e e S

464 531 20190E9 H www.gjkqyxzz.cn *593¢

AR R AR PGB, Z RSN ERTNTE A

RENN TR E S KRR

£7F 8
ﬁ%%ﬂk%%@%ﬁﬂ%%%?ﬂﬂ A%ﬁé?ﬂh@m% bERL T TEALRE,

220 A2 Il PR 52 FB

AE]  FJERFEE R R R A 8 SRRSO , AN Ra B 518 32 e SV 2 (8] AL i
PR R L R WA N R AL AE MY —F, 7E 2] 728 R E IR, WO IR,
(B BN G A il DT Epvive e ok b/ R e L B S im SN B A P B U A2 L S e RN == e N 1)) U =97 1
FHyFRIL, BEMPEEENRE £ R o X AR B BIFTE A AURT LA AT 5 8 5 A
W, WX RA B RIEAE S, BT ANHRRIBIT A R HRE, s o R 05 Fi
H, RAKFELEIPTRALE . A SN EAB I M BEXT R RARSC R A E— 45k
(R WAk, A% diEE T

[FESDZES] R7814 [XEPRER] A [doi] 10.7518/gjkq.2019056

TR (CHE RS )
P (0SID)
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[Abstract] Periodontitis is a chronic inflammation of the supporting periodontal tissues caused by local factors. The
counterbalance between bacterial infection and host immune response influences the occurrence and development of
this disease. As a kind of epigenetic modification, methylation plays a critical role in this process and has become a
research hotspot in recent years. Methylation can activate or inhibit certain genes by altering the structure of chromatin,
thereby affecting the expression of inflammatory factors, signaling molecules, and extracellular matrix molecules during
inflammation. Thus, methylation can regulate host immunity. Studying methylation patterns can contribute to the public
understanding of periodontitis and have profound clinical significance. New ways to treat periodontitis and improve
its prognosis need to be explored. This article reviews the research progress of periodontitis from the perspective of
methylation modification.
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Fig 1 DNA methylation mechanism
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1.1 IL

IL-6/& —Fh Z DI BE A 20 I, 76 B YLy
R Z, B 2R SEEE . R EHE
LY . M VR FITAR Y80 R T - 69k JiF = T {k 5 X B
o, TL-60ad B A Al B E S 7E 2 8] 98 vt s
PERIRY, TL-638 3K MM AR 22 5 ] /s 8 7 X g
LIRESRBOG A SR 28 Rt IL/FDNAH
FALAJETHTIL-6 mRNAFRIA A —FfOCHEALHIC,
Ishida P& B, P27 J] R FB 3 A1 B I TL-6 3 P
Ja BT XA AR 24 B—Cp G A1 (41 R 3 Ak 1
EHAMNEMIL-67KF- T @ A5G . o T dE— 25074k
IL-67E A JRAHLP 1EA], KobayashiZEROF5Y T
IL-63L K 3 3 7 X 31 194CpG 7531, & EiiE 4
Jl 9 KB A v ) R Y Ak SRR A A R 2 2 v Bl 2B AR
FAHMNE ML, HS5HWEWERAME, MIEfREFEA
() 21 R 2L LR A0 i S AR L S R R, B
PR T J5 4 4H1L-6 mRNATE F Hi2H 21 b A X T4
JE ) H A S s AR . AR, e
JE 5 B R P TL- 6 58 R S 3 R 18 il g
HIL-6)a 8 TR Ak

IL-8& CL AR A 2tk -, il S
1k, BRZR ) R (R 17 1B RS, B RESESEM
WOE SRR, MR R A A Y 1L
FER, 59 M RSBRE YIRS, IL-81] 3Z 5|
T B IR s 7 LT, SRR, 18
PR 2F il 98 B8 TL-8 HE IR i3 31+ IX S 1K Y 6 Ak 0t
FAMRNAK-= TR A . Andia%E2 X AF5E &
B, fdE RN T R A0 B A TL -8 3 R ) ) 7 XI5,
IR BRI MAI A8 62%, TTE)
VAR ZBIE I R S 20 iz iR 3 N %2.86.5%

IL-10/2&—FhHT R AN, nf DABR il 20E i
N, FE SRR AL AT RE SN B IR S0,
WFSEERM, FEMBME I JH 5 (B E RAE AL SN i fy
PRI 5 SR B TL- 1038 R SR A7, Horp
TE-110CpGIX I & A= #43 F HeAk, 7E-185CpGIX Ik
KA AR Ak, AT 0L, TL-103E K H 54k
JEARAE A TR A A 3 3 AR AIE . Szalmas FFROHE—
HAFFTUESE, TL-10855 A ek =2 H B F- 11001
-185CpG X Ik 555 sk P FIHIAH EAE T . T34
SeAb iy &, R AT R 1 A0 R R T S &
BB B N 24 5 I BN TR 40 i 2  , HLOR ) R AE 40
MAFAEF AR R AL B BT

FEF JR 9 RAE W e Az Ik St i, i 92 f
PR HFAE 2y, LFYoEEF RN E RS
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1.2 IFN-y
TEN-y 2 — 7 32 5 b TA0 ™ £E A4 58 20 i [

F, HA RS O e i R N R R A B,

VianaZEB2pPAl T TFN-yJE K - 186 Fl1-54CpG X /Y

HEARRESE, 25 R, 18 M J8 58 RN il R 2 4

o AL VR E e, B A A 2

FER A B A, AEASCHE 2 i) 58 A rhops DU 281) oA HH 35

IIREAS . Zhang P2 528015 AR 2518, B

SRIFN-y 2R E A JE 20 2 R AR A 6, (E08 1 2F

JAR BE T RefAAE L 5 . fEIRA S A T,

FJE REEA B IFN-y 5 8 F X I 25861~ Cp Gz

SR R AR AKOT 0 3 A T A R At R R A R A R

A, A SR KT I Bk s TR A R L, X R

IFN-yJ& 80 XN A I FH EARES S 18k 2 Ji &

SEETFN-y G S IAT ¢, 28 R RS AR

Z—, HAEF it et B o iR 4lrh, IFN-y

FIRH =P,

1.3 #HFHAEKRCCAE AILEF-25 (specific ligand
CC chemokine-25, CCL25) 5IL-17C
CCL25Z 5 14difuist, 74 RALIhFRIK

o, AT A0 R SR AR B SRE AL 1 e B,

IL-17CJ& FIL-17K %, 764 Ji % B35 1 A iR 21

FIAR VA 0 e 35 B B JRD739 ) SRR IR 12

553 i 32 X0 20 P B B g Y LR AR R0, SRR

AR TR (aggressive periodontitis, AgP )

B &AL, SchulzZ5H Al T 2245 2F il A o6

1) 9 JiE A 18 IR (R Cp G H AL /K-, 25 R o,

FEXTAGP B EAT ARG LA 5 AT WL, CCL25HI

IL-17CHYCpG H B4k 55 it B 2 il 2 2 AH L 1 25 1

ik, M5 SEE R R, F8CCL25RIL-

17CH %, DIECF MR, X — RN R %

(A R AR AL 50T LA

1.4 TNF-a
TNF-aff N —Fh RYEQML T, w5540

T R A g N, HRINE ARG S | §%

SEJa FTRREKOT AT PR e, oF Ji 58 JR A I
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B AR SURMER VS W 1 TNF -k F 5 #5151
R ) 2 R R O R0 R B D)0 Zhang 5547 A
T A RATR B BEA T WRIE A 41 U R TNF-o)is 3
FIDNAH AL, K B S48k 2 8 4
5B ML, TNF-ojis sl TP 9-163 bpAil-161 bp
PACpGlr s HEAE T, JF H AR Z P TNF-o
BEFEIKOFRRAR, 1% R IHDNA F LAk 45 4 5 42
BT TNF-of st 338 1) — A 2RI ALE] . 25 R
RS A AL 2R IR (R A AN i 28 A8 AT BB X 245
PR, Kojima sk — A5 %o T8 M 21 &
R H M0 TNF-a)i 8l - Bt-343~+57 bpl)
124-CpGPi s, XEBAE-T2 bphb H FAL R AR
B S TR AL, X R B T R I SR AR AR
Ao fHIE, UNIX—% i A n] 5 H TNF-o K
S Bl 0 R SEAR S AR 18 e A ) 4 5 SRR 14
A
1.5 #r#| % (prostaglandin, PG ) E2

PGE2J&—FIEZ IR, fE2M A S
fi (cyclooxygenase, COX) -1, 2L F &R, H
FICOX-2 AT FI IR 2 ik ALY & iU ( prosta-
glandin endoperoxide synthase, PTGS ) 2ZE[H A1,
HIt, PGE2MIA M5 COX-211E T %Kik BH4;
A, MIPTGS2IE R NI COX-2%54 st 5 K 1 5%
HEs0 . PGE2FFIE AR FRAIF FIRFRL, AT
Jid 9 i st AT (i (i R IR B 152

X R R EE T, BIEEPGE2/K TR S
P2 LA RFEAEAH OG0l LT 28 ) B &
a3, A R, PGE2HICOX-2 A 7K F-
TEE SR 2 T A8 vh Fh e, TITAE P2 2 JR] 4% rh ke
%o EEXTILINS, ZhangZECIEGE s, 12PEA
56 B IR M ZH U PTG S 28 3 7 54k /K
SHRIEFEAM LI N T 565, HAE-458 bphbiyH
FALK T HPTGS2 I AT A, X518
PEZ R R COX-2 Fah I A — B, X Fp B4 —
7 T AT DL RS 1 D5 S sh M R AR, S5 — T
FWE T S RE E S R R AR S A 1 S, RPE
PRIRZST B IRAL G A W AR S F5 48, My T
B 1 A 2L 2 TE BRI R ) N AE R4 L], Zhong
SRR R L A T A B R R A PGE2 /K LA
X—BG, ] LU X — LSOk i R . i A
FALRE MO AT ), Asa’adFB50EAh T
TGRS X8 M T 5 DN AW B4 1y 5%
KIAEDEAT S G T G2 A, HPTGS2H %
AT B BEAR . RTUL, 2P SRR YT o] E S R
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BEPTGS2 R M I N I DNA H SRS .
1.6 Htb

BRIGZ A, A — S A1 P 1 Y Akl
R RAIE : Hahih o o] BB i A O 2 PR —— e Ji
HH-al R, SBEE ER A B B ALK P4
L FERVUBRILG:, X FTRERZ I T 2 SN 0 &) i
PR, R 4 R T E-E5 3 8 R I CpG &Y
i AL S 8T SR DR, B R R A TR
2 ) 288 B 1 2 1 SRR B R RTS8 TR R
JiE A HN IR F-SOCS1 ( suppressor of cytokine sig-
naling 1) &4 & CpG# & (1)4% )£ [H T LINE-1,
TE) MR ZE M R R B R I R b
T DNAMRH AR, B RAEFE 613 H
Jo . R AR S AT A 2 R H el SR AR
PhREAL AR AT Y G 2288 (lipopolysaccharide, LPS) A
LIS A\ JR R 20 i FP DN A FE 525 2% T 1) 334 o i
{fiRuntAH 354 % A ¥ (runt-related transcription
factor, RUNX) 2/ H 34k, KB TIH, kA
ZF Je RS 1) 0 B 1] 1 AR P A3 Ak, DT 52 el 1
Aol

R SR I E A AR BRI, A e 4
Jt AT 3 ik AR BRI AZ K (pattern recognition
receptor, PRR ) TRBIGIAE P s AR AH OC 73 A
7 (‘pathogen-associated molecular pattern, PAMP ) ,
MR B S B 2, X AL B 928 22 e A G J5i Ak
N AR FERRAS R 2R EH] . HEITXPRR
FIRIFSE T2 B4 v FTollkEAZ 44 ( Toll-like receptor,
TLR) , TLRA&ZME T Z 3R B 5K
AT LA AN [R) G A 9077 0 7 A B 02631, 2 i M ok
BB R R T A T A, R
TAFAE R PAMP,  H 45 5 H A A R 2544 A
[FIAYLPS, 8 H Al Bl o R b e A TLR-2FITLR-
4N, PR RIR G, BRI A R
MR T, 55 O R R R IORT R o 4 e A 1
( matrix metalloproteinase, MMP ) [1]7=/: 426467
FEFTS KOG 5 i , DNAH S 25 SC s
AR, JFosit— 2050 5 30 B A BR300
De Oliveira 8 it 347 (g B % 518 1t &
RBH A RALUP TLR2MTLRAIE 7 2 73843
IR DNAH EAIRAS , FFR LM —FH A W% 2%
S, XATREH TR CpGhi i A BR , A REE
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HEMRMURI AT, TLREERNFHDNAH 3LCpG
1AL F A 3 X A% A 7 (nuclear factor,
NF ) -«B&5 &7 s 1 JE B, NF-xBig & A JE4i i
s RTLREEG SR EE RN R U, DNAH FEAL ek
AT LY NF-«B5 A 2 FI945 6, M2 TLR
FORMIBE AT (F2) .
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Fig 2 The effects of DNA methylation on TLRs-mediated intracellular signaling pathways
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Smad6 Ak, FJS, Smad6ZEfEIFE#EMyDSS[%
fift, MIHMHINF-«B#EE . 7246 LR, Smad6
RAEW AR, JF Bl E Bk 2R T R S il

1-Smad6 %v%EFBE%JTLR MyD88 -NF-kBif %,

F g i S0 LA dERR 4l 2R . 24 Smad6 H 34k
ZEALAT, DUUhR] TS gk 2 R 48 v ) SRE R BT
W3R, Smad6H FALETGF-BAITLR-NF-kBf5 52
B8] X Fh 32 BAE FBL, o o e R b 5
PEN BRI TR L

3 {HBESMER
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PR AT B8 25 52 21 8 R DR | IR 45 PR 2R 1
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Takai5EU* FLPSHE A 40 i 5 2= R F i
LRUEANML S| R RAE Y, TR 3 FIX B CpG iy &
BT 254 SECMAR DG 1 B AR 2, HOH
A O RIAIKT B TR IR, A4S AT i1
HOFNAS S A g5 R-1, VAR & H-al |
a2, XIEEEEH-ol, XVERFEEH-al, 23
#HE-a5, Bl, MMP -25, H[15-O-H @R
FEMG- VR AL AR (-3 SRR A T R B Ak
SCUG R AR Y R, KA B LP S HI ¥ & 51
ECMAHCEE N iy s AL, RS oK, |
XL LR S ) 2 J] 9% & 8 1) HARHIL AR i AN T 2

MMP 2 241 4/ J5 o e e T2 A R AR T,
Hrpr, MMP-97E B A K R E v i o B A
H, MMP-9f#) i BE R IR W] e 5 5 JH 48 (1) ™ EE R
A7 R0, 4 JE A R AU R (tissue inhibitor
of metalloproteinase, TIMP ) -1;Z—Ff NIETEMMP
IR, AT S REZBMMPES & . AT R,
MMP-9 CpG &y A K- 518 11 2 Ji] 4 1) ™ d A
JERIEARDE, HMMP-9FITIMP-1JE K I DNA F 2t
AR S 30 Yl P ) 2 55 EE M
Eb, 2otk B MMP-9 HE 34k KSR (H TIMP-1
H 3K 5, IF HLTIMP- 119 B 381k KB
AR BT RAR. X— BB i R T
B UL AR, MMPE R 585 B AR A Sy — b i)
SV AE AR R W AT BB AR IR RN R, W DA
DU T4 118 RS, RN PP e a2k e

W AR N Ay A 18 M 2 S 4 1) — A~ A A
RUSS Ry T B R AE A TR 56 S AR
Cho FBAF 5 A B, W MK AT GE 38 1+ 52 i DN A H 2
AR A DGR BRI, I ik 2 1 -2 1 B A
HAEH TIRECMAZU G A ik, SRIG T
FIARB) Gy M . AR N GRSy . hnis
FJRHLMEIR . EIRWARS E AX FIDNA F 54k
ABEEHES I R A%, A i ECM 441
SERL, DN )22 b s i 0 1) 2 A R

4 WEASNEF

F G A AN AN T RB UL,
323 S A b B RS 37 AR IR, BR
ez oh, Al 2 2k [ T AR A R . e
TL-8 1] 52 1) 241 BR7 240 i A AS [] 7 2 FR B A T 2 2501
AN KR 7 TR B 3 180

P AT P B 4 5E A7 fEDN AR IEENS
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IR R il , & RE 2 Tl P T 2 AT 1 i 2
W, FenlE S AR SCRY LR R IL . 7EDNAJR
WER P B RO B SE R, DNA T IEAL I RERY
KRR T A AT i AR 2K 10 A, i
SN TIL-8HY At R, BR 7 A, FET
1 Jf 9 T A F g PR AR BIL At o 2 Jo) 9 30 1) 4 2
I A DG T AL AR ).,

5 SREALBXNITERETRE

A AT 2 A 6 o IR %, ]k
BERR IR NG A JE 58, B o R R kA=
AR DR A A, RIS A TR A, XvT
RE A T A T 0 2 J) 9 1 — g I s o 5-A
Ze-2 - AA M (5-aza-2’-deoxycytidine, 5-aza )
JE—ARYT R REN A R W LR AR 2, R
FEACFE AL BN HRR, T REDNAZ HEEALR,
A B A R 25T DNA FF R4 X 40 i . 1 ZURITAH
PR FENR A AN E R T H

T JR 9 W A e S A R R 2 A A X SR AR
KA AR Bl v, [HDNA F AL S 80 JE A
TR AT B8 2 e I L XoF Jeg 3 A= K BT 1 e oz e
Sufaru¥E 7@ AR SMIF SR R B, S-azagsT A iR
AT HEAMIIL-11 58 R Cp G A i 25 I 4k, M
T X TGE-BIAYHUENE, (HIL- 1136838 . A
HEARMF T, S-aza®l FH TUR RSN AR
MYRCAE , SOM I 4516 B ET S BETEAR SR 1) 75 5t
MU RS

P 2 J 48 15 | 1) Al WA SRR 10 S i DR s A
T LT I — Dk, AR A
RIGFEIALRAS . LA BFE R l], DNAZ
F AR AT R T 2 DR R T FAL 20 T AR Sk, ek
HAX AL EAE, T —MEEIT T 5
Cho %5 HIDNA HI B AL 1 551 5-aza b B AR 1
4E4Nffd (human gingival fibroblast, HGF ) , 7§
SR AN R PR ICH RUNX2 R AR B (alka-
line phosphatase, ALP) FEHACpG 2 H 34k,
bt 5 FBIE A R A B 2 A0 PRI SE 4 fif, o Bl e
SPERE SR FRUNX2 FIALPRY AN, FFA ol
iR AT 2 A M5 T A B A, T R
THGFM R EW 1. BN, FReeppklr & masi
HA R H A . B0 AR A 40 H
AR SRIE TG AT, AR TE RO ORL Y 4
) G 0[5 JC I SRTR PR TR KK -0 — %Ak
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BRI L5 AR ] LAZ 8 R 105 48 e ) 21 2 1 P R
AR, DA 5 Sk L 20 B il i oAk DL B
BT AR A A A B A TR R T — SR R IR
o

AR B 5 Je (B g g 2 T g vh &
PR AR RT,  d5cdf 0 40 % SR8 1% 2 i
FEOTONRM] g A AL A Bl A U il £ 20 i
SRR AT RS R KR I TS S
HEHZKIE (insulin-like growth factor binding protein
family, IGFBP ) 1~611%6/1™ b1 A4 ik & Z AR K
Rl AT SR 45y, HAeE K . KB E
G P EE O AR I LEEKDM6B
AR B R AR A KA T A S (insulin-like
growth factor binding protein family, IGFBP ) 5J
A EHK27TH AL, ik T HIGFBPS
AT, IR I E A 08 5 0 A R S AE FL AL Al
PR FE T2 A S0 TR 2SR . IGFBPSIY
X I REA R AR R TIRA T ) sE 5+
03 5E 1) oA BT R BE T pOAL L i H A AT
PARI T ohss oF R 21 4V A B AR SR A )

6 ZERIE

i b, WA A R 0 —Fh, 2
FIE A R R — R B,
P 78 e (8 TP 45 A 0 56 1P e R T A ) G I
W, e RIEARN T BT F5n
T HMANE U T AR R IR, 2 RO A
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