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Abstract

In recent years, cardiovascular diseases have become one of the leading causes of human death
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worldwide, with the highest mortality rate among all diseases. Epigenetic mechanisms such as DNA
methylation and histone modification play significant roles in the occurrence and development of
cardiovascular diseases. JM]JD3, a histone demethylase containing the JmjC domain, has been exten-
sively studied in multiple fields including embryonic development, cell differentiation, aging, im-
mune system function, neurodegenerative diseases, and cancer. However, current research on the
specificrole of JMJD3 in cardiovascular diseases is still limited. Therefore, this article aims to review
the latest research progress of JMJD3 in cardiovascular diseases, with the expectation of providing
a theoretical basis for future in-depth exploration of the potential application of JMJD3 in cardio-
vascular diseases.
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1. 53|

O ML 7 (Cardiovascular Diseases, CVDS) 1 & 2 FAFE T 2 Ja S B 7 . CVDs A& Fa 52 MO I A I
EI— RYB, AT R R B R RRE & U e i D5 B 0 I3 2 0 LA B % FLAth O I 06 [ 1]
VTAER AR LA 7R , RAIBAEAS LR O U B0 TR S 10 JE R i T DR B AR R [2] . RV I A% 2% - B3
Tk A O 0L A R S 3 IR 1 T R 258 7K ST SR B T o I A 9075 A2 F2 3]

RMBAEEMHE PR TEASUREE 2] DNA AT T, dlid 2 FoLs] an i 8 B s e e 1210
DNA HIEfL, JEgmiS RNA FIEH DA LR B R R 45, (56 DR 0k I R B m st 84k, b
LRSS RR4]. Hoh, AR AR R R — R LR B BT e, O R
B EARS (B A A, — HIEALR = W 34k B s (e 3k sl 3 o 3 R R 3% 6 [5] . AR A
P Bh 2SR5t B S AL A B A 25 AL B L R s i H AT, CURA T PR E B0 2 LA b Bl . MR Ry
S L FEALEG 6A FIEA ImjC S5 & 1R 459385 -3 (Jumonji Domain-Containing Protein 3,
IMID3) [6].

IMID3 & —Fi 1 ZAL T Az N L8 0 2 WAL ER[7], JB T8 ImjC 45 F3E1 IMID SR A 571
2 IR R R R 2 R AGEE 6B [8]. BN —FMKE T8 FAE MBI 7, JEFREESAM
o-li % — IR 2 5 R WAL BT, IMID3 I ZhRe 2 KRR S O H3 28 27 i =i 1) H B AR i .
R H3 5 27 A R I = F SR A8 o 5 2 DR A e AH DR IR, 17 2% R R Sk 2 A B A 1 B
DRI 3R IA 130G [9] [10]. TEIERE 307 X UK B 4 8 1 H3 28 27 47 8 & 8R — ' 344K (trimethylated histone
H3 at lysine 27, H3K27me3) W B M Ay F sl i) — Mr & . JRTM, dlid 55 IMID3 AH ELAE I SEBl L 25 ik
A, BT DA i3 2 DR 0 2 sty , AT R H 4 s AR BRI B[ 11] - IMID3 8 R /EFE C iy B — AN S ImjC
GRS, KRG B2 R Gy, RERE X EER S B AT AR 1 R H AR R R R IA[12].
5T IMID3 FE R K oA A 38 KR TS BT AR TR I I A B, AR RN PB4 i SR
N AN [13]. BhAh, IMID3 IRFEIRIG R B « RIERN . Z A UL iR T B 2 Rl AR 2 R R
RIFFZODAER[14]. RE Wk, HArseT IMID3 78O I8 20 b i BARE F e 7ok b R,
AL BAELRIR IMID3 150 LB B WU R 1 FH A i Fidk e, DARI 9 AR (i Fe A B AR 4 A S o
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2. JMJID3 FENBKIBHRE L P RIER

BRI FEREAY, & — 7™ B B A\ A BRI 02 1k SREVE S, LRI 52 2% HLb 2 224> B AR B
Fio MIRBEARHIERE, SHBKRAEEELL LA IKEE N RO R BT 7 DB U AR GaFR 5, URFAE g 11 4 v ) 2 afi
EF T ARG T, B 20 B KA BRI B 21 4EZH 2308 A2 RN Bl ik A IR JEL[15] . BEE BTk R AL
AR e A, KRR BE R S5 MRS AN AR E o BER AR IR AR o AN TR K, T R U A
XFPHESS PR i, — EAER, BRI R T, SRaEBOE /R, B, i
FeRHZE M, whax ol R O s 4, 0™ 5 g A= dr B R L1 25 Fh AL U ZE[16] [17]. IA B FTIE
WEoR, KR EEIE AN R 2 FE SRR &R, 1023 2 RRMBAENLHR )58 Tamd, R H AR
bR R R IR R B A 5 [18]

TEAR 2 RN B, W2 RR 25 A AL LE B JkOR E B Ak 1) 3R Mg A% T 42 4l o DG BAf f . REA T
WFRRY], LB AABUESN IR A I R A2 5 R R rh i T B A 4] i g 2 AR AES)
ik 546 B B A 1 2R W0 38t A% TR B b R PR LR . A I A0 VA S K S R B b BE AN R R B B I A
H3K27me3 [ EAKF, FESDAKSFEAEAL ES M A Hr, HBK27me3 [RPIRAS 5 Bl ik sk A AL 5 AH 5%
P LG o A FISE 5 R B A A G [19]. thAh, O&T IMID3 7ES KB AR AR AL Hh R/ A A AN 2D 5
WFIT. FEPR I IMID3 ZE55T A B i i iV IR, 76 N BBl Bkl AE AL e e, IMID3. BE T 4 )& R
11 2 (Matrix Metalloproteinase 2, MMP2). #%Jii 4 )8 & 11§ 9 (Matrix Metalloproteinase 9, MMP9). 4§
4 ¥ 371 (Proliferating Cell Nuclear Antigen, PCNA). i J& 25 [ A1 JE 7a Bk i IR P g — A% 1 B i e A AL g 4
(Recombinant NADPH Oxidase 4, Nox4)[#]3&ik /K 5 X FEZHAH EL 3G I . 3X —iEdE A Ji bR B, IMID3 i
G TIE S 2 5 40 M 1S TE A A0 i A0 B B DU IS 56 96 [20]. REAEBFFER I, IMID3 & B4 ik
TR EEHAT T, B BAE S) IK R R AL I ORE S B R E RO E . RN AR, /N R A AR
Z IMID3 2 FEMIABN KR FERIAL . X — B4R T IMID3 ZE SN FERE AL AL R G B E
G I 4 M T B R Y 455 T RE RO TR YT S KR R R AL I T AERE i [21] . IR AT IMID3 X B K kR
AL s BR A FEHL, A B NS KR RERE AL R P17 v 4 ok i) R BR FNVE 7 SRS, G B s B A E

3. IMJID3 FEILANFESEH BER

TEM A2, O P OO R AN R I B R T, O LA BB IR 3 R R RIBE T2 % 4%
SRTE . ONUESE I R AE AR b RSBk SR B %8, T 00 UL i U k> FE 2 i . 780 LS
AR, e oo BTN B T W 6 A L PR AR A7 Bk . BT R R A S AE =R, e kLT
REE LN, XU OIS H B — RAVE A B AR .

TECNUREZERA ], SOk L ae RN, KA. A, B2, XSpEdfERg s
SO A BRMOTHEEAR A[22] 0 O WLEF TR oI A B o0 3 T8 8 0 5 A R b i 1 e
FE[23] [24]0 OAFLFHEAAE N —Fh EZFPRELRAS, 52M0 MEBIRETIANDE, HAR ST T O R Lr
YA ML AR AT 4N, Jo 38 20 B G it o I & 2 B SR A AR A T o R R PR AR SR 2 A A O I 4
SURYTRY, BT SR O R B A I T BE . EAR AR RRE ol UL,  4ERFIE IR IR 40 i A 5 RT LATE
— R BRI R X IRk, BB MR PER, B R R A S S ECOIHERE, s
FE P IE 5 B 4R ThRE, IO )5l (1 iR [25]

KT IMID3 TEC U FEIR B AE BEMLHI R VR, IRk T — S E BRI A SCHRkiRIE,
IMID3 7E I 1345 FI S A 5T A e 26 EL IAEF[26] [27]. e QAU SEAH IR 55, IMID3 B
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VERI T D LA e i B A B 2, BofAcRild, IMID3 B2 54 s iRl 18, SBUERshIkSS
ARG LIIFEAE[28]. IXFERFE IMID3 FELoAIUESE G| KO LEF 4R BL KO D BE RS I A% o 47 O
F, A 2P R e 4 B 2 TR R IMID3 gl v BE BN — R R IR T SR o I
IMID3 [ P, A7 B AN AN S I BEDURR R COLET AE AR R, AT e Rt 453 95 i Co UL VI D B »
Xf VRSB K36 T A 7 AEARAR R i o X — R BN LIURESE IR T SR it 1 8 (1 BB Ay i, ORoR 5 2k
—HRNITS, AT SE 250 770 0 22 VR A R0, Dl PRS2 3 A 8 S Y BV R i

4. JMJID3 ZELANAR ESRE91ER

97 EEPE o JUL RS JEE 2 22 O ML 55 D B Rt , 4002 o T T A 22 R AR 0 S5 ol L 7 38 P 325 937 P S o
[29]. BB BT 38 B3 I0 B A 30 70 5 8 deg o SR, KHANE JE 2 A O IR h AL, S B0 )50
g I 2500 I 2 93 [30]

AR TR I, 2 1 R b S R s AR B 1 5 O U JE (s B AR DDA O, o IMID KR
EEERETEMEMABL]. B, IMID2A fi H3K9me3 it I L, G AL KFER R . B KIS
FYISEEEH, IMID2A 22t O MUIRE[32]. WXt T IMID3 1M, EEOHER & AL ILIE E 77 H F A
BT ZAAEH, IMID3 /)N BRUVE iR 4l A oh iR J2 404k %8 K B EE[33] . £E IMID3 BRBE/NEL T, B-
Catenin A EEREHHZE 2] Brachyury B3I+, MM HBT NiE Wit (55455, I BH b C I R JZ 5346 [34]
REAT B 7022 BH B IMID3 = PR 2 5 S5 DR WP W s s 5 350 Bl = BB T2 [35] [36] BbAk, IMID3 4 % {2
B JE[37]. IMID3 #5352 2 p-WLEKER H B 55 H 3+ 1) H3K27me3 7 i1, 18 fif H3K27me3 2 FiJk
th, {2k p-WERE A EEERIE, BmiE S OUIEER R4, T IMID3 55330 71 GSK-J4 X IMID3
(MR F AT ) R B B AR SR A O IUIE R [38] . X —S2Ee 4 Ay IMID3 kO AT 5 (1 B2 1
AL T A S0, RO WU B BTG 7 S AL T (0 78 78 HE ARV T TR

g5 LFTIR, MG BER B R H IMID3 S H IR 2 Ak i %, 30 AR LR JE 5 B AR R e VR
#2 B IMID3 X O it EAGFI D) RE A 25 R R E N EEAMEH . RABEFT IMID3 BIfERALE, A E AL
BRI VA B AL 1) SR B AN ik, 0 T oS R B TS AR T R A BB I R R

5. JMJID3 AL R aIfER

OO EAF AN —Fh 5 22 o L0003 S5 DI AH DG IR OGS RS, G 3 BEARRAE A0 4% 0o I P 2T 24 4 i 2%
NIRRT AE LR, DL RO Se 20 i & ORI 43 i K & & IR T i 40 M A R 2 [39] o OV ILEE BB L 5 3 B
T 2T Ak S N 2 5 350 SR AT Y AE R B sl B AN O DT . 1 2 T804S 52 4% 1) 5 35 L I 41 4 AR 1 T
B EATUCR O NEEE R, B ORISR, 0] B8 S 800 S M 7R A MR 0 773295 [40] [41]. ST
OO VAT AL I R HP 5 S I 4 PSS B RO 5 08 B 11 52 A P [42] [43], 40k i & O WLAF SRR A ROT VR 5R
Bz Bk, FHRIRITRECE DA 4 TR R G E

AR, DR DLRIE L Y, JUHRA R A PR, TERHI A4 R R R IA i R
X G T R WIS AL VA T DR TR IR TT O LT A T BEITE 7144 [45] 7E AR RMIRAE TR T,
IMID3 iZ#T AR IR A HHTFEEY], IMID3 1] LA g-Catenin i 5h 7 b H3K27me3 1%k, 4
W28, IMID3 A] LA g-Catenin JE 51 H3K27me3 [I46ik, FEMEHE p-Catenin % 54 F0 T e 4f
YR T HIRIE, TN s O LA 44k 28] BEAEWF R0, IMID3 I8 ik 1 5 R R b AR e gk O I 41 4
b, R IMID3 T35 R0 LR L5 - O UL LT ZE AL A0 Th BERE RS [46] -

gr BATR, 2930 R IMID3 Sy ek B LA 5 )5 o ILEF R AT I D) Re SR At T — R AR 1
AROEE. BT IMID3 LA 4E A RE ke i B E T, #8179 IMID3 AMUAUCH B ECNIRIT AKD

DOI: 10.12677/acm.2025.1561753 506 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.1561753

G SARYAE 3

LT AL B RO i, T HAB L 4R AR )Tt AT RER A 31 A A 4 e SOMS F RSt [28]. #E— 2B IR
NHFFE IMID3 [ FALI AT & S8 I0s S5 4 ¥ IMID3 HIIFRI, 4 A0 L8 e RO LA 2T 4 Ak 1598 (1 ¥
I M AR R A B AN IR -

6. IMJID3 ZEE I EHHI1EFRH

o L S A T P o RS o X E At LB 05 AR 0 P VO 1) B B A R R K 2 —[47] [48] . £ A
ZHIX, IR T S T 00 ML P8 T A AR ) R B R N . R RIEA R a2 2 I, AT RES
FEE . BE R 2 R 2K [49] [50]. SAT, H R6FX e 22 [ pAH AR A ANE . 2 5ME 2 3
1, IMID FKIRTESRE S S m s R E EEAEH . B, JARIDIB TERE R Bk e e 3 o Ml
HRIEEE LR, RS THE £55%) MANTIS % 5% H3K4me3 B St a7 55 M i & X, AT B A
T H3K4me3 7K [51]. H3K4Ame3 {1 2A—Fh B 2 1) 4 8 1 A BT X, KT ) 2038 206 BE R (1)
FOLFEA BRI, TR A SR A BB, TERE R PRI B s R R AR R T R AR R

TER B bk e /N B, IMIDLC JE S STAT3 (1045 5@, (R 7Esa 4 0F 1 & P L4 i)
ST R ARPURE T IR, T /N R I A AN O = AR R [52] o BEAE 5T R IR IR B
1FEREAE SR M BB A S8 ROS I /=4, RRMAReE, b5 HIMmIILE, XAaEs IMID3 1)
WSS YIA 53] [54]. HE— LRI, TEME ZTKE 11 (Ang )i SR i E KRB, IMID3
7E Ang 11 755 (1 IR K BR B kAL A p R IX B35 T, TE R R R, IMID3 FERpEgh & 9 25 H
F4k NKCC1 J3 311X H3K27me3 fi7 4, {2k NKCC1 mRNA FIE A&k, S FH-EEI6E, i
5 R e LK [55] -

gi EPA, BT IMID3 7 & L AR R I AR T i T DG BR A 1, i 25040 7R R) IMID3
A A RERCA— P SGE B IR A 208 F . b BIRABEFL IMID3 [ BARVERALS], JFR BB nm k. 4F
PRI IMID3 HHI 75, A Sy i LR (YR 975 KT IR R, ) K e I S SR SR R T T R
NI FAEARK v T A 908 R A AR AN T 6, Ik 0 74
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Figure 1. The role of JIMJD3 in cardiovascular diseases
1. JMID3 e I E R RER
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7. #iBERE

LA, BEXT IMID3 (5T CaF 4 18T BEE BRI A BRI, IMID3 (1133 5 0 i
BN Z A R IRIEAE B DA B UG IE . IMID3 Ny —Fh B E ) & P AR, 25 72K . DNA if)
A AR Ll DNA S RA0MERE, #2085 RS R (A 1) H AT B FEAN B
N R WA IR R B L e BRR A RAER RS, A1, IMID3 R EAR RN A
HTNEESHFFRE— Ll Hir, 5T IMID3 7EC M B P A AR AR, R R RARD H
75 HU], DLSCRERT AR YT SIS IITT A& BEAh, #RZR IMID3 AR il ARA YT #E sl 0 2, AU ds
WA IMID3 (IR B 77, JF PP IR L &) S B 16 T TS R AT ek, B AEIRTHTROR
DBV, Dy SR e A MR T S RIS, ATHERAR IMID3 7EFELRES FHITRE, Xt
Tl ML R A TS AR 9T B EE R

ZZ P&, IMID3 £ IS i v T U AR I R Y L AT A, 0 RN BRI e AT BBl o 1L A

PIRTATT IHED AR
HEE&mE

B RN A 72 208 G5 36 4 (2024S195): = A # B T RMWFRE 400 H (2024Y211)
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