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Abstract

As a common chronic infectious disease of the oral cavity, periodontitis has a complex interrelation-
ship with chronic hepatitis B. This paper elaborates in detail on the basic characteristics, influenc-
ing factors and systemic impacts of periodontitis, and conducts an in-depth exploration of the inter-
actions between periodontitis and chronic hepatitis B in terms of virus transmission, inflammatory
response, immune system function, etc. It also analyzes the roles that periodontitis and the imbal-
ance of the microbial community play in the progression of chronic hepatitis B to liver cirrhosis and
hepatocellular carcinoma. Meanwhile, it expounds on the relationship between the imbalance of
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the oral microbial community and the oral-gut-liver axis, emphasizes the great significance of at-
taching importance to oral health in the prevention and treatment of chronic hepatitis B, and pre-
sents prospects for future research directions.

Keywords

Periodontitis, Chronic Hepatitis B, Systemic Diseases, Microbiome Dysbiosis, Oral-Gut-Liver Axis

Copyright © 2025 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/
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IF J& KA 2R 58 5339 5 11 s A0 FEF AU S0 P B 800, ALK T SO R W 3 2 (B fA AR T 42
JIEIBR R[] T ARENZ BRS¢ F T A AR P AR AR AL L R 3 Fe LA K il A R B
BRI RA EE L

2. FRAKEIR
2.1. EXE¥FE

T A 9 — Tt 2 o O TR DR P O A R S L 0 S RN PR R L R R AR R B I AR SO
FRASIU G R AL S W a5 o S ERJOAE P S BOFERZLM . L, 3R 2 T R e W L G 30
R BEEWTE R, AR R, FRHRSFNZRMERR, NMEEERE T E AR
RIPRIE . R RS2 28 A R SR A R B2 RIS IGIZ kA Sl , 7™ BN R PO NE D RE A 1 s i
AR B [2] -

22. BREREE AR

FEABRVEE P, 5 F R A R T B R R AL TR0 KT o 4 22 T TE 2 » LR 3R EAE 30%~50%
ZIAI[3]. AHER G I RO A ORI 2R, F W P I A0 B YIRS A5 A2 R D, ™ AR A, A
WA FHH . ANRE O PA I, AZERIA . AR 2%, {8l A mpEnmse, B g K
Bro 3B A% PRI 2R AR 28 JA 8 B R PR B — AR, RE LG 3% ik DR W] RE S M0 A X 400 B SRR e ) B Bk A K
RAE S HIRERE[4] o 4= B RSO UnBE RS <5 55 2 o AR LS, W s 6 OB A2 ) AN (T S 28 el 0
TRAEAESE SN EE, [R5 J 9% th a] R sz s ) AQ s Al [5] o

23 WEMEERE

FEA AR R D, SRR R A 2 AT S 2 IR PRAE I i P R b e i i . R
PG S5 5 B RN, XS BT BRI BURE, GBS A 2 AR SR, G o R R R A
FURERAE, WA A R AR A0 B SN 20 P (R 4R 6] T S 25 B H A B D B R B S HCE AR D, IR
WIEOLN, R e —MEh &S T, A wm A EHEEH2, ILRZER DM SRR
SE o (BT T 5B, KR ITRAT R, A E R SIS, SURRFSERE AR . seAt, JELm
G - BRI BV QR RO T (HBV) A5 15 28 i 5 iR AL AR R B8 UIRE 5%, i 33 IR e vl g
AR S JRy B ) S e 5E A I AL A T 5 52 B A o R AR 2R [ 7] o
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2.4, B4R

BEE LA TR AR, DR S 4 S RSO IR IE H 28 2 B AL, DS RUE I IEH 1
DUR X NG s, (HAER R E R MF N, W 2 R AR, H g A= PR 11 Ve 8]
P AR 0 2 ARG =y v] LI R BB ) s R 2 AR A e NIV, Bl IR0 3 i 4 B &%
ANERAL, MNTAI NS 4 B A ™ AL 0 o WFFER T, U GUEY R 50 A « B < B R R IR
KR A AR AL AT KGR 5% 5 R S 4 SR IO R e Z IALFAE B B AR [9]. B, ZF A R 51 R 14 B ROAE
S5 AT e AR A JOAE R 5~ RO N ML 20 » 52 M0 XL A5 P9 B4 R A e 28 70 48 o 6859 140 9 A2 [10] o
BE Ji8 [ s 4 R B AT B TR TE S E R BT, IR BRI TP S A DD RE[11]

3. FRAXSEMHIEFRHNXER
3.1. HBV EER PN EESEB KR

181k R R 7 HBV W] DAERER P AAAE, X — B GG 2T J 28 J T BE s (1 HBV AR5 UK -
OF A 28 B D ERRAIIAL T AOEIRAS, Hg B E RIROR, RGN, Dy HBV ZE A MR A
TRz M. £ TSR AI HBV K HT 5 A HBV DNA TEMERR - 15 8RB, 4 A 4% M3 M X
LEBR G B Z A B [12] 0 £E— 205 E AR A ep, OF i B R h HBV DNA B Al ik 2
90%, 171 i HE NI A G B AR [13] 0 SRR WIIF J R 88 18 H W Ak sig sh b, Wb A HL . 3Wp5s, wrhg
A TR HBV A fkanftt N, A ] e B 5 5 5 [k 4 HBV.

3.2. Bf™ES HBV HthEHER

TR A T EEROR R, A0 RIS . BRI S, 5 HBV ZIAAFLENEAE R, 20
T HBV I GL RN R I8 ARG o 2 0% 1 IR B B 7 A 1 5 i 2% 5 7 3R DA S HL AR A 1 1 75 7 TR T BB S AR
FUEs R R A2 BRI e, 75 11 s ISR o FE 0 S (s e 1 . 38 HBV 1R N AR AL T (8 1) 2%
4, HBV 1] DLEE 42 5 th 28 ik 52 45 (¥ 2 25 P b N IV BA, 3 1T 800K FFE A S5 0 2 iy b AT R Mk AU e, 1t
Ab, XS 1 FE M R 2 OE — R A SRS S, WK F-xB (NF-xB) {5 518, SEKRERF
AT 218 M 2-6 IRERFE N T-a S5 R BRI JRE R B BOR U= 1 2 JA 44111 4%
FES R AT BELE RS R — R R T HBV YRS Hil A SE, (it HBV 7EFFIE b & YLt 72,
JNE P 2 BT 98 B 08 AU [14]

3.3. SAEREFXI AT AE IR N

OF A R B AR AR SR AL B KR JORE I 3l i B3R BT AE S, 251K RIIARER. A
M ER-18 IRIRBEIA F-a S5 JORE Xl AT G ST IE A S eI, 0 SR A RS T AR S5 [15], AL
BETBCE 2 I RAEN BT, 3 — DRI P RE S o K S A 18 SO T S 2> S BUHF A S S 32 40, 4 e
HE LRGN, A0 BN A N A RR(ALT) . A R M (AST) SR IR I b, S B ZhRe fabr
[16]. [, JERE S Mo 2 fedt AT AE SR AN ML R Ak, AL A MU AT 4R B, & K &= I Al L S it
JRAP[L7], GRIRIE R 55 o IX LR i ARk B AE T A S BEDUAR, BT AT 42, S BUIT R LT 4E1L 18]
WEE I (8] O HERS , TR e ANWTRERE, IR RO PR A M ABIR, PR D BEIZH T B, A RN
JPREAE, ™ S ) S5 P i RRAT T3

3.4. MBEEARGINEERITNM
TR G RG D RE A R R, MEN M QR R B b, X R TIRE R SUR vl et —
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A IMEFNERA[19]. EFFIRE T, WIRRANE . B S e M pE A DB R AR 5 . BEIROR
MM AE SRR B R b BURRRS,  AReA Rt HBY SRR 4T T k400, SEWUAXT HBV H5HEiR
BIRES TR EMRANNR AR DI RENIR R BE /IR,  Toik R G ER MR A HBV M2, A AR e R Y
FREAPAE . EBMECRREH T, AR RERGMAT S HBV KMISFAPIRES, M RAEAERE—DHI
59 1 QRGN DIRE, SEAHUAXT HBV R M B R AT S e AN ol AR Bl a0 TRy S5, A
BEAT RO HBV MR, RIS T 4HH <5 S e i A0 Dl e rT RES5R[20], 4] 1 HLIA R S
FRAEST, FECHBV ERTIEAFFEER S, InE AT, FERCEYETERS, Mg LR R e .

4. 1@ ZEFF RS FEL R AMRE
4.1. 1814 ZBIRTSGHE R T REALEIHLE]

1 1E AT R B H KA T BIRES, TR A RSP AR ROE QR ARIR A, X 28 JE AR MR TR
FIZEA L, AR R-1. AR ZEK-6. HIREARIER T-a 55, BRI MLEE G . HBV $F4E
JRUETAINE, AR D AL 3 & BT A SE DI AL b, TP AR (0 1 S R RIA AN Dy e %, 3 BUT4H
MREARZEEL. AT ta, 2Rs—RIVBRENE], bR Ao B s s, R & A
PYEERE PSS, EIEWHLT, MEANERIN & S MR A T PADIRES, (HAEMS I LU R,
I T RAE SN A5 SEAFAE SR A A48 R T8 240 B B - I e A AR IR -8 (TGF-) IR FTAE A K
X7 (PDGF) S 3 AT R AL . FFALIRAR M s LIRS B AL TR ACIRES s KR T & CE 2 I 4i g 41
FLJTT,  [RII O 200 I SO ) B RS 1, AR M AP LA I N L DO o B I TR HERS 274
MEEHI L, TCRETHEN R, BRI AR IER 854, SBUTIELI4EtL[21]. ARFRELr 4ot — b ke,
JPRIE R /N - S5 e e ™ AR, TR BB, BTSSR, BIA RO FAEAL o ARG R8P A P L 0
R DI RE ™ A0, A 5 UK RN 0 15 TS o bk pth S AR HY 1. 55— 2R 900 7™ B AE
7 S U B B AR A R B [22] -

4.2. FFELERAFERENER

BE A 18 1 BT 9% S5 TR AL B2 (0 0 B, T 44 i A P P IR, Y 35 1 o A HBY B L TR
BRI 9$RE I T S EUATAT ML ) DNA 5455 Je I R 5848 . HBV 356 [RI 20 v (1) B S I DR B AT e 45 381 P 40 g
BRI OB X I, e 25 (R p53. Ras S5RE R i, FHux SRR IER ige, SEOLRAB RIS T
WO . pb3 FERE N H B IR RN, AR 2 4 i 2k X DNA $ 453 i B A& 2 Re 70, TEiEJa 3)
SHARIA TR RIS RS2 AN M, AT EE I ZE AR R AT e . Ras JE PRI S AR DI RIS LR A0S T HUAE
S, (EHFAARIG AL A . R, HBV BT 3 U P A T R, PR AR 2 S R
Yo, AR SRS X EE A R A BRI AT, RS I A PR I R A
RhifR. NG, SEFAMAET. . AR AT DLSTE AN 9 (10 2 P S Sl K, 22 2R
b8 1 B (MAPK) (S 538 1% 0 ASBEUEE 3-3 (PI3K)/AKL 15 53 I 25 , (2 3E 40 M B4 5« 300661 4 BRI T,
e HES B A0 IR R B FE 40 [23] . AL, HBV HISHREE N, WZFRTPUR(HBsAg). LA e HUE
(HBeAQ)5F, AT A B A BURIEH « X 8 81 11 r] L0404 (0 15515 45 5 Sam i, 5 e 240 e &) 34
P MR TS R, AN e 1) AR I A RS PE[24]

4.3. OEMBBEREDREHNRHEER

4.3.1. FEREDRENSME
181 BT % B W A B A Ry, Horp 2 IRIVE T W K AP B 2 B0 3. RIAT i
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Y11 B BE Fl 43 i 22 B (LPS) Rl R ik 21 v Hp, 3 Jok 5 U w7 4 28 200 e S R 40 R SR TRT A Toll B =2 4
(TLR)&S &, WG AE(S 5@ . TLR R LPS J&, iS40 P 1) NF-xB S5 55 K1, (M8 28R K 1
WA SE R - (TNF-0) . 4B 35-6 (IL-6) 55 R BRI, XL R E A BT 5] 35 2 1) S 40 iR
T, TR 28 e A R i e, 450 8 0 P 280 S R o (RN, AR PR 3 W U FH 4 i 2 T R 2R P
Gy TR AR G 2 20 0 55 P 4 B T 28 A, 498 5 28 4 B X A I ) R A VE S B — 2D R I 4 4,
XU R K TR A i, SEUFAMIRIERRE TS, 3t RS A A R, BTV A
k251,

4.3.2. AFREMDHNEERNIER

oy DAY EE FRE T ENGTE S, X GERE A R 3 Bt e D e 2 W 1 R
Yy AL R = RS o DUF R B R B S, RN R SRS R I, Lk N g S AT SO i T A
ViR, BRIV E B, ERERE B K, miEN BRI . R, FiEdagids
HIERE AR Tjp-1 A occludin & T, FHEURIE S EIIGEZ A, RGN WU 4076 DNA &1
TN[26] TA eI R 8 22 RE MR T G R4, A G P R I, S I D e S . W R
ThEeZ e, AEE K&~ 825 5 ik N MU G 3R BB I IE, 33— D W0s I N i e i i, 51 R 0d B
(G I SE, T R VEAE IR, (2 2k JFF B A R T 40 s 1) i A R g o A, AR P T 2R L O4 e s ) T
() S BE A S5E, i) G % H M T e, A B AR R A 40 B (NIK 40 i)« 2B B 7 T Ik B2 4t (CTL) i 1
755 G 2 00 1) 200 B R Y P T 4 (Treg 48 L) R 514 410 1) 48 L (MDSC) 7= A=, {8 fir 8 200 o it e 4 92 Hhs
R, RS A R A KRV R [27] 0 I TE S A P S A A v e SO AR BR AR, A IR I IR KT
3 I O R O S A T A B B . IR T, RN ST JORE AT 44, BT Kk A G R i
WE3(14 1) [28].
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Figure 1. Dysbiosis of the oral microbiota may affect the pathological process of HBV
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Wi A 40 L 0 R G BR AR 1, R I T AL AR 5 A RN S e B A T e . BB AR AT B e 0% 15 5 4 i 4 e
JRARIE R T, RIS IE SN, 5 FAgH B T it B A, SR BUiRtE . R LA TR B AR A 4 g
REGEMR, 0546 A e A Ae[28]. SR, A2 WSUEAT R . FUR SRR D
BT T AT W I TE e A s ipE bE T Re . fmA FRAKSEZMA RIEN, HEERD
2P OEMA YRR A E ER Z R Z BIBOR, DA SRR ER 5 Z R R R T,
PLZE R IE 5 1A #E T BE[29]

5.1.2. Rz

U A MR R i 2 e B AE R AR Th B, S E— Lo R P P2 AR AN o i R AR AR AL . R E R
iR & DU AR BB =2 —, HEBHRAMEDRBERE L4, AR, NIRRT
FRSs . AE D E WIRETE ST, S BE AR TR P2 2R kb o S AR T R T 4 45 i 1 6 I B B e AT
G I N S HE EEAER, Hg T e o SRR IE ThAE ZAL[30]. BN, T ER AT A i b R 4 i 1
TR AL, HE5E il BE R Th RS, R SO RS . S TR AR AN R, i A R T RS2 AR, i
BN, AN EBREA S IENMBIER, SBOEMIAE, 51RESRIERN . i, —5EERE
W e SRS R W2 HE. NS RSAERIN. MR 2R S R AR 1 E By, YN
TR BRI BRI BIASE o oF R 4 S D IR 2 RS B BT s, e ] DA O S % N e R T
(] TLR4 Z324K[31], BIRRAE(S SMEEHIBOE, F8CF FALUIORE RSN, 5 7 A8 o i 8 176 4 2]
B G, SlERA S RERNRHLE G, 52 A SRR R AR B H I,
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Figure 2. Proposed role of oral microbiome in oral-gut-liver axis
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5.2.1. ARMEYDFERF I

IR B A A 0 e ek 11 - iy — FFF ARt B 098 1 A R e e A EE LR il (] 2) [28]. F R iR
1 f F 8 2 SR bk B A 45 A B T L A A 7 S N TE[32], s B e TR I S R A T e
TN T8 S5 P 28 R K P PR B S5 40 B T RE S i P R IR E S S SRR AR A AR (], R R
ADBE AR L] o R, AT AT R S AR Pk BB S i R AN A AR, Rl b
BRI ThAE, WSCE s L AN R IEE T R R R A S . XA i B R ThRE 2, B N
Y AR A SN MLRAEIR, 51 R A5 SRR N, 31T 52 m AT 5 28 5 1 Thig

5.2.2. BRI ORI

JIF - PRt A Y A B REE, M FFIEZ (@ RIS . TR BRI 43 i R G RS %
(R I B2 [33] M Tl A A P AR At P B St SRR 11 s Bl A VR 1) P18 o Pl R B R RIS, Pt Y
(07 S 42 53 T 9 55 2 2 T REE T MG PR s AR R Bk T ks, 51 1 fl 98 RE R0 1R R 2E

6. RESRE

R RGN QTR Z [AAAEE R IRT A VIR R R o 28 A R A DRI RERE N HBV A% 88 KUk, HLEk
TGS HBV WA, ISR SOEANETELL, SomaSeie RETThRE, X g L AT ¢ i 1 3t Je = A
AHMIFEI o RIS, P8 2L 7R T ¢ 6 PR 10 R i ol 2 40 2 1 SR A A JET 200 O £ e A e e v e 3 2
FPEREE A, T DA R T - - R SR QR R ORI, TR DN R IR
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