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Abstract

Pulpitis is an inflammatory disease that occurs in the pulp tissue. Continued development can lead
to periapical periodontitis and bone tissue defect, seriously damage dental function, affect patients’
oral health and daily life, and cause time and economic losses. Apoptosis is a programmed cell death

CHERERE

XEFIH: BN, Skat, BE. TSRS R TR TS R D). S, 2025, 15(2): 304-310.
DOI: 10.12677/hjbm.2025.152036


https://www.hanspub.org/journal/hjbm
https://doi.org/10.12677/hjbm.2025.152036
https://doi.org/10.12677/hjbm.2025.152036
https://www.hanspub.org/

AW %

controlled by genes. Its epigenetic regulation mainly includes non-coding RNA (ncRNA) transcrip-
tional regulation, DNA methylation and histone modification. This article reviews the regulatory
mechanism and potential role of epigenetic on apoptosis in the progression of pulpitis, aiming to
enrich the mechanism background of pulpitis and provide reference for the study of pulp inflam-
mation prevention and treatment.
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1. 5]

FHERALT A0 T B (R R A A 21, HANRIO T AT EE, M. 248, MeE. nE
AL EH L. FREMA RIS LK E MR, EMRRHLHLERS LR EY), FmgEamnT
BE - FAFE SR N FHEF 40/ (human dental pulp stem cells, hDPSCs), E.A5 #L7 f) 7] 76 57 40 B R 4E
TEARAN B 2 1) 434k g B AT SRR v [ 1 [1] . hDPSCs 7E 2 5 4 i 3k K 51403 16 52 1 i v o §¢ o 22
YEH . ST EE - F AT E G2 B0 8008, hDPSCs AJ 73 b K N F AS SR IZE U A R4, (it
BT RRIER, R T RELHR .

1972 4, [ Alastair R. Currie. Andrew H. Wyllie 1 John F. Kerr =Bl 58 & R 1K) —Fa £ 818
BB CYAUMIIE T REA . AR TR R R R — R R R A S T A [2], AR E i — RS
AR AL SRS AR, RIAM T . dHR P AE  Ge B S I 4 . A0 A% S DNA 13, #x
TG/ INFEIRD “PIT/INR Y, 3K B/ INFEI ] Ay A1 3T (1) 5 Wk 0 P 7 s - E VA TR P B AR 3] [4] ML
UL, AR T 3 ELE L YR R AN AR R R s g . o, IRMER R NFCON R R RIS R,
S PN PR B 2R AL, BAENB R, DNA Bif) . eV R A 2 BRI AR . AN IR AR
AR AMS 5 RO AH /1 B0 T 0 A 5 A IR T R0 L2 AR B AR 2 Ak 4, AT A B R T2 [5]. i
PTAEAERR B ARG RS D) Re A 1555 77 IR G SCRE R, RIS 7E 28R ik e rh (1) 4 A
BT 2wt oe . AN PARIE T A B EUER 1 R A RR B F1 /K At (cysteiny | aspartate specific proteinase, caspase)
PAT o A0 BRI T 503 S A B G A0 L AT 5| R I A FE S5 VA G, T caspase /-5 1Y) 98 VEAH AT 1 7T R A2 HKAH 2%
LI 2S5 BB [5] -

ITAESR, RMBAL EAE RN —FIA UL DNA 7 41{H BE % 1 2 55 DR ek AL, 328380 RO T FC 4 i
WM EZ T W . RV AE TR DNA AR KA, (AIEFEFREH LA T 08, XFcR R S
FEALBAE I, W, TG DNA P AR . RMEAL B I R 18 AL N 2 FI NS R 36 2 IR W B 2 47, sdad
X DNA Bk BT B M R AL & 4 i A= M2547 (6], e RAEM B ZER T 77 30, ALk il ZEMEA 1 3E
it RNA Fkifis . HE B AT DNA FSAY SR MUIBE S I 78 2 i 28 38 Ji o xof 4 B ) 2 () R 42 AL
FBLEMER, VLES A B8R0 R RN 5, BRICA B8 R 07 16 37 L JOB TE VR T HE Rl

2. ncRNA #FiEE AT F X P /ER
ncRNA EZAFERUN RNA (microRNA, miRNA). K3E4iHS RNA (long ncRNA, IncRNA). F141k RNA

ik
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(circular RNA, circRNA). N6-fi#H B F 31k (N6-methyladenosine, meA)F1 PIWI & (4 4H HAE F RNA (PIWI
interacting RNA, piRNA)&E,  1X 5 /N 7374 Joft 75 Y 458 9 i 119 AR 0 O Je e o B B (A o

CircRNA /& —F A8 57 F1 3" Kim PRIk RNA [7], RiIABFE, R4 2] miRNA F4FI1EH,
TES A T SORE A R I AR R B EAEH . A WEFER ] circFKBPS i miR-708-5p/GIT2
Hh 47 1 g 2 B% (Lipopolysaccharides, LPS) 15 5 (1) % if hDPSCs 40 i I T {12 ik J Bl & [7) 43 4K [8]
CIRC0138960 ¥/ 2k m i@ it 4 /] miR-5455p/MYD88/NF-xB il {3 A\ 7F £ 4 it (human dental pulp cells,
hDPCs) %52 LPS 5 S (1 JRE N, U RG4S0 A0 ROEOR 3 5 #0175 4 ) hDPCs $524%[9]

LncRNA /& H % /0 200 MEZH R4 H ncRNA, BT iS5 miRNA M EAER, MR sk
il MRNA f#I7[10]. 7F GSE92681 %iflitErh, SIEHALIMLL, FHER ALK IncRNA NUTM2A %
X RNAL1 (InNcRNA NUTM2A antisense RNA1, NUTM2A-AS1) %A T & 8. #— B 78R, 7FLPS i
F 128 E hDPSCs H', NUTM2A-ASL fl HMGBL 3R IA L, 152 NUTM2A-ASL 751 let-7c-5p 3%
BT, [FE R HMGBL AE let-7c-5p 1) T U4 2k Kl 2> it — i i3t hDPSCs 451 473 A1 4 JiE AH S5 4H
B PR T4, B LPS 3@ NUTM2A-AS/let-7c-5p/HMGB1 #1414 hDPCs 14 i 113515 S 40 i
VTR RN N [11] . ML PRl #4254 (Gene Expression Omnibus, GEO) 4 e v 7 ik -6 4% 5 1E W F 564
L2 MR 2 R FE N, RILA#E 2 4 IncRNA XU & A 2E [ 8 (Double homeobox A pseudogene 8,
DUXAP8) ik i, FIRAMRERYE, T84+ miR-18b-5p F&ik Fil, DUXAPS 5 miR-18b-5p Fi#
KIEE AR, BUK DUXAPS JG £ fif LPS 17551 hDPCs 3 /1 BRI A0 A A hE . i 2H B 1o
Starbase TN 73 #r 2% B SR 42017 S 147 3A (hypoxia-inducible factor 3A, HIF3A)J& miR-18b-5p [ F il
FE[H, miR-18b-5p iR iA L@ N HIF3A 3% LPS S A4 AL K PN 20 p 7 T2 AR Ak B8 4
P b A 42 s 7 [1.2] o MR 305 b 435 SR RT 4, DUXAP8/mIiR-18b-5p/HIF3A Bl {2 i3t LPS i 5 1 SF B 40 M 452473
MU T e 5 F R R RIS, TR FC s, IncRNA A S8 40 fifJ% 25 & (Plasmacytoma variant 1,
PVTL), AT ARGtk 8924 £, H 5O RAEVEDOR A K[13]. & BF MR h PVTL Rik38m, i
% PVTL fiil42 1) miR-128-3p RIAKF L. Kz, KEER PVTL w1 miR-128-3p (i #E
hDPCs 358, FF4lif| hDPCs [ T-HI JERE SN, AT G2 A o4 18 4 () gk g [14] . AHAZBH SO0 PVTL £E
WY R 2R AT TR, AR E AR T BB R A E L. A PVTL TEVF 2 0E R P BUm A
Mo BRI, 1E DBk 40 (oral squamous cell carcinoma, OSCC)ZH 23 M4 iy & h %3k Eif, il
I PVT1/miR-150-5p/GLUT-1 {5 5 filifE OSCC 4 Jitd 7 Al P 12 i3k 4 At 384 5 - 4 ) 4 i ) T2 [15]

mMOA IR 6 5 ARk SR T FE B EUR T 10 IEAE, & FAZ AN mRNA 7T b e i 1
B, meA ZRTIE, 3 H AT PURA T %Fi28% RNA S5 161, |22 5390 B REH . o
b ARZBAIE TS R [16]. H LA BERE 2R 1 3 (methyltransferase like protein 3, METTL3)/& m°A HI %4k
By, HAEAGHEAC A, RS PERETE A R ANVE 2R A i, CAPFRRY], METTL3 ke
753 hDPSCs JHT-FI%EE, M5 A Al Re 540 B 3R H A FH A ) RACE K[17]. #£ LPS S &UE
hDPCs 1, mSA Al METTL3 fI7KF L. METTL3 #imil%/5, hDPCs 4K T IL-6, IL-8, GRO,
Gro-a il RANTES K1k /KT FF%, NF-«B Al MAPK 15 538 B A B0E 32 B304, %30 e vl A 8 iy
MyD88 )ik £ 11 B Heok SL LI [18]. AR FE L, £ hDPCs ot METTL3 [k e 24t 35 2 Rl 20 ffd 11 14
B IERBARA AT RS [FIES METTLS [k 2k 2 0] 4 AR A= i 35 22 191 15 Rl 7 NFIC (1833,
HETTHMH ALP. BGLAP Fil DSPP 13k, M SECF A B A K[19].

3. HEREMHBEMMRATE X FIER

Bl T AR & A (Trichostatin A, TSA)FI A %R (Valproic acid, VPA) & # WLAI4LER 25 2B LS (histone
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deacetylases, HDACs)iZ il 7], X FrA £l HDACs Z8l(1, 11, 1V )5 E[20], Z. Luo &8 K
ECE I TSA 8K VPA K #2155 hDPSCs ] T2[21]. Sirtuiné (SIRT6) &M .30 NAD K #5142 (A I 2.k
BRI EAN R 2 —, AT SR R A4 AR T AR O B 2 M D Re iR B Rk [22] . B FUR I, AE
LPS 531 % iE hDPCs H SIRT6 ik T i, JFFidid b5 4 40 i 3 T 1) B 2 5 A Ku70 PB4 & K%
{EF . ERIE SIRT6 298> Ku70 1 ZBEL, Feidt Ku70 S22 [ Bax M EAEA, HZ& =¥ hDPCs
Y% LPS % S MIE T [23]. Zeste [FIJEYIBE 521 2 (enhancer of zeste homolog 2, EZH2)2 Z Fi il 2 &
Y2 WIMEAGES, BT LARIEAER O IR R R M DT ER AR Z SR L R . EZH2 ] J5 AT B A 98 AE F T
hDPCs 1 IL-18. 1L-6 1 IL-8 ] mRNA KiA/K-F, Ffimitjs/4n il i FH b 40 i Ja A0 38 4 f o 1
SKBHES hDPCs 14%1[24].

P HE A K R BN, AR A A ZRAR AT e 2252 Bk S IR R BRI %6 o BeE A () Imjd3 w]
LR A T A Bel-2 FAAER T E N Bim MBS S M T EE[25]. [RINE &
B Imjd3 7512 AR I B 28 25 B MR PR 0 1) i B AR i OB E T o TE AU 4 HR U BR Imjd3 ATiE
1520 EphB4 JE 3T X 31 H3K27me3 1&1fi/KF, ks> EphB4 [MFRIA, [H#E{E#E RANKL FIAFIRH
4 i 2 7 [26]

4. DNA BEALEi=mp AT TR P ER

FIT, DNA IR FE S 86 2 R A2 A Joe rhond S M T OV P B 00l o R A s 4 LA D 24 BB 4L 44 1Y)
R TERTE” AR RE AR IR e i B R rh AR AR, AR A R R BB T A
SRR A 6 G 52 3k — 20 YR PANR AT 55 o Xk A AR A 7 AL R ) DNA FR L5652 i 1) S 96 A B
DNA. FHHEAK (R3] RT LA i s 58 A I 240 0 B B A AR o 7 A 20 [27]

5. RMIREBFMAMRBTEH MO RERPHER

RMBAEAMAET BER P RIEEBEERN, FNS5REERETE % . U D RS . K 0 R
SETE PN PR A 11 28 M0 TR R AR R

it IR 7 o (Tumor necrosis factor-alpha, TNF-a) 5 31 E R AN B ) CpG A7 S 7E F A RAEEA
W R AR T RE, T TNF-a MRS A 20K 7R A % E S 8UF R A SR SE R 4 1
[28], mMiR-181b-5p it # i) il o i A0 A A 1) 1L-6 A5 NF-xB 15 5@ 5% K 17 1 35 TNF-a % 501 %8
FE SN, (R I R 4 R T2 [29] . CIRC_0062491. CIRC_0138959 Al CIRC_0138960 %% CircRNA, 7£
TR R A BEAER . Hd, CIRC_0062491 &t 5 miR-498 454, i SOCS6 Wik, iz LPS
53 BN ) R 4t ) T2 0 ] 9RE S L, e A ) 98 R F [30] . CIRC_0138959 7 7 Jiil 4 ZHZ3 1 LPS
AEFEI A IR AR e s Rk, it 5 miR-495-3p 454 i TRAF6 ZIA, MM LPS #5534 JH
fE 4R B 45455 [31]. CIRC_0138960 Ui <xifit 4 [d miR-518a-5p/HDACG #ili 1% %2 B % Wit AL WL IiE it
LPS 55 AN J 4 i T A S RE R A5 [32] . IncZFY-AS ml i 35 4+ MW By miR-129-5p fin = A 7 & i
AU TR 2 R R [33]. RIES AL IncRNA0L126 (1) 3k 38 i JfiE ik miR-518a-5p/HIF-
Lo/MAPK I8 #3025 A T N J IS0 B B 3G 5 (R Sk 40 B ) TR0 SORE IUSE, e 5 A 46 [34].

TRCEH 11 s i i 4% (radiation-induced oral mucositis, RIOM) & Sk #5340 3 11 fiosg ikt . Ak y7 J5 B i WA 3T
RAE, PEE e B ARG . WEAUR A, VDRI EE % (thalidomide, THD) AT i id miR-9-3p/NFATC2/NF-
KB AT 5 5 0 b R A R TR R A R T, AT R RIOM [35]. 7K8 1 48 /2 —
FhAL gy, HES0OW JF 7K M O 499 %5 (Vesicular Stomatitis Virus, VSV). B HF7E &, miRNAs A GE/E
VSV B R IFEEEEH: iERA miR-70 W@ /D H T AR 5C & 1 caspase-3 1 caspase-9 HIEE
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HRFNH VSV 5 S R4 T-[36].
6. 4518

FRT, S8 B8 SOREVR YT AORT L 1 B A rp TR E P B 454 S Thme, BB AW SRR 37T 4Hif
R [38] L FAAE[39], Sl A BARH T NS BEA A E T Re B . A EWF 78 hDPSCs fI4HI
P To0 T Bl SR AR YT B R S O DOl I A RS M R K 2155 DNA i3
e AEABUEAE S RNA 3ol 12 SR B I . AXER ), RMBALAZ 5 7 B8 SO IR
TRATLA AN 2 REHE R DI AH 5%« I AR oK, BRI FT 4R W A0 A 1278 SR ) A 2B R e bl 6 = S0 S IR AT,
SRTAE 2 8 78 rh R WAL R 2 2P RE AL AR R RO ST 0IE B 1 42 . DNA 3L, 4R A&t kg
f5 RNA 52 - BE 2 107 A% O ZOUAE e IR S PR RA R 4 2 UM, RS R RAE 5 &
R, RKRHAHN TSRS G, LIRAEFBER DI REIRE . AR BERIR 118 i 40
TRV A T A1) 0T o B A0 JL 90 1 PO R S A FLAR D 2 B R R R AL A6 T 42 (R ) AL A

E&UWH
A3 5 PR T 1 4 5 A2 3 45 (CSTB2023NSCQ-BHX0083) (A 7t ¥ Bl
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