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Research progress in effect of histone acetylation modifications
on occurrence and development of periodontitis
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ABSTRACT Periodontitis is a chronic inflammatory disease caused by plaque biofilm, and the homeostasis
of the periodontal microenvironment is crucial for periodontal health. The epigenetics explores how the
environmental and other non-genetic factors regulate the gene expression without changing the DNA
nucleotide sequence, thereby affecting the occurrence and development of this disease. The histone
acetylation modification is one of the common epigenetic modifications, primarily regulated by the histone
acetyltransferases and histone deacetylases. Imbalance in this regulation can lead to the gene regulatory
disorders, causing the chronic inflammation, autoimmune diseases and cancer. Recent studies have shown
there is a clear correlation between histone acetylation modifications and the development of periodontitis.
This paper discusses the changes in histone acetylation modifications in the gingival epithelial cells, immune
cells, and periodontal ligament stem cells during periodontitis, elucidating the role and molecular
mechanisms of histone acetylation modifications in the development of periodontitis and providing the basis
for the epigenetic treatment of periodontitis.
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K 9 02— Fh R AR AR 28 7 SRR A 28 P R AE
PEREIRE B, 2 2 W AR -5 i AR AR Y
iR, mAFECF UL IR GRS, ™

S MR SR AR TR R RN 4 B R YL BEsE Y
N AABURE . RAEMMEH 7 FRIERAAR
ERCRERvE SO RIR A E ) RSV v d PV R E <]
PREE A R A A B FE A H TR 7 2 1 &0 T, Bl ]
PRSI RIK AR S T RE R, HE T BLAR E ]
A% AT R B s L s % 1 R 4 O A
5 DNA B R4 - 288 P B 6 A E 26 05 RNA (2 i
SFhA Y, Hh, R A AR 6
B /MR R SEARZER 1, RRAE B2 Fh Oy A
i, WAHER TR, OBt Bk . Z Rk
A WL IR TF (adenosine diphosphate, ADP) -#%
WEIEAL A, 2H A 1 B A i A A (] o 2 48 A v 5 Bl
[F) 475 470 55 11 AT 2 €20 i A 2 0k e S 1 Pl e S 190
BORE Z B BEAT Sh A4

HHT, 8 R A G R MW s 4 508 = 7 &
AT DNA H L B, XTHER OBt
BB FEARRT B, Wy 2k o SR b B 40 R AR
T FABOR R 5 — BB 2, Shse 4 2 8 Y 15 &
RAE SN PE N K FE S 5, F R 40
(periodontal ligament stem cells, PDLSCs) 238
A A SR A B A MR IR, BLRE CF R b B 4
JE . S 40 AN PDLSCs Hh i 48 11 S kAL A8 i 72
R R e e e R i AR v A T e FEAL ) AT 2R A
AR 28 Ji 9 B9 3 WA 7 W 52 i L 8 1) JEL B o

1 AEBZEHHLITIE

2H AR B R IS S 08 M 2 3R W38 A% A A 4 1)
PRz —, HEE MY 6 5 S5 B B
SN R AR P R EEEAER . HEA SBAER
HAEH WS EE —Fh A, SR kAR R
H3 FI 4 8 1 H4 20k o A 0F £ ST B 8t 20 Rk 1A |
o R "2 HE L B B Chistone
HATs) M4 &EH LK LB
(histone deacetylases, HDACs) AyiH# .

HA s Lt A (acetoacetyl coenzyme A,
Acetyl-CoA) K & Mt 554 1% 28 41 8 1 2 Ak i 2 7S 4t
AR A by — 2l o AR AL b O 10 &5 4 F0 2 RE
FEPE 43 Genb 41 & N- & Bt #% % B (Genb-related
N-acetyltransferase, GNAT) . — &4 il JE #1 i A
¥ 5/P300/CBP # X KW F
5/P300/CBP-associated

acetyltransferases,

(general control

nonderepressible factor,

GCN5/PCAF) . MOZ-YBF2/SAS3-SAS2-TIP60
AKX B (MOZ-YBF2/SAS3-SAS2-TIP60,
MYST). CREB# & H (CREB-binding protein,
p300/CBP) F1 ¥ 5 #% &% 109
transcription 109, Rtt109) 48 5%, 38 o fi# 1k
2 R 2 i 1 AR R AR kAL, b R R
NH, JEH /) E ffr, Wl 55 418 15 DNA il i
FL 7 ) 98 2 ik 22 ) 1 e L A VR, (et ST 45 4
AANE, RN FHERS S5 DNAL S, M TRNA
Hes P A, M (bromodomain, BRD)
R RS . BEIBIIEE AR A St
A 2 i L 1) B I A A R, Ao R A S A
FHATs &M, WTHAEA OBk, #5556
O 14 T 25 0 45 ) A8 A R e iR A o AR A 5 4 BT 81
(ALY, BRD 2 (45 8 5%, Hh BRD Al
K w45 f) 3, (bromodomain and extra-terminal
BET) & K 1 W95 e IR AR
2 L HATs B TBET &M, HIFZL HATs
LA E R O )R, AR UUN 2 Bl 41 8K
F, I T BRI G 87 sy i 7 X, 5
M OC I e S T, Ja B O dE R G SRR
ik,

5 1k 2 bk i B AR S 25 2 Ak i AR ) R AE
HDACs BfER F &4 . HDACs o] fiEfb 41 8 1 i %
SRS, AR AE Y IE AL 41 5 A 7 1 DNA K
BEA, POTRRBURSW ., AR TSR TR
A, ATIRIFENEESE . BRT, AL s b
R I8F HDACs, 7 HAKREHARE: | K4
i HDACL., 2. 3#18; M2 m2 WA I afl
Ib, MaZkf#f HDAC4, 5. 7. 9, [ bEAME
HDAC6 #1105 [l 28445 Sirtl. 2. 3. 4. 5. 60
7; IV ZH HDAC1L. B 1T 28 HDACs 2 4 i i i
M4 — 4% 1 B2 (nicotinamide adenine dinucleotide,
NAD") fk#i#fgsr, 1. 11 A1 IV ZEHDACs ¥k
BEOE TR MR R, B A A L0 X & kA 2
PR

LLER 1 TR b A i oF 35 DR 3 3k 17 8 4 3 5 O R
PPk R AEAE R, R LA [R) A LR 8 A AR X
PR GEA RN, AR AL E B4l A RN 4l
B s B, e TR AS MBI
] LA B 20 6 1 20 Tk Ak A8 M 5 F b 3 Ot =2 [ an ]
WY, AR, B E RN kA kR
BRSNS, ATFIRAMIR .

(regulation of

domain,
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HATs Hl HDACs Z [8] 1 3 25 - i 42 i 25 4 6
P M AL 2R3k, H A S BEACIR S 1Y 2% 5 5 i
SEE R 98 0E S R K R R B YOG ER T L i AR Ok
58 " WoR . HATs FIHDACS B 2k 28 5 5 JH % 4% 1)
A

WhoE T R 1B R R E IR A4
HDACI1, HDAC5, HDACS #l HDAC9 mRNA 7k
Tk o B HDAC #i58) (HDAC inhibitor,
HDACI) fets B A & /D B R Bk, &
fiff 28 JRL 9 E I DA A3 W Y R VR TR AT
ik 4 HDACs #8100 % 8 & k7 =/ W F «B
(nuclear factor kappa B, NF-kB) 2 &% 1k H F A
T, SR B AR B E B R e
T RN R A OB S T R R R A Kk
Jr A W R OGPk
2.1 FBEEmT ARG LR

Sl b B R o TR A SRR e AR Y S — By
2, N bR S G RER g, v L
i e 2y A O AN (A | E i 0 A 4
i /NS X TG E IEH B W IRE T2
AR . 218 E R, iR -
B i AR AN A B Wy B BEAE T, T L o Rk
Z Fh i #5224 (pattern recognition receptors,
PRRs) R B 2R ) A O 73 5 8 50 (microbiota-
associated molecular patterns, MAMPs), Jfiflid 43
W Z B4 M P R AR e B e gE i R 8
(interleukin-8, IL-8) FI¥t & K 5 MAMPs & b ,
FEAe 3 S PN AR 3 5 T & 5 3 830 A W) B AR
L B2 545 300 58 Kk G siE B g R AR A5 fo 7z
i AR o N AN W0 7 B A - 2 i w1 e |
HH OB R BT BA R L
2.1.1 W RHATs M EHTE MR A6 A AL 0y
gEfy . TOEEAIAEM:, HATs MoK, WA Y
FEA 3N HATs K% : p300/CBP. MYST A
GNAT K 4. HHT, 767 F R4 h HATs /9
AH I 5% 3 B A 7E p300/CBP, 7 i nh Bk 5. g B
VR A T 45 0 D DL AR 7 A ) A0 R T 22 0
LPS) A i i TG 40 i i 5k
i Toll # 3Z {&k (Toll-like receptors, TLR) 1/2.
TLR4 L 3 N B H R 45 & 2 R AL 45 /) B 1
(nucleotide-binding oligomerization domain 1, NOD1 )

45 PRRs, 55 O 40 i 7 p300/CBP 3 14 1

(lipopolysaccharide,

S, A SR AR Bk . A R T p300/CBP 14
FEINF-kB 5 5%, RFEFRREERRE ™,

A W W A 9T % (photo-biomodulation
therapy, PBMT) TEAE #E 455 I b pefb i # v 3
U X Rz 40 p300/CBP K NF-kB 3 ik i 5%
M. WFSE Y R 7E/NBUE TR A 1 s
T, R E AR E (F3K),
PBMT 4 /)N B H3K9 Z ik Ak F1 NF-kB 2 3k 7K -4 Xf
WA T, A TR Al M B ik 5 A6 45 1 7 b
1k dr & 0 iR Br B (55 10 K), H3K9 Z BEfk #1
NF-kB 2R3k K P B0 BEZH AR, 00 38 0% ok 4 At o
Kopfh, RGO @E . 5K Box: PBMT Af
PLgl e M i B4l it b p300/CBP 3£ ik 3 £ |
H3K9 Z Wtk b, M bl pS6 ik, #E 5 7
oK e M X B B AR BE DL BE -3- W g
(phosphoinositide-3-kinase, PI3SK) /Wi L 3% & 1A
% ZF ¥ ZE 1 (mammalian target of rapamycin,
mTOR) fF5@%, R B E.

4, i H fF Y @ s BET #0il
# I-BET151 F1 JQ1 A FH W BRD X £ 19 A i 20 % 11
WU, BELUT L D f 0 A L e 4 A R 2 R
JICET 2k 40 v 5 R A0 M R R R AL R 2R, Bk
/N A 9% 00 2 9 0 R F R A
2.1.2 W X HDACs BAHCHESE iR [ H 20
T 8 T (6] 0 400 B 2 0T 9 S R AR SR A e W 7 AR
AR5 R AE T, S b e 4 B AN Ta] 1Y 5 KA f i
JORE o WFFE 0 o s B g O R P bk BRL R TR 1) 2F R
A, HDACL, 251 DNA H 3% 5 5% Bt 1
A R S R S AR L W BT AR BB AR 2
(humang-defensin-2, HBD-2) il CC &4kl f4&
20 (CC chemokine ligand 20, CCL20) %t [ iy 3%
ik . RH HDACIRYT 5, hBD2 #il CCL20 3 K £
KR R, RGN E A AR A BT
P& v A b R A0 R ) TR TG M R S R P R g N B
fig J1 .

R BFIT SRR . HDACH 76 38 38 i) 1 fz 40 g
F6 R G 2 28 5 T N AT S s RS e
W™K TR JE G AR 5 A5 S ML R, 42 it
THEIRIT AR R ZG B0 5, W PRRs M BET &
FA5E . HATIm RN, 88 w4 i PRRs 2 T4
£ {1 B TR JUT S0 i R PR 2R G R e LA B e
ey T MR MR BET 2 1 BE 0% o 2 KU 6
WA ZRPEREAL . N REER R SRR AE A AR AE T
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PGk B Y Rl , HDACi, PRRs #11 4il 571 0
BET & [ 410 il 770 2445 220 FH F 5 J8 R I R R 7
2.2 REMIBTHEE S LB

Q45 A R R S X TR A AR B XREHE
F JRVBUR T S I R BB R, R G 9 A I R A
A, AT IR T OR M R IR g N S e
SR R A R o KA JH A, s A i v 4 AR
H 2B ALK & A A A I HLRE WS S RAE U2, A
P58 % 25 W 8 1) S i 9 ok L FH T O R I R VR T
AT S R
2.2.1 AREEMM T HATs (M CBFSE  H W40 g
P WA G A0 Ff, 2 1 = By A 2R 4t 1Y) o 28 A R
gy, BN BUTE R B AL & BT 20 R R Y
HEVEH, 4EHEmE BB Z R, — B 540
AT B, EMEAEMR R BRI B, T £
A0 EH T, R b 2 B Y T B RN, A ]
2 545 0 TR R R T B e A i LA
1o B AT, TR R R IR B R AT R Ak o ML R
TR M2 BT R FR, B W40 M1/ M2 3 25 F i
558 J8 9 0 Kk A R SR DD DG

AR B N N e RS SN i oA
M1 E A EEAS | H M1/M2 H 05 5 J8 496 7™ & 1 ¥
HIFEMHXEXER ™, TAKEUCHZ ™ kM. HEA
Zo AR AT LA 2 TLR X F w40 fa g il i, I+ =5
NF-kB 45 Z Ffie 2 B A iy %Kik . BET & H K&
i) BRD4 7] i1 5] NF-xB % 5 i 8 7 X 2 Bt 1k 6 &
iR, ZE4EIE SR F b (positive transcription
elongation factor b, P-TEFb), fi#f NF-kB % [X #%
Sk, fd L M1 RS 20 M A% Ak T ) BRDA /Y
NG F MR I-BET A 55 4 M 454 BRD4, T H
Xof T AR ST 1 TR0 5 2 0 o B DR S L
UL AT WL, BET & (A 90 il 77 B 6% 76 5 J5 R 55 4 0 1
PR IR IT T R FE R AR, 487 4 46 JE 1R g
BT X ALK 1 £ ARG M T LRI R 98 0 BN .
2.2.2 RPN H HDACs AR SEBFSE BFgE
R R SRR AR a0 T R A5 R i M R T O
/b v P R 0 X A0 TR Y A HL B AT 5 HDACE 25
BIVE RS, BRGE i HDACs iR 3k, A% H
VR AN IR G Ol o L 7 N 7 S B
(tumor necrosis factor-a, TNF-a) . IL-18 Al 1L-10,
S ) R R A R T S N RE . A,
A2 B BE R LPS A BB 6% & 4 HDACI 1Y Y g .
LPS AJ LLfd B 40 j b TL-10 2 4 3 8 X B A Bl %

HE I H3FM HA S WAk g m, {2k IL-10 mRNA 3%
K, TL-10 43 0 18 i AE 6% 70 ) 02 98 40 i B 7 % 4%
PLRAEH, IR RAERIERHOREE

SGIRUN G R S W A 21T SR e =N i N
M1 % i) M2 8 26 745 L R A 38 4 i v 4 0 AF G 5 [
1 2236 S 45 2 R RO SR A o X, AT
i 235 B — R AR AL 0 S RS WEBEAE A 1k
JEAARAGRE, XA BRI B0
2.3 PDLSCs ¥ #4% & LB

OF R R SR AR B R G v A R e A e R Y
W, REEEA AL AR, TR
Qb B W ORI B Sh AT . Y R R E Rk
FETE, KERIEN TR, HREKME, AR
R, EEF GBS . B, Bk
WSO A 32 2 4 B A — B R A RS I

PDLSCs j& — 284776 T 2 [ 1) v i1 ) 78 5t T
A, HAAREHAZ o ekee, oLk
B AN . RS 7 4 AR R A A, 1R R
20 ZUF A A A0 ok PR Y. I 4F R PDLSCs B & WM
B R OO B R A EE T R 4R
F1 B A M % PDLSCs B /- L i BE RO 2, LI
Wil PDLSCs B 45 o i FH T 4 i B BAE B .
2.3.1 PDLSCs ™ HATs M X5 K4&EFH
%W, PDLSCs " HAT2A, HAT3B, HATG6A
FIHAT6B ik K FFEAK ' F 4 p300/CBP 41 ¢
K [F R, HAT2A K35 I3 30 il Wnt i i
il P ¥ Dickkopf A1 & # H 1 (dickkopf-related
protein 1, DKKI1) Kik, #iG 4 8 Wntil i, 7
3 PDLSCs i & 40 fb B8 J1 B AL . ifF — 25 ffF 5t
R HAT2A P8 DKK-1 ik, @it s &
DKK-1 £ {5 3 7 X, fff 2 H3K9 F1 H3K 14 £ Bt
eS8, Ak, BRI VCARBEAS [ HAT2A B3R
kL, MCEKRBRA R RAEWR . B RN
HAT2A 7] DL# DKK-1 3 )5 8 7 X 41 & (1 & Bk
fb, 98 DKK-1 3k (1 25 %) A ) HAT2A 1) 25
Wy AT L3I A R T R 1 e st L i, Bk b
I DKK-1 %35 B 25 ) A0 m HAT2A 259 A 2
BCAIRST IF TR R R RS, DL S B R R B AR Y
Hi.

HAT6AJE T MYST M, AU R 5% SAE ¢
F 2 (nuclear factor-erythroid 2-related factor,
Nrf2) /41 & Ak J2 W 5 #F  (antioxidant response
element, ARE) {55 38 ¥ I #0 i 2 4 A %8 I3 1
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8] 75 5 T 40 e (bone marrow-derived mesenchymal
stem cells, BMSCs) " % ¥ & 89 1 5, {2 ¥
BMSCs By #4585 431k .

HAT6B 7€ P Jit 9 5z 38 7 i &2 45 2 4R
RAIERA T, PDLSCs Ht HAT6B 2 ik /K F FE AL,
S1#E PERK ik K L, S006 N 5T R 38, 18 g
K EEARB, KA FHPDLSCs i # o L A
B i R R n] I HAT6B ik KF, ff
H3K9 M H3K14 19 OB AL F2 FE 38 I, DA e 38 ik
U
2.3.2 PDLSCs*HDACsHIAEMFE £ PDLSCs
R A3 AR 4T, HUYNH %8 9 78 (R 2 S50 v 2 31
RAE M I T A PDLSCs ik [ 28 (HDACT,
2 f13) I 2% (HDAC4 F1 6) HDACs, i f£
PDLSCs i # s fbat 2, HDAC3 Rk & i b,
HAE A H3 S WAL AT m o R HDAC b 40 &
2 A (trichostatin A, TSA) &b 3 A F&{K HDACS3
R F KK, PDLSCs AMUE 1L AE f7 158, i
HAiT AR 0 20 M A 2w S R BB W B/ RNA
(microRNAs, miRNAs) M FHENTEH, #5
TH AR . RN Y BOR 7R S B
BUBE RS, A N SR O N R /SR L B R R
T TSA 4b ¥ 5 A PDLSCs (19 8 8558t T 1Y
N RGBT RS2 28 LA PDLSCs, %45 38 TSA
7 FH F 28 S B A ) I PR PR M A R T T
14 S5 6 A A

I Ak, F 5 & T R B HDACs 16 52
PDLSCs i H 4 b i 1 i o 5 miRNAs 77 76— & 1)
FXE . HDACO 5 miR-17 JE B Y f7 2 1 410 1 35 A
R PDLSCs 76 4 AR S0 9 58 40 4 0 miR-17
REWE 4 HDACY, %% PDLSCs il 5 7F R AE &%
P, HDACO W #8454 2 miR-17 (9 J5 ) 7 X LA
Iz AR L, M f PDLSCs sUE 4016, i
HDACO i #l 57 T B2 &M (sodium butyrate, NaB)
ARSI B AR YL BR miR-17 LAh, miR-
383-5p FEME K FEXT HDACO B3 HIME T ', miR-22
Al L i i HDAC6 3235 K 42 i PDLSCs 9 BB
ok T

M2, PDLSCsYE R 5 28 Ji & 240 20 1A A G 1)
HE T ML, B8 A S8 o0 LB o Ak
REF s 1oy st LIRBER R FRREH
1) PDLSCs Hi 40 HATs 3 K 35 K FFEAL, &4
HDACs & 35 KF by, 11 38 2k 5% me 9 J5

BL. 22 B Wit il % 50 miRNAs 55 #L il 5] &
PDLSCs B # 43 #b Bk [, 1 K 91 & & A w L
(unfolded protein response, UPR) H#Iil5]. DKK-1
%S5, HDACI (1 TSAFINaB%) LL& miR-17 .,
miR-22 Fl miR-383-5p % miRNAs () # 7] i 5 7 18
A AR SR O A B OE R AE R . R
¥ R B 1] R 9T RN 22 A 1] YR T B 1A N F SR AL T B
WAk . HDACIHE N —FHi 259 E 9 iz b 5%
TE 75 5 40 i JE 300 BEL 5 R 98 400 i A6 Ty T A 4 4 2
DRTE M H S, bR R I R B TE A Y 3R
Wi . J73% HDACT HAT 2 FlOR) i BR 1k 25 1E, 45
I /N BRURE H E RL AN R A RE L 9 97 RN IR TS
G5, PG T HDACIHTE VR T AN JA 48 O T 18 F 52
U5 B2 PR 2 ) R A R ROV

3 6 &

KR R —Fp LA TR BE AR A G s R, LA
Vi SRR SN0 IR R AE A 18 PR S IE MR, AT R B
FrEE . s E R, 2RAENES
TR R SO AR R AR A R
TRV U 185 i B AN R A 1% > 150 45 £ DA 3R 349 25 %o 240 i
B 2 WL35E 125 7 A — 52 e, DA T3 i 2 Sl 48 5 I
PE, R R R K

2H 25 1 £ A& W A A R e 2 0 8t 1% 1Y O =X
Z—, TEFXRMREERBEDREELENIEN. A
S ALK X T 2 e 2 20 1 B b R A
B FE 4 i A PDLSCs B D) g ¥ A7 252 . 38 2o
PRZAH OC 20 Mo rp S R 3h A R Gk, g 48 Ml i B
fEmEBESFHRZMMB LR, RRBLLY
HDACIFI BET £ 15 0 il 37 25 76 94 75 5 0 i 41285 A
CWEAAE A, A E 28 R R 2H 2R AR D T R
TR R R T, A RO A R IR T
15 BT T B o

SRMT,  H HT A AR 1 WA B 1 AR A TR R s R
BLE A58 I AR RA, REFRE EFAET G Z
Ib o i RBOZ I R IR K AT B 5 HATs T HDACs J
NRBAENEZL, “HAEARNE RELZEN
I LA K 2 8 1 S 08 1 5 HC Al 2 UG 1y =X TR) A7 7
AHESZ R S5 G AR B 5E A] i — 2D R B
CTRACRRERR AL, DA AT A e, SR
22 BB R SR W st 1L 25 W) VR HTRE R, R Mgt L
245y (4 I R 3 5 e 4 B 1 2 R B KOk
I 2 JE) 20 S A B 5 4 4L T fn T 5 A A AR A
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