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[ Abstract |

tent of periodontal tissue destruction is determined by the interaction between microbiota and the host immune response. Pyroptosis, a

In oral infectious diseases, the imbalance of oral microorganisms is considered a primary factor, however, the ex-

crucial innate immune response, plays a significant role in the onset and progression of oral infectious diseases. This paper reviews the

molecular mechanisms of pyroptosis, the pyroptosis pathways triggered by various oral microorganisms, and the pathophysiological

mechanisms of tissue destruction. The aim is to offer novel insights for the prevention and treatment of oral infectious diseases.
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1 ZHRRET IS FYLH

GSDM JE4i G T R EZHITE R, HveH
MAET-HLE EZE 5 I H I EZ R D (Gasdermin-D,
GSDMD) | 1% E (Gasdermin-E, GSDME) FIH:
flh GSDM ZKJG & A iy fe, FIEFd 5 52 bt
R AR A& AR H KRB ( Cysteinyl aspartate
specific proteinase, Caspase) IR A L,
1.1 GSDMD 5 SFHy4uiefaT
1.1.1 GSDMD 4Ry dtiRis KM Caspase-1
M) GSDMD A3 19 41 M A5 ToRR Sy 28 B AR A2 1) 41 i A2
T, ORI CR I ETIRAE Y . B sz 1k
( Pattern recognition receptor, PRR) 7 51 PN 5 P Fll
SNEPERIE S 0r T, WUR RAE/MARY A EE, HAT,
5 2R ML R AR M AR T AH SC Y RAE M AZ T IR 4
O SERAL G B B S R )T 5 1 2 AR 5%
& pyrin G589 38 2 1 3 ( Nucleotide-binding oligo-
meric domain leucine-rich repeat-containing receptors
family pyrin domain-containing protein 3, NLRP3) |
ML= [T 2 (Absent in melanoma 2, AIM2)
TR 0 LM ETRE T, PRR AE B 3% 5L
] 422 138 ok 5 A T AH SCBE S AL R I (Apoptosis

associated speck like protein containing caspase re-
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cruitment domain, ASC) %4 Caspase-1 A, Bl
J&i, Caspase-1 FHIARYKMHIE LG ALY Caspase-1'
—7J7 i, Caspase-1 Z4f# GSDMD J&Z i GSDMD [ N
Vg 45 #4 3  ( GSDMD amino termina, GSDMD-NT) ,
A M IR AL, A BB AT 5
—J7 1, 1L-18 F IL-1B Hi{A# Caspase-1 YUJHEITE %
JREAEY TL-18 F1 TL-18,  Fifi J 8 i JBE L 53 204 28 2 iy
S, JE B RRE I
1.1.2  GSDMD - SpydEediiits  fripseditigts
1, Caspase-4/5 /N A YR 4 Caspase-11 HE B %
P I 5 40 M 9 Y g 2 B8 ( Lipopolysaccharide,
LPS) #5-&"™ . Wik Caspase-4/5/11 W] H i 5
GSDMD £, JEAL GSDMD-NT, ST,
AN, 1EAL Y Caspase-4/5/11 i 1] 3 0% 40 5 138
i# Pannexin-1, £ 5 74Nk I RBAL ATP, fift &
P, X, SZARTIF 7k, RS 85 B 1 P i T fi % NL-
RP3 SRE /MRS, 2% 1% NLRP3/Caspase-1/
GSDMD [ Ze i flaToigfe ™
1.2 GSDME 5t FRIZIMMET

GSDME J&— i g8 T Ly ST m a1,
BEBY Caspase-3 YIE I 4 S i ns , NS S 404
SR RIT 25 W R O 1 s KT TE MR A AR A
Wik Btk AR -2 FERFE PO T/ R T (Becell
lymphoma-2 antagonist/killer, BAK) /B k40 ifdfE-2
FEHRAHE X FHEH (B-cell lymphoma-2 associated X-
protein, BAX) -Caspase-3-GSDME 1551 %155 5 41
AT AU BE Lok ARSI I F TR
MR o YRR N, IS Caspase-
9, #tmiPIE Caspase-3, J3 3l Caspase Bk 2 Wi,
GSDME #% 1§ 1L Y Caspase-3 Y E], A Mk 1k HE Al
GSDME- NT, S5 S et Hop it 5%
HH, $WOKifE B ( Granzyme B, GzmB) §E B %D #|
GSDME, L] GSDME A5 (1 4 i £ 7~ 7] LA
FiEtb Caspase—S[m o
1.3 HAbmARA A fa

GSDM-A/B/C/D/E ¥J B AT B2 LG 1k, B
AT, GSDMA Al /E N EE BRI RSP 2
B (Streptococcal pyrogenic exotoxin B, SpeB) HY/E
SZESFURY), e R B o B AR S R, T R
GSDMA-NT, @IRRRVENR IR, S,
GSDMB FEZRIX TIEME WmiE L anf . JH4n
M. RPN o W A0 N S R A0 N AN AN W] B B geg A
M, GLHEE B . FLIRE AU A AR AR
2 B4 M BE M T U T2 40 A RS i 09 UKL T A
(Granzyme A, GzmA) RITEZR 244 {7 B R R AL U
%] GSDMB''®', GSDMB [y 3 i5 W] #¢ £ T 4L %
(Interferon, IFN) Fl I PR FE K F-a ( Tumor nec-
rosis factor-a, TNF-a) [, HA IFN-y GE) 1= #
LIHZ R AN GSDMB ik, 9N #0 40 i B 55405
AORBURME . AR IR RO B B R SR, AR S AR
SHESEEOE S 3 SRT SR T 2RO 1 A EAE

M, B9 GSDMC By Kk, R, 78 TNF-o 3
T, Caspase-8 FritEH VI #] GSDMC, 7|3 4 fifts £&
) A, GSDMC 7] #k Caspase- 6 Zifw, 10
AN FE TR A R AR AE WG PE AR DNA R 15 AF
Caspase-6 {f L IRER R 7 F Bk — 20 5%
2 HHREEET 5 OB IERR

H S — D 2 R A W AP 1 S 2 AR S BT
H A iR S s O R qd e, — B O A
WA, Bo e vl g R Z R ORGP, )
AR R . FRER . AR SRR L R 1T b
& RSN E 5 S 00 4 M AR To | R 1Y R RE Pk
F N B ask BE SR, AT N S5 HE R
2.1 dAfgfaT S AR

R 5 S — TS P G PR s, H A o B
ZRH R EAEM SR, W2 RE 3h
N7, S51E S A0 AR B AR OF R R AE A T,
HRANREARE B ( Porphyromonas gingivalis, P. gingi-
valis) FH Y B MR GER  ( Treponema denticola, T.
denticola) i DLT 2 JE ) B A R T i e,
S R S N N SN R P P e D SR ) 2

TEF R P b BN B S AR B RO, oF
JRIEHER T (% e BE A0 B . 5 R 2T 4 24 i R 5 R |
N2 24 Y S5 S BT 240 i 440 TS e AN [ g AR A A A M 4R
o, MR B FRREMIR, SRAE R IHE A& g,
MUEIZF R 58 . REEWFFRUESE, 2 $i P phe 5 i B A
HAMNRZENI ( Outer membrane vesicles, OMVs) THJ
ifid NLRP3 5 AIM2 45 58 4 /) A 7 50 4 Jifg ol A
4 P TS Caspase-1 ek B i FLIE PRy GS-
DMD-NT JE i, S 80T mgn g iy 25 9 g™ .
eAk, SR bk S B T U AT 355 5 S ] R T 4 L
AT, TESH R LT 4EGH B b, S R P obk R g T
ALEE NLRP6 JAE/IMAIF S AR AR T, Bk 1L-
1B FIIL-18"" iR obk B 17 1Y) LPS W55 NIL-
RP3 RIAE/NAEFN Caspase-1 7G4k, FE51E 1L-18 B
TR, SECF R IR R AT A A0 M T R PR A, SR, F
JE) B I ET A 4 Bt 58 E PRl 1) R Tl R A5 1 A 4 i s
ToMANIERE, eAh, SR P ek B T 5 S
JEI T4 i & AR Caspase-4 A& it Mg AT, HEm
iRl NS SO A 1B S 0 R T

AR 9 BB A e — b o 2= B MR IR SRR, AE R
FOFRBET N R, TEE AN, 55 % IR
e SR FE 1 Td92 54 ML B3 5 2 o5B1 H
YRR, S ATP BB 7 5h e, #0% NLRP3
RIE /N, R HE TL-18 43 Wb, e 20 sl 24 8] %8
JEPY AN, Td92 A R I IS Ak 1Y 42U U G
% Caspase-4 FF5 5 A J8] BT 4 4l i & A= GSD-
MD ST
2.2 A fETI SRR

SRRt A R — B P TE I B, HAEEE
TEPE SO PP R R R, R R AT
Tl S BT R — HLURRGL I A BE R A5 B T
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AYTY, MBS AR - ) it — 2D P i AR AR
JRIZHZY, BE ] A AR JE 2 Uk AR B, &
BRI R MRIEHRSE R SIBRIT IR R 708
IR AEFNAR R EMR IR TR 2 . BAZARFT T ( Fusobac-
terium nucleatum , F. nucleatum) TEJF K YL R &
iy AL, T RR S PR E Ak R PE AR NI 5
FMHERTA  ( Enterococcus faecalis, E. faecalis) FH,

BAZRFF B & — R g 22 B L PR, )
IZATHE T IR G 11 AR A8 R0 G A 10T s 3% e P 958 g b
PR R A0 Mg 1R B B B AZ AR KT B S5, Caspase-1
BB, P ECIL-1B g3, 320 R R E
B BT TR A AT TE A i v S R NLRP3
RIE/NATEALTN TL-18 BYIPUb, BEEAZRAT
AL A Y A% T 4l S BE IR Ak a5 A SRR SZ 4K 4
( Nucleotide-binding oligomerization domain-like recep-
tor 4, NLRC4) #RJE /M I H T UiFHY Caspase-1/
GSDMD il % 9806, S A fa T, IR IL-
1B MIFRIEAIREL Y o BeAh, Y g B R
FFR LG SR, Z-DNA 454 81 1 (Z-DNA bind-
ing protein 1, ZBP1) WAL I Caspase-3 218 1
hn, 51% GSDME - Fidiii = . HAAWRITEE
PR E WML T AR R T AT, &
FEUH TR ZE T,

N BR A S V6 YT I M 2 i P e R Hh Y
MEz—, HEM THWMBFABTNE D, #id
P4 Caspase-1 Fl1 NLRP3 S&5E/MAIFE 5 FL VR 40 it 4
4z GSDMD - A o, X — i B & P,X,
ZARIYTF TP B8 T Hh Ui, FE N BR A TE AR AT N fig
PRSI 0G, DI, BR TR 40 i A T A R AE S,
ST HEL A R A A A2 G T, RSN SEER BIE S R
B, €0 BRI 3 40 R E 4 i 1 A T G NL-
RP3/Caspase-1 & 1215 T 5B 40 e g2 7270 L SR,
falfih GSDM 2 5 B M Mg R T R IE R, Kk,
PR AR THRRJIEHNWEmES S EE, 0
PEE I R W 5 T i B T B Do R g AR 2
JE %

2.3 HMifETS S ORI

1 TR R 5 280 T 0 92 o i 22 T) 1) 2k 67 1 52 L
VEFH S 35010 1 36 I 10 K A S 2 IS J 4 e
LG Al | RS . TR O, HES
TREAIE . DRSS RN O R 4, X B 0 s il SRR
G PEBG 5 5 E 19 ERMCE A DG, I AR
W ISR R S5 AL O AR B o 3 2 1T 2 S T
BERZERL A 252 e e 40 i i D i, b 315
R |- i (1 58 B PE AN R B LD fE

SRR E DNA S EE 10— R K, 515
BRI AH O 1 FEBEADHE o I IZ G B 09 FRL Al
e EE 1 A ( Herpes simplex virus-1, HSV-1) Fsk
Jg -1 R 98 92 9 B ( Varicella-zoster virus, VZV ),
HSV-1 5% VZV Y5, 1 20 IR 1) B Jk o 3
SRR IR, BRI R R R A . T R

s, 5. AMLAETAE R R PR TP Y R 5T 3

40 b, HSV-1 B OSE BNE AIM2, B S5 3K 3)
Caspase-1 {Hft, FECAMMAET S 1L-18 F1 IL-1B B
T wkAh, VZV ] REIE i P 5 RN S GSD-
MD -SRI AT, S0 40 A AR T ] SR A R
AR SR b, b R 40 S A UL A 1A
F, R, RTIEZIHRFEE G ALT [ 57 20 M 45
T A ST 1 R UL AR

M OSBRI & — ML S BURM A, 2O
ERBEIN P B AR MEMN A . A OGS ERETE
5 W AN i H B BT 22 FR R SE /N, 4N NLRP3
NLRC4, S 1L-18 F1 IL-1B HI4FWh, A 2 BR
755 GSDMD -4 -4 Bl T F1 G BR B
5 200 it A e 3, B 1 R BN Y R ORE I v, R I,
GSDMD W] fig /2 I & BR 0A Jos V8 A6 I8 T S, R
ISR 25 R, 7F (S BR RURYL A9 R T B B
NLRP3 RAE/MAENG AL filh & Caspase-1 #3518 41 fifd
ST, T ECE W AN A I S A R 1 3 AR R R E R
mORER > FEVE— 2 1 WHE ST Z-DNA FI ZBP1
B Ay OO BR PR YL 1Y) THU i B 3Z B . 7 ZBP1 §R
FE ) E 4, Caspase-1 UG 1LF1 GSDMD 124
U/, AR T 2 B E 0 A 17 BT 40
B AR 5 S % BR B 5, NLRP3., Caspase-8 Fll
Caspase-3 BT, fik GSDME 4519 41 fifd £
o, SEUIL-1a B, HIL, HESERREISS T UM
FET-IPLE I A LR R T GSDMD, 1M iR A B AL
TSN R T80 D R BN B TR YT #0050
3 SLKiESEREE

1 s ER e M 2 5 6 I 02 2% 104 2 0 A B A A
SERE, 4N AR T AE T R e MR T A R
ZEH ., 250 B GAE 2 TS AN [E) Y 20 21 40 g
k4. GSDMD X GSDME AT rygi e 1=, SR,
o T 1 s e P 52 05 R 200 A T R B ST AT AR B
SR AT 7E H At 200 it R M A6 T B9 HR A T A
Ak, GSDM 7£ H B2l 2 3 3k i 1 it o5 AR Xk
=, Uk, ARARADTT XT 40 M AL T HLH SEAT IR A
WFIE, WTRE N I s lE gL MR 5 006 19 VR T BT 24 1) I
R SO TSR B
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