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Abstract

As the main pathogenic bacteria in the root canal of refractory apical periodontitis, Enterococcus
faecalis can survive for a long time in harsh environments to form biofilms with strong adhesion,
and is resistant to root canal disinfection drugs such as calcium hydroxide and mechanical clean-
ing, which is the main reason for the failure of infection root canal treatment. The pathogenicity of
Enterococcus faecalis is mainly manifested in the activation of the body’s immune response after
the bacteria invade the periapical tissue, initiating the Th17/Treg cell pathway and inducing apop-
tosis of macrophages to secrete cytokines to exert anti-inflammatory and anti-inflammatory ef-
fects, resulting in continuous inflammation of periapical tissues, and eventually causing multiple
organ infections throughout the body. This article reviews the pathogenicity-related mechanism of
Enterococcus faecalis in refractory apical periodontitis.
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1. 51§

F& M EK H (Enterococcus faecalis), J& T 522 [CRHM SRR AW, AT NS WAL, TCITshFI
B EmE T[] FGERE R —FUSEoRE, BHEEZEm 20, &G 24 5k M g ) 32 2
BURBE[2]. FEVE 2 B R ARREAT I BIZE AR B AR, QFRIAIRIE . . LRSS, Fi 2500 3%
W ER B AT LEAS VAR 23 B R (3] S BRI RGP . SRERAE S AE MR AL IR e MR T Ak, FE
T AR AR AT DB EEN LA S W RN RV E . kA, SRIAEREEE IR . PH B L (REURE 77
SR AR N DR AR g, E— PSR A E T P R AR AR FAERI[4].

2. #MFHKEEHEARMERRA R PHIRIE

MV AR 2 J 4% (Refractory apical periodontitis, RAP) & HR 4 i 9 48 78 48 i MVE AR BRI I, JOREAT
FREEAZAE, A AT I @ & OSBRI 48, ORRFFEPEMR R J& % (Persistent apical pe-
riodontitis, PAP) [5].

21 EFKREFETRERENRED

FE R ZART U, BRI E AR PEARIR A R 8 IOV i R, ol e iR PERR 2R
JARN EEZRIEE[6]. HATHF SN VIR E R TT A (Root canal therapy, RCT) /&2 hil 2 A S E B2 21 o Jek
R ORI TBe e (BARERYT 1 5 N AL 81.4% [7]. Siqueira 25 N PFAG T 36 44 AR E R IT
JEFFSAEMRIR A 5 58 BRSO, AERTA A R B N B 26 i Bk, AT 209 1 FE A H 3
PAERTA i 99.6% [8] JKHLARAE A7 AE KB S BR R (1 Ji A AT REA2 1 RIS AGUE ZAHRE A SORE A 85
THER T HANMERI AR, SBESMIRE LS. BT IMRE S RN AFUNE I FRIINER R E A L,
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M FAFUNE S DR E TR, WTHRGURE VU IS AT R, 78 RCT AT B2 58 42 TH BRiX
AR, FEIKT RCT HIEIIA.

2.2. FEPFIKERBTRRE

HpERE B 2R E R0 T, WIS AEREEERR (lipoteichoic acids, LTA). 287 3R 4 I 5 & A &5 bt
# (adhesion to collagen of Enterococcus faecalis, Ace). 44+ 1 £& [ (extracellular surface protein, ESP).
TR (cytolysin). W iR (gelatinase). 2222t 1 g S M AR B AL A5 [9], IR L85 R et 1 38
BRI R R, A BT 3R AT, T 1Y 5 S BR B HRH TR 9 1) s e PR B2 ¥ e 79 [10]
F6 i R BE B 2 BE A SR AR E VAR, R T AR SRR I NAR I SRR ) G S B, ZE I ER T 5
SR IR IL-1b. TNF-a. IL-12 R A B, R SENE 2 28 [11]

NEBERERR (LTA)Z S4B LI TR R, X A1 B 243 ) 2 BE R4y - FRIEmE A B FE, JF
W TLR2 1355 8 BR  F e R T R LTA IE A AR A A 4N T 1B e AR 2 A 05 7]
(RANKL)FIE R4 25 (OPG)IFRIL, ' FRCE M T, {23 IL-1by 1L-6 A1 TNF-o [ 53, ISR
WAR[12]. WFFEFHE, IL-1 F1 1L-6 7] LLi# T JAK2-STAT3 {5 5l % F i RANKL %A, Lina [13]% A
HESE T LTA it JAK2-STAT3 (5 5@ #2575 5/ R ELVR A A (1 1fi 93 40 Hd (RAW264.7 2 g [m] B8 1
A 53 A2 K SRR SR ] B B v B AR o AEAR SIS TRE R LTA K SRR AL K/ B IEAER,
LTA /K m, ARIFEFARTAGE K . FEHERE LTA FIHCK ISR AR B Al A ML W4 a5t b6 40 i 5 7
TNF-a A4S A EIRETR, AT IR 9 RE 5 82 AN ZH ZLRBR [ 14] o

FEBREE 3 WA 1) I 5 2 1 B 2R (Ace) i ik 2 B 21 1 = 40 B X A A PR 0T B SBI P AR FUE . A
AHWIRIT ) 90%2 | BURIREH, Ace 5 | BRIFEHE A4 &N FEMIRE A AP 45E[15]. Guneser
S NH XTT 0L HUER T AN [RIARAE gt 7Rk 7 A= B e il A ke = I P £16) 388 i 33K 7 81 R o) 4 A B R B ) 52
Wiy, 25 SR W A S il P 16 P 3R T L S = T G 1 315 7 3o T 5 25 o R P E 28 R 5T 1 [16]

FKAEE 1 (Esp) LA AT A 5 7750, ISR B R I s K R, $2m 38 Bk E A= iR
TERRE ST o SREA[LT15E NEAL T S BRI B AR AR AN, 434 rU A T T L5 21 36l BR T e 1 T AR
A U3 I HAE T HoAb A B 1M T AP, UEBH 1 S 3R B AR AR AR SIS TR I K A0S, ELA
THE.

3. FEATKE S R HHLE

FREEPER) R T8 RAP 2 AN EE AR . BB RIS R AZ K SR o e ol 2 S8
AT fid A A AR R AR RO B S, AERRAL AN IABERGE , S BRI AR SEAFAE T B R EUNT
T RRE 70 525 T B ™ L L 5 2 — (2 3k RAP it fe .

3.1 ¥EFHKEIFFEMMAAT R PAP R

5 0R 24H 8  W  RA%3 22 T ONAR (R SR A A ) 5 () I S0 I E 4 R Atk B S 4, S AL AR 1
FBE L, AEYFTARISE JAE S S rh A 453 AR HI[18] . Fep BRI REF -5 E VR4 B A SEME R T80 )5 51
RRNRE RN R IR, IRIAR IR A 240 55 [19] o 36K B JE G (i 0t 1 06 4 it Hh 52 A4 A B4 FH 2 1 kg
3 (RIPK) IR Ak, i — DHH SRR AL IR SEIE IR T BT 38— IR A 1 R I 45 M 380 B B (MLKL) - TR
1RI MLKL SRR AT 382 2] BN An A A b, S S504m o A S0 0 A A S8 J 1k P9 25 0 KRR i [20] . Da
[21]5 N # 7 RIPK3/MLKL 15 518 B /2 5 E MR TR I A 98 58 R 15 B AR AR A A8 R A R s, 2R
JE A RIPK3 JE PR iR /N BRI A 8 SR AU U T 7E /N AR I IR0 . BFFE R I RAP J8 5 TRIAR 2 I A2 A
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At RIPK3 F MLKL [ BRACIK - TH 51 o MeAh, 75 SRR R IR G 1 /DN BROME VA T AR 2R ] 28 AR il i RIPK3
I 1) 5k 2 PR B R T2 ] DR 3 R SO S B A . SEI R B R T e IR A, K
4 R ek D T R 2 SRR O R B 2 R0 [22]

WFFEAIE B ZE i ER ) LTA 33T 305 p-Akt Al p-mTOR {5 538 BRSO B A0 3 W . 1 W2 d A ik
A FHIBE AL FR o F 020 i 28 0 K 2 5 1 Wk /0N v B 126 380 S T 1 /5 o B e [, DA R4 IR A= 9 e
BRI LR T A A BOE FE[23] . LIN [24]48 NG i 2 57 8 5 208 [ W XUbR IR 0% 35
MRFP-GFP-LC3-HBLV-PURO HI4H R, AN E MR 5, JEmibr Emgaid Beclinl 2[5 M
SRE) LTA FSM AWSZ 2 706, UEH T E LG B W48 T Beclinl ZERIH™NT . 2 G 75 SR
R R IR BARRL,  RILEARARTT v] B8 (2 1t B VAT W R4 B AP ST TR AR R A 5 11
HERE . R[25)5 WAESe T d B 4mH) PISK/AKYMTOR 38 % mT LA I 40 i

3.2. EMHKEF T IL-1p Db {RERE BRI

FI4H A/ 22-1 (Interleukin-1, 1L-1) VG AR B WA= A, 32 2005 S RCE 0 A BORIB0S , thTidE s
WO e R G % IR SRS PT A R R G . IL-1 G803 A 4R T NF-xB 52 7R3 A DR 7 e A 80 57
(RANKL)IFRIE, SHEaipaaikss &, Rng g, o anpai T, Mom g sn s wilk[26].
BRI, i IL-1 SZARFSEPURI(L-1RA) M HAS 545 3 0T DL/ MRIR W A G FE [27]. B4 36-18 (In-
terleukin-15, IL-18)Z 5HUAJE RN, 7E7E 1 B 297 BRI FE Fp g e s e . R IL-18
JE 53 Wb TN S S B F 3 B 25473 o 1L-18 38 3k 70 SR G A 75 5 Fp R 400 4 7 R 8 R 1 (i i vk
FLAE M AR R, AT B TE PR B OCE L, Rl T DAL G o IL-18 AR EAR IR 2 4 23 K I8 P o
RN RAEAN R 7, HEEBUKFE IL-1a BIPRE. EREUEEIRERITE, RS R
AT LA E] IL-18 8 B B K-F BEAS, 1 IL-1a B8 B 5K P =[28] - Eislmayr [29]45 AMEEH] IL-15 2
PRI Bt = /)N BRUJRR G A 081 I 4 B TP A R R A B By, R IR R R Te A 2 i, PR 4 i 95 ) ¥ R k2>
WERA T IL-1p8 PRIk = 5 35009 S R385 B RE 7796055 -

IL-18 & ARSI IL-18 BiAE E (pro-IL-18)i% S IL-18 A AT IL-18 k. Hidr, pro-1L-18
RIS T Toll #E524K(Toll-like receptor, TLR)fi & (4% K 1--xB (NF-xB){5 S, 7F caspase-1 fiI/
SN N BRI Ry: IL-18. caspase-1 Hi pro-caspase-1. T BT fikE S I (ASC) A1 Nod Ff:32
PA(NLR)EE AIM2 525 % B2 2R P 28 P 2 A AR B [30]. 380 )5 1) capsase-1 fiE3k 1L-18 AT 1L-18 ) A
oy Ran 55 N [3L]M# F 36/ ER iR I G THP-1 MR, 2 0A FE/%EK R LA MOI (s 2 /8 e 52 £i0) A0 R 4 it
P B HE T IL-18 W HIHLE] . B 5N 5148 caspase-1 #1il7f Z-YVAD-FMK 1 Ac-YVAD-CHO ikt
PR 5 EoR S IR 310 1L-18 73 A LDH B gD . 1IX K W] caspase-1 /& &/ 3K B 75 3 (1) IL-18
R LDH BRI 75 1. Lu 28 NAE K SRR i LU T 3 440 P R = 3 200 e e 38 P ok i JR e (1) M 7 AR
IR R IL-18 PIFRIE, Son A3 G ER A BRI T 5 5 53 IL-1p 3Rak, 1 ELAN RIS AR L3S BR B T e
TE RAP 15| g B % 5 [14) Joj 3 46 ik A4 S AR [32]

3.3. FEPFEREHIE Treg ZRRAR IEIER

W R DA AR AARR LY 5 CDARHBh % T 41HI(T helper, Th 40 ) 7E a6 K 7 04E F FiE1L.
BB 3 A0 AN TR R A PR ST R T 8 B 2 VE I [33]. Treg 40 A A 401 A2 pi 0 JRRD ) BB A T 4 B e
ZR(TCRYE S il & Azl (1), 440161 CDA4-SP 4iffuific 258 TCR {558, Efi1< L CD25 KA,
FA Treg FIRTAA . G SR Ik S i A4 AR A — B[] A 4 2R 4210 TCR 5%, eI 1K 8 36 Foxp3 #55%
AN Treg 40 A[34]
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MEVE PERR IR 98 VBN 11 o5 LI — P e Ve, L 2 L0 AR AE A2 6F N A2 40 B 110 B 928 48 P B A
FREB RN . Foxp3 ¢t mail T T 400, XHEn) T i & 4uie A im /e . 228 5E[35)
S NESL R R, S N 2SR ER A B ME VR PEAR AR A5 b Foxp3 361k & B AR T @ AR 52
JE AR, T HEN 2SR ER IS Foxp3+Treg 4NfEGsE, SE T Foxp3+Treg A1 Thi7 HIZfT, s2md T 4
WA B G B U RAE AT I SOk vR PEAR IR 6 FRE e BB R . 2 Treg AH A2 B2 FRARIT, 273Kk
B2 A i T E(ROS) FH0E 2 ER M A T, {23 ROS /511 miR-21 ik 3yl /b i R 5 5K 71 2 11 [H]
JEYI(PTEN)IZRIA,  SIEIL R 240 A 1) B 28 16 1 [36]

4. INGS

SRR T 1 HAER S BT T AR A B RE ST LU 25 PETE ) AE DI o AN S i B, AR A
JT ARG B BAE IORCR . BeAh, SEMERT I 2 R 53 J DN X FUN LA G S o2 BT S 92 - 5B, 3 AR
REAREAAE. FN, FERIREAB S IE B ENREEGE 2 S DA R . Bk, WA TIEmE
BRI AE S JOIE A IBOR AL, B X FERER R 5 A ROAE BTl I XA i, A3 P IR SE R T B i) 7 sl
o BE R 475 U7 T RE AT XEVG PEAR IS 28 IS BRSNS B SR P SORE S N 1 5
MV PERRIR A R AIHLI, D% T B R SEX S BR IR 7 R (520 o (LA E— 2P 7T

E&WE
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