSMC)

VSMC 28 FE ik i i = ZEAL A, 32 2 s i B e by sk Dhfie, AT o 19 if & 5k /7. VSMC
e 5 R AR T AAA B — D EHZDRBIRAE7]. AT TR AAA JRFBEH KL VSMC HoE B 2 b,
FEIFFOVHIIA T . VSMC R B i AN G R, PiAh R R BEAR S I BE 1 1) B 745 52t

DOI: 10.12677/jcpm.2024.34291 2066 Il R PR = 2


https://doi.org/10.12677/jcpm.2024.34291
http://creativecommons.org/licenses/by/4.0/

ity 55

TR, RGE. BIBKEFEREML . mifE . BEANARIG . SR R 3 BUL R [8]. A FLIUESEAE
AAA JEEFRESY VSMC HUAE B BN & AL, A BRGNS B [9]. T HDAC3 5 VSMC I35 -
PR, A5 w8 A & AN S BRI HI S ), R IHEE S P21 #lif] VSMC [H45E[10].
R, WAHA PRS0, HDAC3 N e dt4l e H4 Mz 12 FLRL(H4K12LA), H4KI12LA 7£5
REMRIASIHE T BUE SASP A HHEER, MMNE VSMC 3 Z[11]. B EE B
(Smyd2)-HDAC3-1fiL3# 5 B [F-F-(SRF)fli A2 1 #% VSMC R B B3 ) — o R B L[ 12]. SRF 5 HDAC3
REAH EAEH 5 OBk, M4 7 SPF 75 VSMC A ¥ 46 iE P, JFi4E VSMC R B4 13]. 1] Smyd2
2:3F h3k36 55T = HEAL{E# HDAC3 ik, HDAC3 MIAEER iR T Smyd2 FEIKXT VSMC 856 1)
HIHIEH o« VR il it {8 ) HDAC3 Rt alilm, RIHAEHNE 7 Smyd2 X VSMC [1id BE3RIE, FHR
IE T VRS R.

2.3. AR4aRR

PN R AL T Bl P9 R SR AR bR ZH AN, R R I BE 1) 1 A5 M RN T BRI R AL . PN R 4T
HA A R 70 22 P AR E PRI, DT S0 R BRI AR A AR K T R, TR AAA o B T RE R RS W] R T
R AN R B AR A . WG SO EEREAL . IR S AAA SIS IR B H0 RS A B2 41 i Tl Re ks, 7
I R b9 2 5 B — e {547 9 B ThRE I Z5 0 R TR AAA 1R E R E[14]. HDAC3 54 B 4045 35 %5 1) Bk
Z[15], HDAC3 R it S 40 i 1G58 1, 7 AH A0 m) P s 4n i o4k . jAt, A58 %3 HDAC3
I Akt BEERAGIE NN bR L S R R N R AR AR E I, 4Bk HDAC3 J5, Bk H a5
10 XU B S 38 v [ 161 N R AR T e A2 — AL B se I, i — A B P A 2 — A AR A R IA R R IPOR
AW, AH%E KM HDAC3 #IfiFRIGe% Nl — A B GBI RIA[17], Kk HDAC3 1EH T A B 4t
IhREH RIEMEFH . AR RI BEK HDAC 103G 1, KISk N A METhaeZ 25 m, ek AAA 1)
RARRE[18].

24. REESTHNHK

AAA MER—PMEVE R FEERN, SR R R AR B 1) — N HE R R

AAA H A —/MRERHER A EH 2 SRR, SR PEhgii. Evgip. BRI, &
FEORANML . T A1 B RELA0M A IR, o BV SO B, A S YN RO N R AE AAA
1) B B S PR BRI R, 98 RE A M AN 73 WAV 22 2 RE Rl - R B NI, LR ENR) 4215 5 ECM IR AR A VSMC
P, BB /NI R Se, (EEZ RS A AR TE R, ANIT3E N 7 ZhAkEERIETE[19]. HEAMER L
PR AT 9 JE J55 DR (10 0% R 9 RE A SR RV RE TR OS2I AE A, /8 HDAC KRR L, HDAC3 EA 15 &
RIEE S EEEEMAL, AFEZET «B (nuclear factor kappa-B, NF-xB){&5 5+ 2224 5G40 5 A IS
5 H Janus BREE/(5 5 5 G AN SN R {5 555 [20]. Rk, HDAC3 #1E AR SE S 70 9L

NF-xB &A% s8R 3 R R0 () TR, AR SORE R 0072 L 90 4 R PR A7 1255 Pk ) 1 428
YER, g S T 03 1 B BRI A A 228 N NF-«B $e 12 RE AR e A i, sk
TG S A% B G4 2 53421 NF-xB & AAA TR B BHLHI 22—, SR SO F b [N
FHRIM Z P LR . A WFFCUESE(22], 4 PHET TSIk 4B NF-«B {5 S5, EaKEE ) 2R R
T RAMIBH B R R, 0 T AAA R, HILH R B D E R R AN TR E i — P 2K % . HDAC3 1]
{8 NF-xB p65 & VU ANRR e 2185 1 26 ik, AT S LRGSR AR 7). DNA 4566 J1 R E F RS2 [A]
SRR JERE VL, PREF NF-xB 4b T 322 AW GEPEVIRES, Ik HDAC3 /& NF-«B /51 48 L K 3%
KN E NS R[23]. 25 EFTIA, HDAC3 [Al#2E RN AAA JREEEH (1) 280 SN, HDAC3 il 551 ) a]
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RECATRTT AAA 251, (BT 5 R B 10 Atk S 08 R PR B 25 545
2.5. ECM 5 &R € B EBE(Matrix Metalloproteinases, MMPs)

ECM B3R & AAA B RIFHLIIZ —, MMPs 78 ST R B ZER

TEIEH E3MkF, VSMCs FIREF AN & il FIE AR IR IR B (1 AEIRIR R (. MR A B AR
HREIERESR Sy, XL IR ECM . BB ke 8 08  e J AR 1 DR HAth iR DR AS I 4 A 4R
SEF BN LAWY 7K, P kB — TR G IE R AAA. MMPs &2 —KEe0% [ ECM 1) & FhiE
HR R KRR, K25 AAA TERIIEEE S MMP-1. MMP-2, MMP-3. MMP-9. MMP-12 #
MMP-13, MMP-2 Fl MMP-9 7 [ g5 /) AR R 2 1 e 1) 2R A, H A i 0 8 1 8 ook 7y 45 1
f 5 T R IEVE T . ABFFTIESE AAA JREEH MMP-2. MMP-9 FI& &A1 ELB &7 . HDACS &%
NUSAL RN, B 2 BT RIS N R IA, Rt X VR 2 45 M R (kAT 25 S B R e LA A
HDAC 50 IfiL 55 Hh i BRET 4 40 M5 Ak 1 R LIS A4 45 5¢, HDAC REW% B 823 ECM = gL,
[24]. FEFPPE4HBEIET S (programmed cell death, PDCD5)2& — MR T- R, A RS RLF4:4iiuThag,
Wb EA . RIEEAREE. WK PDCDS 7 LI5S HDAC3 454, il /5 HDAC3 HIiZ &
kA B AR KA, MR ECM [25]. HDAC3 B4 iiF B #E MMP )2kt R 4%/EH, HDAC3
REME R S A B VA R 2% 1 R e, T 330 MMP-9 R if[18].

2.6. i RNA (microRNA, miRNA)

miRNA & —R N IEMEN T IS RNA, KEL 19 2 22 MEATEE, e 5 10 5 R 3 47 1) 1
TR T, NIRRT 60%3E R 32 Hif 45 . miRNA BB 0GR AR 5 6F RNA, M5 &R #IA.
F A 2240 miRNA-21. miRNA-24. miRNA-29. miRNA-103a. miR-1-3p. miRNA-143/145. miRNA-712.
miRNA-10b-5p Z57F AAA TR BAE/EFI[26] [27]. miR-1-3p 25 4 0E O (TR« SR T i F0 4
MEAEAFE, & VSMC H5E PR F A FI A0 B IS 4 it LT 7, R2m AAA IR AE K JE[28]. miRNA-29
AR ECM w20 SRR 3L, 0] miR-29 J& R B0 I/ BE (1 5 Ky RIS, A BIF FE3E 523
miRNA-29 ]/ /N AR G ) AAA T RE[29]. miRNA-143/145 F1 miRNA-21 B 46 VSMC Ihfgf
YER, MImH0E] AAA TER. miRNA i EEF I EZ 7. ZIET4ES, ZRHEA LA DNA H
i . HATKEF LRI HDAC 7% KCF AT 520K 240 miRNA [193R1A . HDAC3 Al fiEfb 4 &
A A TR R AL 2 LA, X 20 miRNA IERIE 72 A2 %200, 41 miR-322. miR-503 miRNA-29. miRNA-
21 55, IS BNk e B 1) e e v . BRI, HATHFA R ERSERE, T AAA B R
M, FrR BRI RIS 5 B ) A AT PR AR 25 R I

2.7. ENBKEEERE 1L (Atherosclerosis, AS)

AAA B—MZ R R, SIBKRREEE A —/MIE[30]. RS AAA 1 25%~55% &35 BH
SRR . BB RERE Ak 32 B B IS M JOE . SMC R T, ESIKEEES A0, AR T RS,
KEREAFER 2 T AAA. PRGN ER, KPR FERIRE, £, KiEs, HE
T FE A R ER SROC SR AT AN BB o K 22 802 38 05 it S B KR RE AL FEAS BB ST I B R iE AAA TER%, A
Ay H NN AAA 5B REREAL P AN BN BB, WO TR S0 SE 0 AAA [ B ARl =1, T
TE S KRR RE A A EL PRURG: DU R ARG, T AE AR v IR IO o 2 Bk o R R P 3 AT TR s KU, {HAE AAA R
DU XU HE S AN 317 ZESHRKSHRERE AL A h, HDAC3 /& HDAC et — T+ =) HDAC, HEIERTH
G R A BRI RIA 2 A 56 . HDAC3 AMUS 5 T RAERBL. SMC HIET: . BERpFaet:, it
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&R I TTAR[32]. 7ERIE HDAC3 /N, &I PPARy/LXR GBI i, SE0IE E R A0, ok
YHMTE Sk [33]. ABCAL & —FhEsEEE ., RE Rt SIHE R R S BIEEAS S, MmER%E
JEE Rk, AT I HDAC3 Ri&, At ABCAL HISRIE, IS8R ik — BT [34].
A, IR ILA B - 8 %4k (Endothelial to mesenchymal transition, EndMT)7E A5 3 Fk o BT 4L 28
JiE SN AN BE R 3E 2 [35], T HDAC3 Jl i 4% R E &N, 55 EndMT HIKIE[36].

2.8. HDAC3 HPEIF

M A 2 LA EEIH 7 (histone deacetylase inhibitor, HDACT), HEA5 #ngn i vy 415 A 1 2Bk
FEEE, M CRNRE . HETE MK HDACI EZEE X 1L 1L IV K, 5 Zn> 456 1 E el a4
W EBEAFERIEIRE WU EEE R AR BEZ2E . HDACI CE 2 i h R, Wi, #He
RATIESW . SAEVEGRR O IMUE B, IR T KINHTRIE[37]. Ekiz H HDACI ¥RY7 —Letg it
RAEPIBORAT VNG, A EIRIFI 2, WNKER, MR e a2y, WalfER HIV. BRgsm 4
BiZn23]. &2, HDACI7E AAA Fifjic - AAESCHT Fe,  H AR AL IS 75 Btk — PR & .

AAA HIRImNLRIE 2%, B H AT Z ARy 7 254 . il & #40H| HDAC3, 7] LA 22 HDAC
PR SRTT AR RS G i SRR TS AR e B DR Ak L ) I ST UL A R T 9 s
I TIRE, AT REES] AAA JRELHFE . BEOR B ATV AR Z I By, (HBEE B A MR, AEEA
ARk, AT DA L DL HDAC3 4R A28 251697 AAA.

ELWAB
LA HE TR S DH (2024Y907).
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