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[ Abstract] Dental caries is the local destruction of hard tooth tissue caused by acidic byproducts generated by
cariogenic bacteria, primarily Streptococcus mutans, which ferment free sugars in the presence of host factors, dietary
components, and environmental conditions. A main feature of dental caries is the formation of dental plaque biofilm,
which significantly improves the resistance of bacteria to drugs and host immunity. Traditional anti-caries drugs mainly
exert anti-biofilm functions indirectly through antibacterial activities. However, they tend to interfere with the symbiotic
microbiota while inhibiting cariogenic bacteria, which may cause imbalance within the oral microbial system. With
increasing attention paid to the homeostasis of oral microbiota, new types of anti-caries drugs have been developed, such
as natural extracts, artificially synthesized small molecules, and oligonucleotides. They act on key targets to inhibit the
formation of biofilm substrates or regulate the interactions between oral microorganisms, thereby efficiently inhibiting
biofilm formation. These drugs do not have bactericidal effects. Nevertheless, they exert indirect antimicrobial effects by
interfering with biofilm substrate formation or microbial interactions. The optimization of delivery carriers, combination
drug therapy, and biomimetic design further enhance the efficacy of these new types of anti-caries drugs. This article
provides a review of the prevention and treatment principles and key targets of dental plaque biofilm. We also discussed
the types, mechanisms of action, and development trends of relevant drugs.
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1 FEHEYERR RS

DA TR A 1 1) | S [] L 2R 35 v 14 A B AR G
PR R RRAIE e B I6 B A, BRAA TR A R A7 AR 22 Sk
A= WA Il M P A X ) 2 P 2 1 g
3 AT O il HE B b 52 AR R, B e i 412U
W KA B R GRS RIME&, Hefs H gn EE e
BRI o 25 PRV R RN X L,
YRR A RBEH AV, KA T DR N, T H R 25
RGP R B Z R LERRE 1 00 A S P SRS, OF
2578 ERBEIIRE XM BT . L, 25 7E i T
AW AT P [ Ao 77 A S 2 A P, mT R i i 1
TR 2SR A, HETTEIJRAR B Can o BEAR AR . 2 Al
)55 A BB CUn g AR . L) B XU ™ . BR A
JEIREE, AR Z AL 28 B B AATERUE S RS, 6
B RIE" | I, AR YR SSBR B B A ELEs S
i LA MEZ AL . R, HYUNSE R 5246 AR PR
TSR AT RE T PRBI Ay MG GE BT 2R A i 2
P, 52 2% B TRAE R s ) 0 AR EL A Pt 5l 1 GRS 52
P AR T BRI AR U R TR R, 22 B R a) AR
Y fige 0 R BERCE W AT, TIRCR AN . AR A=
PR SAR SR B IR T SR WG, 0 A AR DT B A P A () P 442
PUA WA R L W L I, AT LA SRS T AR BR 0 A 3%,
IFREARRIEH]

2 FEBEMERREXEES

PR ZS BTG B N 4G &, RHEAE T A BRI HIfE
AT RO 2F T BRELE W MBI 1, ]I X 00 T A A A

AR5 i P9 AR S R A, DA I R 0 ) A R R A ) TR A A
Ko AEYIBERIE Mo — A sh A FE, A5 A
PERYERE , UGS AT 30 B B2 2R | AR W B %) J s AN A 7
B4 R 5 P AL, T T 2 TR R A P R P B B TR
TR TP A A A I B A S B . AR BEAh 2
WS A TR BREAE W 1Y) 2 1, At 2 14 3 T 22 o 11 S
WAEY R R, IR AE YRR E Y S5 T o AR AR
H: R (glucosyltransferases, Gtfs) 71 55 A 55 ZE AR I EPS
HeJgt, RPN (dextranase, DexA ) 7K ff . B A1 H YA
RvE, HEEUERE T . AR5 EH (glucan-bind
proteins, GBPs )il it 57 RbELE &, 2 SEPSHRIM . 1t
A1, 2R R) AR ELVE P, 49 AR IR R, A5 e A TR B A
YIERIE L
2.1 Gtfs

GtfsJe 728 5 BERK TR A= YY) 5 10 DG HE il 5 R ik
PERES AR AR A I A = Giffi (GtfB. GtfCHl
GtfD), 43l i gtfB. gtfCRIgtfDEEH gmtith, Hopk i 5 ik
KA, (BAEDIRE B ARSE, FOK M (Gtfs
PR —JEC ) ) 53 e FO ok 2 W R SR, 30 e W R o
PN RIER &Y, B EPS, MR A Y528, 4t
AR A T S 18 FE et 2t . Ak, GifsTER
SHEERRTA S A A L R L (A SRR ) 91 R
AEUAS 2 B RS R B VR R o TR R eSS
SRIKP i gefs B R B FR38 | FEARGfs il 1% 14 53 41
GtisZH A1 53-8, T I/ W R WO R IR B 2 e
2.2 DexA

A RS A PR DA EPS I 221847, 43 R /K PR A
%k (water soluble glucan, WSG) FITE 7K 7 P 7 5 b
(water insoluble glucan, WIG) . WIGZ5# ha-1,3-HH
R, ARG TR, KB R, MELARE G BR, 7R 4= PIRIE B
DA B i 7 A v R AR FEAE Y, Dex A dex A A 4
1, VERITWSGEEH il a-1,6- W74, (R WSG 2 2F
LN 2 ZWETE M P B O R B (dextran
glucosidase , DexB) At Ry #ig 4, AR HHERE, [ 52
WIGHAEXS & i . A MR 1Y 1E 3 38, 4EHF WIS
WSGHI AE, A R T Sl 3R 58 09 77 A= o A DFoe i) gt
dexAKEDR BRAR: 78 S 4 R TR 2 AR A9, AH 22 B iR LA
7R, dexABRBATRIEAS TE R, (6] I X 20 B8 A= < A p HAEL
AT SE , e A RN P BR B 1 SR 32 35w, i
FHAAHE H - Sl T 58 WL S dex AR TR - M S 7, & BT
TRFRI A= Wy R R AT, B08 A BRIE 250800, A= W R o fin g
PAFNZ AL, A BN . [, WSGHY R i w2, ik
1717 SRR 2 W A PR, 70 S B K T 5 = B B, Bl g
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2.3 GBPs

GBPsZ: 5 EL B IcHE | feSEA i i SR 46, A B T4F
YIRS AIE B2 K4 & B % B[] 432 Gbp A . GbpB.
GbpCHIGbpD. GbpA MR IEA Ui 5 Gtes i A MR 45 A 35
PR B A i B A [RIRE, A Bl T o 28 S R AT 1) %5 B
FUREB T . GbpCZ 517 578 S BEBR IR AR, 1y iR A% S
BRI RS RSO T . Gbps SgtfstFih A 5, 584k
RUALL, GbpBHIGbpCHILR: 7 i) gtfBIE PR e 1k K - FAAIR
22 LYNCHAF N 221> gbp sk R i 2k 11
S SR ER R SRR, R BB A 57 bk 5 BT A R BRI AR L
AR EETC ] 1 22 5, AR W IBEIE i s2 3 S 4
2.4 ComABCDE#F

PR BN RGE 2 B A 55007 “ B3 S50 A 0
20 TR 20 I [RS8 A R 4L, RERS IR SN AL A A RE IR A 1 L %
JESEIN . RS AE AL, AR AR FE S, )
BT AR A L, 5 sl Z R 3RaA, JE i fIE A Y B
B REA ANEIE 8 PR RS EE . W TR S aE K
W, Com ABCDE J& H B 1A 8 N (1 ¢k 43 1 il an,
ComAJE & A MEFZ5#38 (peptidase domain, PEP) A
ATPZS & &1, TTH A 175 5 I 2% 2] 40 i
PEPX} T AN 55 1 A 2 oCH 28, ARl —
FP A 25 T IO 1A S WA I PEPTR M, DAREARAR 545
BRUA AR BN , S T30 ] A BT B, 10 %o 8 R A L
P ICAm I E R,
2.5 HtiEEEs

b FIREE IAb, Gfstlh 52 207014, Blanss — (5
BRI ER™Y . WA 5F S 15 2 R G VicRK, CovR,
CiaHRMILiaRSZAH &4 F12 . PAxR” Hllcas3®1%5 . SR 1M,
X T F S A P TR F A [ BsF, XoF 40 1 A 4 ELA 0
TER B IRISE R o (8] 20TV i RO 2 it o0 19115 240 77 A PN VieR
HIBERR AR, 52 4 A1 1) A RN 93 24, A — S R R AR
FH s PAxRAE 41 T 19 4k £E 2 B6 1A 12 B, %o R 114 Tif
AR, SRS A AR AE R . PR, X SE 5
FUBOE LATEAN A IS PR I A B2 T 4908 26 0 PRy A 18

3 ETESHBEISHNETRERE
A YRR TS R 0 R

TG AL S AR IR E RE A4 [ A BOET R
fE, X R . BRI E | A5l T2
PEL, A BRI 25 WA R A B BR R A 2F T A= W)
JEEA R T5 TR B RE . AN 2GR AR SR DT 1) S Fh R
SRAR I S N A5 1 L e R LA AN W e o L

A IR PR A, ELRERS R /8 K P A T 2 4R 1
EGH
3.1 fREAY

TGRS BT R 259, B C g . e, a4k
PSRBT )RR A A DT A MRS T, R R 2R K 2 3
S A e AR A W P ) £ B, S 25 W E L R 4
SR PUAE M EAE T . UK (antimicrobial peptides,
AMPs) A YIR N 287557 A i HA DU RE PR TR 2
JIKMI I, 3 H BAT PO TR L AN G R 2 A A
PGPS, C NG E R . AT e TR
SR AMPsTERE S N T AR = vk i 3> 22 D Re Pk, 1 it
WL PUEPRE, iR e DG S, EAEENAR
T2 AMPs b & B 22 Fh LT AR WD IBEAILARN ™, 491 A LL-3741)
) 240 T 1 R SR BT RE AL 1 03740 ) A= W BT U DG HE R
(34 | nisin AT YUAN T A= IR HLAL . G3FEAH C B i
AW ST, AMPsZE 25 BT RHIL i) 8 6 FL A )
TE AP AR 7 F e 2 P S T SR AR T, B R
AT S Y BRAUR 9 AMPs, 0 #7630k B
Jo 7 AL R AR T AE DT AE MU IR 0, B0 a5 /N0 BT R 52
(minimum inhibitory concentration, MIC) ik Fie/NMEY)
N ¥ ¥ (minimal biofilm inhibitory concentration,
MBIC)", PRI e S B — AU AE MU IR RE . 26T 1
IR, SN B BREA VIR R 2500 BAT A P>

YU AR SERE, T2 L) APUR T T St Y
e,
3.2 RHAREW

A 2155 R AR ) Ak B AR S e R, e B
FERARMRIE T (< 0.5 pg/uL) BV Al @ F M HI EPS & il A=
PRSI 1, VR RIBLR (45410 ] gt BCD AN Com DERY & (K %
ik BEIRGHBCDRIBEIGE . LAk, % T (< 0.5 pg/pl)
AR 240 A A TG AR, [ Pk A A e 24 i
RAW I FEE F1 JSOE A B HOK B AT 1) AR W A 2%
PEo SRR IR SL O A4 O T I 5 22 PR A . e,
ANTRIZE TSR B A U E HISCRANR T . 0 Ay 2725 fd
FH R 28 JEEA D4 I A REA N 53 Ak B SR BR A, AR
HAELS pg/mLk T RERS M S EPSHIFLER A A A, {H )i
FEEBTREAE M, HEIMICH30 pg/mL, MBC 460 pg/mL,
SEXE ASE SR BT R BT o A, SR BT ik
B, 0 L3R R 25 RAR U R RE AL AR 502 AR 1L
SF BT, e LA B R A A A S o0 B AR IR,
MELATIIN = 235 P o RE R MUBLA A7

HA LT R ARSI TR W o, AL v 4 I B 4l
Wy BT RAT AR By | S5A I E | AT A R
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YR I DS & N =T 2 W o s By L YN R R 7
U RAL G . BB R 500 pg/mLis i AT )
il 50% 14 A P IETE B, (HRSE A i AR . IR B
LS A= I AR T v, A B A D B R gt fC T 8 T
ZJFEM1/39, gbpB N ZEJFRAI1/63, [FEF, FEMEEMK
R B PR P UK BAE 28 7R TR Ui A0 B Hp 2R TR R A, AR
PIRSIE BU R IE R B> (e R — RN A A 4
SR R O AR B 2 B B S, W DLEAN
M 25 S R TR % P R T4 T I A BT i, LIA0 5
PEBOGHRE LR AR WAOUER, 26 M R R 2 400 pg/mLLA
T, AR SRR TR 24 AR A BB JEE B I 1 A R T T v
R, e R E S IR AL A 1/3 42475 RT-PCRINSE,
P e A A 50 S R TR 1 22 P U R ) IR T R
IRIKOF T B, M R TR B 400 pg/mLI, gtfCRikK
SETRREE R #I6.5%, comDEFITR/KET B EJE K /Y
11.9%. SR, FE) RAR A FE A R B 2%, — PP i)
FE BB 38 H o 22 Fh oAl fh 4 ) S 21 B, 3 — S e
B RNE Bl R N SRt 3% ), H AR 25 BA ML
3.3 AIEB/NGFEHY

INGY T RN T NN 53§ AE 1 000 LA 1Y
AHUEEY) . SRR L, B o — | 5
. BIVEHEE D VEH @R . Mazinc, SClfinderds
THANLEAE PE by, RIS e 1 5 H 8 B B s B
/N 25, 08 BA S TURCR

BN, 45275 e 0B P G431 90 J AL 4 rh i
TEARAFIIFL | IIC555E0G AR, FLRBE 25 & Gtfsiy i
PEOL A M A P, ZEART20 pMIFR ik B2 [l P B g
I 50% 1 Gtesih P B A S MR A: pi i, HAE200 uMifk
J3 DL X 200 P A A TG B A1 ) 2B P T RS
ot S e (i TIOR3 I e b 00 5w N
A2 R R R G 164 514FME A W T =K
i1, e 8 i 6FP AL A W AR AN e i 240 P AE K R T
b 2 P A S AR S B ER TR A W R i, HLAE R AL R 45
A com AR PEPH-M G £ FI G2 ARk, DI BELASHEE A
34 BREBEAY

SERH R W AR KT 30 M R LA 1) S PABERS
R, BT 0L B AN R 5 DNA . mRNA S Fi 4
mRNAFCXT, 33 5 TR . AT RN AN H ALK, 76
FE R IR 73 5 Ja A P AR TR E R o ATAR PR M S0
Ly 51, PRI B 0 S T | R R SR A g, HATR
PlAAAE MR AR B ARSI 1 A AT O i S A% 2 1) Pk
e ftefbA =, Blan, i CSEAT IR (antisense

oligonucleotides, ASOs) 5k T 4% 2 J¥* 51 K S 11k 15 L Jk [A]
DNAZmRNAZS & IITAHIHIIEE . ©A ks, 5
T gtfBCD. gbpB. ftf 5K IA 1 VicKE H 455 75
TGTWAHNNNNNTGTWAH(HHFWHAT, HAA,
TE(C), i #[H145 & gtfBCD., gbpB. ftffl 5 sl FAR5F P
G X I LT IR TSI DTWACANNNNDTAACA
(HHDHA. GET, WHASKT), REGE LA M0 AE SR
HATF B E R (< 750 nmol/L), 3% F#HgtfBCD,
gbpB. ffFEIR AR, BETTI8 /D EPSHAFRAIEERE, 9
il A= T

4 BrbEZSYI N B SR

SRS R BI 6 245 ) 8 R BRAR S i o, (R 1 s i A A
RGN I A S 2 ) B U R ) R 5 R &R ATl 2940
KL BINE RN o 56T 2540366 26 2 AR S5 SR m v Ak R
AW SEBRAE FOCR, 32 i R T fE
4.1 ZHYNEEFME

WHTFTIR, BRI T2 ST IR S HA
ST AR R O3 (B B e = 20 TR 1) M, AE
B 3 6 AR BT, A 11 A2 2% 1) 22 TR R R 55 v ufe
DA AR S B R TR S5 B0 PR BSR40 PR RO
A REAZ B BRI, 41 40 SEAZ T Rl 07 AT, 5 240 TR M BEEAH
HEF o /NS (~ 10 nm) 254738 26 280K AT S B4 TR 254
%, I ATDNA U i A 2 F DN A BLEE [ 2268 s A0 /N
SPREZRGOR PRI, CUESEN T AR SRR A . AR Aok
JRLA . 4 0 (R 25 K TR 45 22 208 1 s A T LA 12302 90% Y
POt H B B TR A 5 | T B S I
Bk 5 LEATIRE Z K250, sk,
DN A DU T A< B A8 i A% R 1 T A LA S LS i P, 51
M5 AS 141135 Fe A LSS [i) fih e 4 i 2 1A A9 AR 18
Apt023E it 1A LASE ) Ay e 200 A 3 i 1) i 9 B AR R
SRS O 2 G AR S R A A3 AR 5, 4o n
SMa#G11-5(ATACATCTTAAGTCTCGTGGGGGGAGGG
GGGGTTGGTGGGCTTT), H AT ik — LMK DNAPY [
AR BRI i) P, ST ) 1 24 %

42 AYBEERT

WA, A BT CAE A W IR TR b BT RE, SR
T 2 A A IR He A . A el HAT AR
Rt 68 1 1 AMIPS 2590, 61l AN G3 1 45 45 A= W AL o v 1)
DN AR HBE IR SR e 25 44, LA PUAR A s, 25
JEEIAMPs F S (50w MEREMELL 58 2 AR, 4 AMPs 5 /)N
G2 AEIG R, I 2 L s R 2
2 S5 A BT , T 6 S AR P S T B 5 I e R BT



EXE QTR R 5 HE T A AN O R B 2 1) A8 5 B BR T R W 1A 2 Mt T P 1601

o T A EARE R, Q0 N A ARG S SR TP AL ],
XImRNAREAR . BIERCR . AR AT B
PAZERGER (2 B, 2R AR A AN 58 4 B R i 3
HZIRIKOF, B BE DR Rk LA RS, 7T BB HI 55 2L
1B A B— KRR A SE PRI TR . B S RaE,
Gtfs/IN>FH 37 b FRAR SEAEER T S, B SR REASIN T A= 4
JRTE S AN S0 7 7, (1 R 5| L gt/ BCD R ik K AR A%
PEFFE . FEZG i i BRI DB, B 2 3t i
SR, TEHEDR /2R UK BB I I HE 443 (AN Gfs) 1 2F
B G, A AR R KRR E L I T 2 A 1 T AE L
SRS LIRL
4.3 FEHWIET

R SR 2 2005 11 P B 2 A0 4 S A4 10 S SR 5, A7 AE R
SRBUAE W43, 30 S R B AR M A B X S
5RO R B RGN AR, AR A 2 P, S S
%, WO AR 250t W B A MR e
2R 5T, AR R A A Y 22 5 25 WMUC5B(MG1) #
MUC7(MG2)FiZs. FhEFAMUCTEAXT 3 /NG k)
JT, KA, A BUBEVE R 258 FIMUCSBAAZE T Rl
NI B 2R ST, B A 14 0 2 1 1 I R TS B A
ERE

TEREE FAMUCSBH R TERE R I BLO- M X — W2
BEMEER . CHESS5ESHS . MRS RE. &
P15 R 2 A 3 A ) s, T L3 S T A SRR A 6 3
comCHl comE&F A FRIR, EFSHIEH AR KA TE 5Bk 1 45
FUB AR TTHET, B0 HE PRI I, 38 R LA ) A S A ek
P S R4, 8 S TARAR DU 25 1, WURER
B, F RS TRRE B AE M ARG 2R S A AR BE 3%, R TR
o I S B A G, A AR SRR A A
BR3P AR 3, e b Y S X BRI S A AT T,
TR RETE20 K Y BUEERR T . 5 SR BR 0 AN ZLAF R A5 B
S A ROIRAS o PRI, AR 1 SRR S R T R
JEE TR IS AR, ST 2 RPN R LA, T A 35 T 1
AR 2R E R

28 BRI, SR RS OE B | ST TR B A
T B R 8 5 A RIS L T X EPS I B L K 4 1 1) 4
VEF BT, 47 SRR AR 3 K AR I AEER TR A AT T,
PRI O R R G RRRAS, SCE0 2 R B AL A B
EIRORHER 1 o 2 KR . N T A BN 254
SEAZAT TR SR R 2RI & M8l DAL 25k ik Ak . 25
a5 AR VTR I O s, AT SR — 54 S A
S A A 5 R, T A B T 4038 e R
Ak,

* * *

EERBEN  REE ST SO BAR S % WA RS
&, WA 1 5T IE 0T . DRSS I AR S 1, EARZAS S ST ot ik
BAFRIES SR, XIE AR AT PSR, DRl H AR Pty
T B S TTRLE AN R S A SR A 1 B AR R AR SR
SEEAT, ELXP R B R R BRRA AT I 22 i, I R B TAR T A 7
T
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