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Abstract: Horizontal gene transfer (HGT) plays an important role in bacterial evolution. HGT is an important way for bacteria
to rapidly obtain genetic improvement. HGT promotes the transmission of biological characteristics such as virulence, antibiotic
resistance and allometabolism in microorganisms. The bacteria in the mouth are abundant and abundant. Bacterial virulence gene
(Virulence genes, VGs) and antibiotic resistance genes (Antibiotic resistance genes, ARGs) besides through vertical transmission
by parental, also can through HGT in oral symbiotic species or genus within the transmission. HGT promotes the spread of
virulence genes and resistance genes, becomes an important driving force for the adaptive evolution of oral microorganisms,
increases the difficulty of the treatment of oral bacterial infectious diseases (periodontal disease, periradicular lesions,
Periimplantitis, etc.), and brings serious harm to human oral health and even general health. With modern microbiology, genetics,
molecular biology, the macro development of disciplines, such as genomics, electron microscope and laser confocal microscope,
nucleic acid hybridization (especially the 16 SRNA gene sequencing) and other modern analysis technology has been widely
applied in periodontal pathogens resistance genes, through the study of HGT way spread and made some progress. This paper
will analyze and summarize the literature on the spread of resistance genes of common periodontal pathogens through HGT
method in recent years, in order to provide reference for the follow-up study of resistance of periodontal pathogens, as well as for
the solution of resistance of periodontal pathogens and the treatment of periodontal diseases.

Keywords: Horizontal Gene Transfer, Antibiotic Resistance Or Antimicrobial Resistance, Periodontal Pathogens,
Antibiotic Resistance Genes
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WE. KPIEKEFEFE(Horizontal gene transfer, HGT){EANESHLH B A B2 . HGT 2N B PLid SR 1558 K o K i
BEAE, HGTIRMEEWRE ). JUAE R 245 A R U AU S AR Rr PEE AR Y P B AT A 48 . DI N MRS, #
#HEK. MEFJHERF (Virulence genes,VGs) FIHIARHUIERER (Antibiotic resistance genes, ARGs)FR [ 1 H 3£
HH ARSI, TR0 DO HGTAE F s LA 15 & R) 28 N AT 14 4% . HGT{EJ&T&ﬁ%.*D?TE%IE’]@:% 159
ijHﬂﬁfE%l.fﬁlﬁ%E’]E;c@[ﬁJﬁ ST s AR RGO CF s, RO . Bl A B R 55D iR YT
HMEFE, sy NR DR R 24 S e ok e F . BE A . e, A, Hfl%éﬂ#%#ﬂﬂ‘]
KRE, WM. BOILRERME . KRR CRl216SIRNAZERIN T SEIAC A3 HrBoR g 7Z B T A 2L
T%W%EILLHGTEEQ%HQE‘WE%, TG — S o AR SRR A SRA 55 I A B0 R AT 24 2% RLE S HG T

J5 R SCHRIEAT 70 M A 2
gt LURCE BRI T iR 255

CASIRE S 2 o B0 B BT 2451 ) R 5 SR FUER L 22, D 28 J 00 T i 245 11 7]

KEA: SEEAKTHR, BUERRGE, THEUE, PUERTPEER

1. 315

PUAE Z I R I A N S0 4 T SRk G M 9 s >R 1 A
B, HREETAERNAGIENH, PiA R 28D 2 K
DA BRAE R YT i AR S5 A2 B 1) R Wl PR IR T, ShP 770
PrAE 2 A8 NSRS R A R A U H I R R 4t
AR 2 B R ) 7 ARG N, 256 BRI E AR R R AN S ik
PUAE ZM 24 Pk i 8 SNk = (1] #5 a5 AL R Uk
( Antibiotic resistance genes, ARGs) & /] FE K (Virulence
genes, VGs) M8t ufh (Mobile genetic element,
MGE) "] LU HGTAE PR IAEAT e, it 7 PiER
M 241 75 )AL R (2], W O A PR IE I HG T 3R A8 1Y
FERLR A B A B 277 U2 —[3]. R AR TR
FEz—, AEAMEMEFE, EFERRT OREANITAEER
TR 245 B ok ) B BIE FEANAR N, e ) 2 FEHG T2 #E ARG
AR TITIE[4], BT 1 — LBt , HGTE st 1 /)2
APCIE LR (AL 7E, HE— D3N 1 1 52 2 4 B B e
i CEFEZF A 4 X’E(L‘ﬁ*ﬁ"‘ﬂﬁéuﬁﬂﬁﬁﬁ@%ﬂﬁ@;}i
T 245 B Y IR T HESE
T JEI A —Fi DL B B AR 0 R 9 0 3 DR 3R R R e 1
IR, PR E R R A BT T B
FEPUAERBESEE T, #E5) 7 ARGHRIZRAGMBEL, 181
I IR G (R BT AE 3R TT ROR, 82306 T 40 5 =
A7 51 R 1 JEE ARG 2RI [ 510 A ORI SRR A 53 I
T EUR BE I 0 5 R @ I HGT 7 2 A7 376 B0 A 26 S
BREEAT 2508 , BRI HGTE#E 2 5 B0 16 B M R R BEAL AL 1),
DA RE 9 4 FA S0 1 B0 26 2 T 245 178 v 8t ) S5 SR 0T 7 i ik
WA o

2. KFPEREERE (HGT) HE X EEER
2.1. ZHEHGTHIENX

HGT R IR 2 A7 VEE M AR (R RRHE S AT AN [ 8 1%
5 RV, B 2T S (sobrinus) |, H BB AELE K
B EWIAN ) 2 T B 24 i PAY 0 4 I 5 2 T R AT A 28
P FIAET[6]. HGT/RAHN T4 H AL 4 F (HA“M
GR AR B ARG ) TSR, HGTZ
MERARCLANSRAT AL Y BT 3 e, A2 40 ik A b B A B

TEM. $5Hl2, HGTHRA 1 I RNG R KK RINiEE, Rt
VRIEAIRE 77 PUA IR 25 A0 S A SR PR AE A SR
HEPALIE7], R R R T AT N AR A R R
) —Fh E 27 30,

2.2. HEHGTHER

MEWHHGTI EHIE G =M. 1. ik
(transformation), JEiEIGMEDNAZ T (DNAR . Gets
AT A PEPIAZ IR « Wk B A48 5 R i 32 0 SRRt ) 5 B Joia
K GINSZARGINL, I IRIFH B AR . BRI
BT RRBEZ A E T LR A AR 2.4

(conjugation) , J& LA$E UKL & 4 JE 1 9 U4 1 452
fil A I DN AR R ML), 1277 2o K 22 g i b A7 = R 7K
PRI T 2. AR I 4 ORGS0 M B B AR TR
PRI G (0 ARDNABRSURI DNARE RS E AT L N 4. fEF
T P TR R A B N SZ AR B A — e AT B 4H
LB 5 i, AR T RIDNARD o] BE N2 AR . i, TV S
WA (Type IV secretion systems,T4SSs) &2 >4 [ 4
(Gram-negative,G-) Fl % 2% [$ BH % (Gram-Positive,G+) 4f &
M2 EAE SRS, NITEA RV W@ s
R AL DU R PUMEREE /1R F[8]; 3.%% F(transduction),
& AR R A A o

a.ftfk
Bt/ w0 PL
AHAN por o
—_— ) — S
N ORZ IR
IR afk LIMARG/ d ) JEH ARG/ i )1 JE B SDNA bt/ 4w
b. &4
itk / 85 ik
Pl E
w01l amn |, [0 amn)
UK AR Pt/ )1
ARG/ # Jy TR s 1
c.iF
BEARG /4 J 2 PRI 14 UK e 0
7 A
c@@@ AENE.
"I&l.» 4% M;( t:wm
WAFARG / ¢ 13 I 1A (g 7 1 Ptk / 91 v

# ARG/ # ;}JJ(I‘JfIJ“ (i 1

Bl 4iHHGTH =FE: afifl, bA, cHF[9].
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B K A0 TR HIDNA AR AN Ju e 8% 2] 32t 4n 78
e 3 R s B 7 AR A T 2O AN R By BroA% i
g2 AA, RIfE EDNAR G FEAEME AR b, BB A Dy 3 A
KN Z AN (LB o Gena®[101& 3 11 i vh 27
KPR OB (Porphyromonas gingivalis, P.gingivalis)
KT Qe ARDNAKTHEAS , UL SE HH 4 A DNA fige Jie Pt 2
lcom FA1- (1 B SRS L2 AL RDN AR (1 3 25K,
T3 I AL A B A 2L DN AR RS A2 I EAE HY

3. WHEKFERERE (HGT) S5t Rmditk

HGTH R T HiA i 25 5K (1)) 2 A6 4%, 1 H Al
AT F P AR 2T 24 58 R AL 3 3l 17 22 ML oz b 2
ARGsif ot DA _F 384275 TR #k [A) 51 5 At W Fh 2 8] & A2 HGT,
ARGS{E F N AH AL Y i 18 R = JE IR B R 3 o

3.1. HGTEHAEMZ

AR P R 2 A 2 TR R R BV AR 2700 N
T T304 5, AR TPt g NECK A 2|
Mz, XRAKHR T REESE TS [11]. PUERAT AR
RILHURFRAEYIPIHRE, DD 24 56 52 o0 T, SO 24 1
RG22 0] F R R R AN T A & 4 . FLE2I20504F, HiAE
RPN O BT ORI ) B Rk k. [12, 13]

Y0 B TH G PUAE R IR BRI R, WE I HGT 3k EX
ARG, IR Rk, 38 Ho A AF IR I 13 M
Y0 B IS HGT W] DL EE B 1 9840 58 e st SR B AE A7 s 75
HIFERI[14], FREHGTH R T AL A7 BUR IR
#[15, 16]. HGTik v] LU A& REEUm MR (9l a0+ J1F1 7%
FAEVIERIRE 71D SRS L B ORI 3 K [17]. B FT
FW, T 2 PRI DR 2 0d i 5 R A o) SO e T AR 1
W HGT A 5% B 09 96 PE DL KB IR e 9 R 4 ok R 15
HGT[ 18], A\ 5 M 48 B (A 2R 24 P AT E0m 119, 20].

3.2. KPEEER (HGT) 508 ARERNm M

U AEA 2 — N E E MEE S, ZES
SRR R I B L SEgraldE PO R, HGTE 4
P2 B R I Y, B %8 KT AT OB
W RE R R AR 1l IE B R DN A W] DLFE A% 21 L A B
W21]. UTEeFERGTAE 2 A VA A 5 250100 i B0 1 X
KR PR AT 2514 BTN, [N AhE TR 2 R
R 98 DL R FC 8 A 1 SR R B Il A U I B
PSR YD, X EREY 5 2 i 25 k.

R E A S E N AR i B B RE M AR S
—, TCEERCNT 25 R A7 o FORLE O s T2 A7 (E,
HA AR W] B 1 0 2 FE i 25 KR 22] . 1 s 24 B A
AR PUAE RIR K, I H T LB HGT R ARGs #E/ T84
FERUESRE, Bilan, D PURRRPrtEERE et (M) FEA [H i
2R T FAZ R /K T AR BE R 95 %6, IXAIE M tet (M)
IR AT REEHGT T 7450, FFiE s 2 DA X IUIR 5
FEAETN 24[23] 0 Tn9164% & 17 JFa1-7F 1 h dtStet(M) 5] EE Y
VURRZ MM 251 [24] . 1 B BRI P & 2 W TR AR [25]
0T 1 s 4 B 8] e AEHG T A 28 50 5 B 1 SRJR T4 18 40 b

K, T PO KPR ek R B0 R R DR A e sk P

BCEAET R A IeDNA A B BEAL i A AL 2, RENSIE
I E AR AR %7 FIDNA T BoAR b ah 2 R4l b, Sdli it ik
W, 5 0 A TR BORH O 1R AR TR B Bk TR DA R % K
eDNARIHEIIEETE YIS, BRI L T —A
B EE Y TR IR[26] -

Ramos®6[ 27104l 7R 4 . R % . 7 Ji {g Je ik
2 1 SCU S T Rt DY 30 25 R B- PN B e S e AR 2K i 24
(1) M 308 41 T MR B B B 1 R AR 0 o R T B- P B A B 1Y
7 AR RN DY PR 2R 24 P AH S I i 25 PEAR IC A7 o R T B B
FT RAEB- N BE GBI 3 R KT R R BRAR A B, PRUEF %
# Arredondo A[28]% 13044 7 il 48 & #R FAEA AT 0 59
Y5, R T RASPARERITITAN 7 E k. B-H B
i 25 VA 5 8 98 S8 2 R e A7 AE, 83% M B R I 1 B-
P T Jl T 245 B o 24.8% 1 43 5 bk R A I 3 i A
blaCfxA, HIK/EbIaTEM (12.9%). K2 H5r Ekk (81.3%)
BAZEM 21, ZFE R MR R g2
2T 25 TR B- PR T P I 25 R 1 i A7 2 o B- PR Tk M i 245 12k o
R AEZR] Be 5 HAH P S R T HG T2 VI A K

HEALR Y 8 (ribosomal protection proteins,RPPs)
SR DU PR 28 77 AR i 24 1 e IR 3R, 78 s 800 B 4
fih X e 2 [ o ) i 24 2 DR B i tet(M) + tet(O) + tet(Q) Al
tet(W)o Herb Dltet(M) i N i W, Tet(M)FEA[F]i 24 B A
R IR 7K T b v B TR IR 2% B 12 6 (AR W] g @ It HGT 3R
A H[23], FAFFNESE[29]. MAhtet(O)IE K] X 42 b4
PRV (7= A AR B 2, SRR A A R L O s B R T
FFARTINE][29], tet(O)IEIRTF AN HERR B T HGTIRAZ 1 1T g

1 s 400 T 0 11 24 3 K mef(A/E) 3 [K 7= 28 1 X 1478
F15TCRIANEEZ4L A HI(14- and 15-membered macrolide
compounds) I Fi i, ZEEF S AWNIAL, 7 5 HmefA
FimefB, 1 243845 1 i BEBR 1A X KPR N BE 28 b kAT
ZIFEIRI BRI, DA 2 BEBR RO N 2 ARBEAT e A o #r, 45
FR IR PUIEBE RIMef(E) 2 [K 7T LA M BE BR B P /K F 5 72 3]
Jiiti ¢ B R RO [30] -

TR FFRA PR 1 s 200 T %o B P 7 A e 2 1 D 7 AT 2
FFnimAMInimB, W 12451 R 3 R 251 [31],
R 1 2 ) FR M PR TR 24 1 eI, L b3S EE
B JRBR . Xie YER[32]0 2 b G838 S LA F A b ke A rh
RT3 TR, B e g R R 7R H60 M AN
FIZRE TS, B PCRAGIN & B T nimBIE R FIAELE . 41X
i 500 T K R P T R R R AEHG T R B A T adk—
BRI HGTHIRAZRNEY). HREEZ N R, T
RN TR Al ke e s N 2o < D A PO e N |
PrAE R 2 A 45 FAPAE— B Il =, XM= R TR
S FAN [T X AR 20 B S L i 22 S 1t S 3, (E 22l
TS o3 oA A FH I B AR R R As YA A i 2 i L R 2, 38
ORI TP, UAHGT A& A Rz 1%

4. W IFRBURBEKTFERERHGT) 5HE
RUUPEREF(ARGS)

WL JE B0 T AR 10 M Aol A A £ S AR 23 A
A FAIRBLIIOC R, HRI> NAL B, 35, 4%, 5.



Science Discovery 2021; 9(5): 255-262

WEANMNMUEE G, Horh 5 2 8 9 B U AH O 40 B A0 4
PRI AR AT R . T URAN R . AR FEE IR . AR
PREARSE[8). A EVEIT R R BT AE B ) M AR E T4
AR ZR T 24 TR R B 77 A, HGTAE ARG AL #5 1 B2 v B 2 40
TEEMO, WA b 2 R B A B AN R )
~FDNA(extracellular DNA,eDNA)f# B B 7 27 J& 1) 41 1 i
IHGTHEAT PR AZ 4 N2 R RIG N, 7] B T BRE 26 Jo 1) 45
RO Jo 0 D0 4 R A I PU A IR B R AR T AR AT 1) 2% A
[23,33]. HOEMIRFFLR, WEEAEN FIHIMGEsK T A
RN 24 1 AE T N ) A% 4 22 OC EE 2 34]

4.1. FiRAMKEPEE (Porphyromonas gingivalis,P.
gingivalis)

7Rk owk ( Porphyromonas gingivalis ,
P.gingivalis) #2517 AWM EEBURE, S5FH KK
JRKZRHEY). P.gingivalis N [/ 5 bk A) 7776 5 OKFEE 8A%
A, PREELE TR R VERT, Ul BH TR PR R) W] RE A7 AE
DNAKTF# R FI#H 4 . Tribble GD4[35]%# @ iX DNATE
Be. MFF. PCRY . SouthernZtAZ. Kkt i Fikialith
LR ARIMR T 84 P.gingivalisFE bk, KIS HEIKGE
i UL A E F LK 255 7 ARGs 1 JFURLFS 72 21K i
B o StuartS¥[36]5 7 1E [ by 4 i HUP. gingivalis B 1
HAT 25 1A 78, 6 13K B AR AT T A R R A
I5 TN OB MR EEAT T L, RIAANHTERGRE
FERIZH A R S KT B AR EE XS54, K IIP.gingivalis B
RIEAAAET V2 FJTHGT . I H I 1 P.gingivalis EAHGT /7 2
HEAT G Mk L HE RIS A M A e, PR AR AR S, M T
PR T2 IR T 2 R

Ardila CMZE[37]5%F 217645112 Wi Ju 18 v 24 A 58 1 i
F BIER R bR AS HEAT B 5% 1 38 i Etest ik il 1 A A X i) 52 75
PR FRE M, B AR R A SRV R M BUR M. AR BN
P.gingivalisf S PG Vb B BUR, XTBT ST AR(24.6%) Bl &5 8
F(21.3%)F1 B RS L (24.6%) I TiT 25 26402, %2235 N,
P.gingivalisifl i HGT 1) 77 2K 5 R A1 4 (044 o (1) 38244 1)
JRHEATAE SR, R HARGE LR TR,

4.2. HNEBEITE (Aggregatibacter

actinomycetemcomitans,A. actinomycetemcomitans)

o & B O£ M BE  ( Aggregatibacter
actinomycetemcomitans, A.actinomycetemcomitans) & 7
B EERRE, THERENTHR

( AggressivePeriodontitis , AGP ) X &R % 1] .
A.actinomycetemcomitans R #& % [HI §T Jif A 253 9 74N i3
B (Wedn 44 va-g) » A3 0 A [R] AL 375 2 5 R g i
AR (Leukotoxin, LTX)AJHZ T 534, A A [l i
T8 AL TA) 1) 22 e ] R 2 i TR 2L v 10 4% A DX 7 7R v 2 TR) 7K
SERERS AR AN A o AN AL R o 23 P ok s D] A R A 25 1 1)
ZE 5, ] e A M B AR BRI DNASE DN A Jo A4 148 A AN [F]
SE[38]. AS[F KA actinomycetemcomitans [ i 24 175
DUAFAEIROR 22 5 o TEXT AT AE ZR i 24 1 et i,
Ding Q#3913 % B bk AT A 2R R A 73 #r, F M I yE AY
FAZIHN 3 R TA I3, TR IAZ I T R H 51
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BRAZ O FE R Ah, AN A R AR DR AT 4R e MR R T AR R R (i By
FEBD il Bl 2R DR TR i B A R 2E R [ W] AR
HGTHIMGEs, iX*MGEsf{itif | A.actinomycetemcomitans
PO JE DR AL 4 o A (7] B ok [R] 26 D] 2R 0 L9728 ) 22 e TR S
7 A.actinomycetemcomitans B Pk [A] [ B8 77 55 514 [39]. R
5 1% 41 A ok [R] Y E 2 $5 B i 4 DN A (extracellular
DNA,eDNA) "3R4 8K I RE I 2 7, 70 N EE 1w AR A
ToREJTB IR, REJJ R PRAESS 18T % LT e DNA, fEEE
TR RDNAS  IRAG A% R AN BT (1 1L [K [407 (4 [R] iF
AR TG ) Z R . TG RE /I R ARAE B AR B R AR E Y,
T B e PURL S HEAT R PR [A] BB A M o e #k[41]. B
SRR MR IR I e DNA BE JFAAE % 57, (H# K 4E THGT,
PHE 7T 24 225 DR P A 4k

S 1 v [T T S e S S S 7 Ry S O
A.actinomycetemcomitansid it [ S8 40 77 AUk At At AT
Tt WA KRB, B R IHERZD
A .actinomycetemcomitans B #4514 22 I B HEEE LN (8] B&
% I 3¢ # & ( clusteredregularly inter-spaced short
palindromic repeat,CRISPR) %% 245, v LART A %52
AAEDNAM TG, S AR AS AR T 205 S A2 T
K% T CRISPRGE RS, T ISR HRCRISPRAN 7
(R G BE T RESZ A, 6o Wk B A4 R SORE (1) R 0l SEBURR, SH 53 K
R A RS, IRk A ® T HGT B9 K 2R [42] .
A.actinomycetemcomitansi@ it & M H IR A AT
(%) [R5 2 2H v LU0 PR B T A SR & B, FRSTE HLAR B
PR A B3 NV [43], Sl B LI AR R T AE
rh i SR I CRISPR M HO NAR IR B A (R ORI E - B9
RN, s R B A ] R Jd i HTCRISPR AR 2K K 3% 40 B 1Y)
PoPEZRGE, V) 4 P 775 R T T A%, A 15 R T AR A 1 s o
SRAEAE, REE T MBS T P B 2 B R A A R i 5
AL [44].

4.3. fBFEIEKE (Tannerella forsythia, T. forsythia)

fEFEHCE (Tannerella forsythia, T.forsythia) & WL+
T B B O R AR S R R s IR R, A
F 370 2 76 BRI S A I JE 98 B3 (PR T B A s Ak
TR0 0T, X T forsythiah Xt A Rl U A= 2 HO N 265 1 10047
TIsE, ZERFRH, 43FKT forsythiarf X 5 it b 2 A5URE,
MXFPIBEPUAR, P&F 82, FAHME R AN R FE B I 24,
30 N25.6% 21.0%F125.6% . RamsZ5 A [45]30 M %2 3
T.forsythiaXy B 2 FEAR P24 1E(15.8%),  HAAARSMIT it
RAE 1 %95 R DY FR 2R [46] A KR A R 2K 145, 47]04T
21

T.fif 25 AL 95 F 3 20 W 17 — Fh & J8 Bk B FE B
Karilysin, %80 LR AR 2R B AR AR A 18 2 N AH R A 2R
H[48, 49]. BT R G KB AT H AL R,
Karilysin [ {H £h 45 ¥ 18 K 1y 18 5 H e 21 T 25 A A= 4 A L
g kAR BRI EEEAK (MMPs) MLk, 5
W FLENY) M B R R FIMMPsBE#20,  1X 3K B Karilysin
FEET. 5 N ReiH Az 34 3 #2 h il HG T 3k 15
K0 B, 8 I AN W gk b 5 A BSOS [F] T B I MMPs ) —
W% %2 45 K 15, [49] . Karilysin A 5% JH % 7 #T B (Bacillus
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anthracis,B.anthracis) 2 i% i) MMPZ & metzincinZ & AL B
I 3E T & 8 B A B (MMP) R g il i, X R Ui T
T.forsythia 5 B.anthracis 57 M B Ak 2 8] 77 7E B DIBK 52, I
ST I AL W) BT 18] AT BEAF-AEHGT[50] o

4.4. HYRZIZHEF (Treponema denticola, T. denticola)

W Y5 % MR JiE 4R (Treponema denticola,T.denticola) /& 5
FRBIRE IR 7 —RIRET FEUR W . €5 NKT
JERR KRR AEREER R, HAEl, T.denticolaXtPg¥f
RRPAERNN OSBRI, AR RY, it
FletBHlermF H Fi 7ET.denticola™ | V2 /3 Aii[51]. B B[]
WMELLE B, 45 3¥ET.denticolay B #k BE 48 4 & A1 1) ermF
R E IR IS HGT 7 B 25 45 35 W BRI 52 Kk [52] . 81T 16S
rRNAKE RN 7 Lex R, il S8 ek 55 . %5
J 99 A% B ) AH S I A2 % 8 i€ 44 (Treponema pedis, T.pedis)
AA LR EE R ARE . AL ThREBE A, IR HAES
HNE EEAREARTEE, £REKE ERCOET, X
PP B R 95. 7% 7 FIARACM I, ALFE OR <1 ()85 0 A OGS
K, XRICANZMEEFEVIFIEERR, HENRKT
PR A7 A (5] — W ol ) 35 DR A4 PP A T 0 1 0 T R A e
FE, X e R A) BE 2 i HGT MR B Ak 0 IX 3R 151
[53, 54]. Seshadri RZ£[55]if i % T.denticoladi [K 41 7 4] i3t
17081, RILT T.denticola5 % BR 1 45 1% 1E 5 18 HEA71E
LR E R AR A R I R X I, B T
T.denticola I 55 R B 5 11 i 40 B ] REAFAE ORI 6 B8, 1X
57~ T T.denticola ] §E 8 I HGT M EoAh 1 i 41 1 3k 5 154 %
Wil . IR A% (phosphorylcholine,ChoP)Z 5 T g i BE IR
(Lipoteichoic acid,LTA)A &, MEBEEEIR(LTARR T 5
ME AR, ERBIEMZEE S, Hik, CHOPAMY
Xob -4 B B () T i 2 e B L [56], i ELVE e bR i3k 1 R ik
X FB- N BRI i 254 . AT 2 ST i 7T 45 R
# B, T.denticola A5 — S MAFMIBEFEIHAR & K& 12 . %
AR Ui G A 25 K] PR Tl TR L B I TR R AR AE T IR
TREAATE PN 1) DL B 55 MR Jie AR AH S IR L3 W 1 B o 7 X 42 1
CHOPA B [1) Cpt: K S5 141 37 5 3 T BH , 5 W T A4k
A B B A T T P R Tl R e B8 I IR R MR AZ T
AR BT HGTIRR 1. 5L ) — TN T.denticola ) 3
R TR T — N KIS T R[58], X2AfEHE
2 B AR AT AN R IR 56— NS F, T EE
THEARMIR. B RIEMEIEPA R 253 B
K AHGTHI B AR SR AR, %A T 78I ¥ 1 T.denticola
AL RE LA R Ui LR (e

4.5. ZEFTKE (Enterococcus faecalis , E. faecalis)

FHFRF (Enterococcus faecalis , E.faecalis) iT )L+
SR OB A SR B i G 1) B2 1 R AR [49, 50].
E.faecalis 9 A8 L IEH BRE TR — 52 [59],  E.faecalis
RITEMEIA P T BRI gl A B, AR AESRAE T B 46 Fh
T A JE) L 26 RITAR 2 ) 98 S5 DL 28 LI Fh R I 1 % 40 B
[60, 61]. E.faecalis ¥ 523d B /) FHEPT 758, w52 PU 3
. FIEER. KRERFZMPAER, Tgk, E

K, T PO KPR ek R B0 R R DR A e sk P

E.faecalisfiA: R 25 AW IG5, R IUXT 1 20 M — BUBE 1
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