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Roles of signaling moleculesin biofilm for mation
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Abstract: Bacterial biofilm refers to a tunicate-like biological group composed of polysaccharide, protein and nucleic acid
secreted by bacteria on the surface of the mucous membrane or biological material. The biofilm formation is a major cause of
chronic infections. Bacteria could produce some secondary metabolites during the growth and reproduction. Some of them act
as signaling molecules allowing bacteria to communicate and regulate many important physiological behaviors at multiple-cell
level, such as bioluminescence, biofilm formation, motility and lifestyles. Usually, these signal molecules play an important
role in the formation of bacterial biofilm. We review here the effects of related signal molecules of Quorum Sensing, cyclic
diguanylate, Two-Component Systems and SRNA on the biofilm formation. Focusing on these regulation mechanism of signal
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molecules in the process of biofilm formation is necessary for the prevention and treatment of some chronic diseases.

Keywords. biofilm, signaling molecules, quorum sensing, sSRNA, c-di-GMP
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Fig. 1 Regulatory mechanism of QS, c-di-GMP, two component system and sRNA signaling molecules on biofilm

formation™.
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1 BEREA% Q9 HAGEAT

20 42 70 4R, Hasting 2505 1w v £
IR 40T 2% G Mibrio fisheri FIM 4k GO
Vibrio harveyi & YEHLEIFATE, 8- TUHE S
YR AR AR AE(S B AT o X Fh 2 e o | B
A A5 5 5 F AT 28 TR DR BRI T Ry 1 3 FR PR
KB . BT AR MR T8 B IR A
KWES T, W N-Bfbm 22 2R MR (N-Acyl
homosarine lactones, AHL) . HiAS$£ /K (Autoinducing
peptide, AIP) . A% 54> F I (Autoinducer-2, Al-2)
B 54> F (Diffusible signal factor, DSF)
45, RICLLAIP, AHL # AL-2 3% 3 FBiF5E HLE )
Z W) QSAE5 /T A, A HIEE BF ¥ B A AH
KL
1.1 BiFES %A (Autoinducing peptide, AlP)

AIP EHE AP MERE BB RES S
¥, BZH5MEMAGEERN QS FEAF-
H RO T84 22 YRR AIP 5520 FRIFR R £ 1
S AR B, LR R L R B s A R
(Accessory generegulator, agr), fEr= A U 1)
HS0TNAFETY (AIP). agr & RNA 11F
RNA TN Skl i, HIRsh 740 32 P2
M P3, RNA Il %% ®HELTS agrD. agrB. agrC
il agrA 4 DEER Y agr #2901, RNA T # SEAE
& agr RGNS F, HihS o-WE MR M 8-FE R
435 SN 1. agrB Fil agrD =412 5 AIP 1774
agrA f1 agrC FEH 4wl 1) 8 1 B i — A~ W4 43
Z4: (Two component system, TCS), AgrC jZ&x{
Hor REMEN BN, REZSG AIP, JFBERR LI
W AQrA, JE R AgrA 5 P2 Fil P3 254 T S
RNA I 1 RNA [ %E 5% R, TE A0y agr vl i
— R AIP BYERIL, XT agr BY B IS LG )
&S ORMER

RIEMFFR R, agr /0 I HER 3 B2 B R 40
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X IR BF B A BT S EE s, H
B LIS BFAE T IE BEWIIG R /R
agr ] LA RV EEZE. (Phenol-soluble modulins,
PSMs) F1 8 i 09 2635, AT 2F /5 01 41 il 5
BF w2 @l WRoiviie s 4 O A BRI A BF
RETSHOMWEIRE agr WA, FHER
I B FE I KRG agr W, T BF RS4RI
L agr KL, XKW agr KRGS T BF Y
7% agr i AT L) 3@ 1 R R0 [ #E E (Autolysin
E, AtIE) %5 BF WIHIIE A SCRL B 4 1 TE
BT BF, Dai 215 i 7 A= 2 Bz 4 4 Bk
W5 agr RAFMIE B BF BE S XF LL A B, agr RAF
FRTE W B L1 BF, 1 agr Fil AtIE X275 bk BF
RN RE A2, TE agr RAERRT, AtE ik
WO, WAE agr 5 AUE WS ILFRA
AHE KI5 LRI, agr 2828 HRE LN ALE 11
PR, NITINSR 40 B AP ia RG T 2 g, ffF BF
T FSCRE ) 5

12 N-EtitSL&EEEABE (N-acyl homoserine
lactones, AHL)

M550 F AHL /- 21 QS R4t, &2
PEWEANEITGE F, BRI 24 51
Tite, WMEEHEFH7EM BF B, H2H
PER Y QS RGN Luxl/LuxR A HIET R
%, HAG55 17 AHL, 7E LuxI/LuxR ¥4 % 2%
t, Luxt BUEE DT A AHL 205 R0, T
LuxR AU U 7 B30 AHL 23 F Y3214

AHL 73 F s BT, JisE 0+ (481
BlsiF) AT LA A B R A, KBRS
(1012 Mk ) 5 % 3 2l i i i 4 B
AHL o 41 A T H00 40 R L5 A B A
WHE, AHL s Pk Aifiss &5 LuxR
ZREA L, #IE LuxR E A IFIE M R-AHL &4
1, b5 R-AHL & &5 H B B0E 10 5 A7
SHER RS, wEmss2m. &R 5 &



REH FES9FEEEEEMRER RIS FHE

PEIREL A o A SR AR R TR A BRTE LR B 5
hithAk . B, HIE K3 BRI A 4 AHL {5
ST 5 A BRI R BT B A BRY BiF 5 &
B, ST PAOL 2R (NEEF=/: AHL)
e R BF i~F-. #8, AN L@ AHL {5540+
Ja . NI R AR BRI R MR [ A S5y . S
Fife i B IFSE T AHL 1R SR BEA  BF
B b B e . R 2 H0E 2 I i
D N I ol Rt
Luxl/LuxR B HiES RS, WITHE . REHRE
v TR AT o E 7 2 R ah, e
fiTH Luxl/LuxR % A {KiES 2 g A2 ax
R AR AN A Lux]) 8 HA AHL 5 ,
SR, BEfITA LuxR FKIRE AT, AR Lt
AHL 43+, M4,

1.3 BIESYI (Al-2)

B LuxS/AI-2 /B RFIARIER N RS 2 fE1E
T PP A S B R R, A5 Al-2
BN A A L A 5 0 AL-2 B 4
luxS JEH gt iy LuxS & AR AL ER, 408
FEALIR) AL-2 S U6 E A LA IR B A0 i ) o3 24
HA%E, MEANY AL-2 MR BE LSRR N, 4 Al-2
VA R T 1 1 (I 0 T S R SR L AL-2 {55
T e B o LR R AN B R T, A
— FRY I RGEAE S QSHHICHY LA B Kk,
U BF (T8 RN EE g 9 725 A g e st

AR — HEU) TREEEKE  (Sreptococcus
suis, SS) LuxS/AI-2 QS ZG MY, FIH R E
ZH PR A T S BEBR T 2 Y luxS R Bl e bk . B
AR R Rk bR, WFIY R BB BRASRE 7 2R AL-2
E90 7, T luxS it FikE Al-2 (5597
AR IR N, B luxS FEFIXT SS /) BF
(T B A T 5 SR, Rk AR R
BEREAOBE 1A — e i, Bl 3% 6 [ 38 o i 484
e AMEVR I 0-2 pmol/L 1 Al-2 4 F-RES
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FHAIN SS AE MR B, TR IN 2-15 pmol /L
1 Al-2 53 F 5 A= P09k B Y B RE g sz 24, Ab
VRGN A1-253FRE 2 248 = luxSHELIR Bk 16 4 P
T R RE 1T BFSE R B SS e 4N B 4 R 13
AN AL-2 15543 T Ve B L AE R TR i, et
AR AR IR B 5 K, Ao A A T R s sl
X UL SS RER AN Al-2 i EHIN, 40N AEAE
Al-2 BEEBHLHI AN S Z 856 2R E A . A
[V E Al-2 437 LLB 2 58 & 8 1 6] eps2.sly
Ml mrp B3k, T ef . fbps Fl gapdh K& H k4D
A—E TN, A2 550 Tl figdl it 52 R E
145 6 R PR AH DG SE R () 3R T 52 BF BT B o
PRI M T S 4 BR 1A LuxS 8 11 S A = 4
IREEH, RINLFIRA 45 1 A T 80 £ 87 fif
FRMR R T IR bR A4S, i SRk
B 2 AN S SR 1) 28 A8 X LR W 4 4 R ) i L BE
NAEBIFEW, TS HEER A Al-2 1Y)77 R
BF HITE i fig /119,

2 F-BHH (c-di-GMP)

INGTFHETER c-di-GMP 241 B 3% 3 £7 78
FIEE A5, B BF RITESALE 3 D)z
YER M A5 54 F e 5 EEAE A, kA
AYRBIRT 2. MR EMR, B
S D A ) A 0 T 2, DT R R D AR 1 A A
W57 o 3 B TR A= T 7 R 4 52 c-di-GMP 7E 4t il
PN B B R, KA c-di-GMP REAE k4l iz
I Bk, BHKE c-di-GMP FE 3 H 4 20 i
R B DRI B4 77 A R A0 R S5 26 43 B, (o 2
ORI A M s A= MR R I, AT BF Y
TR c-di-GM P 75 41 i P 14 ¥ 57 19 i il £
. SHFIRMHALEE (DGCs), & GGDEF 454
WisrF GTP 4 i c-di-GMP; # iz —fisfiff (PDES),
£ —/> EAL 5 HD-GY P45 s, il [ f# c-d-GMP,
HA EAL Z5F 50 BEER — IR BEKr c-di-GM P [ fif
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NENER “H R pGpG, HD-GYP &ifiydfife
c-di-GMP [ NP 4311 GMP 43, Ioh, ik
YoE W T ZFhE R 57 GGDEF Ml EAL 45 #4381
5 [ e IR c-di-GMP (4 BRI R 20
c-di-GMP JA¥E BF J& A i) H B A T2 i A 4%
— SRR F B Psl. Pel . R R ER M4 20 |
FERE I ZE CdrA FIIVEL B B 194 R 230
VFZ W58 £W, c-di-GM P 7E 41 i P vk B 1 A8 1k 43
TEPEREE BF JE R AL

MR LA B ST BF AOBEEIAEY) . BIFSE
FW, c-di-GMP REME P57 23 M5 PRI 1 Fp ) 2 ik
M= VAR B WA RKRE T HA
c-di-GMP 55 B (1) 23 111 5T PilZ Fl FimX Ay 4%,
AN, FRORE B M A A2 E) c-di-GMP (15122
CupA YA T H A5 GGDEF 5 c-di-GMP 4
FAE 3R 11 WspR. MorA #1 PA1120%°, PDE
RocR #iF £ 5 T CupB F1 CupC B &M 4L,
PDE PviR %5 T CupD B £ M4 22, 1bsh,
CupA EHHE 25 SDSES M A SR, XH
PeF i SiaD DGC 451 c-di-GM P 76 2l i py 48
(K. BEAh, REEH CdrA EHEIE I RE A4
WRAT R A4S &4 Psl 285 1, c-di-GMP 7E§% 5%
KA IE R R 1 CdrA (19774

R &P, c-di-GMP iR REMEE psl ZHEIE R
(%% 528 4 RsmA ARk SRNA RsmY Fl RsmZ
Brict, KB psl (FRBHEL RsmA HEH psl
MRNA (25 A T FE 5% S AT o Irie Z54f
i Psl ZMEfgiE T SiaD F1 SadC DGCs Hil i
c-di-GMP 194 12", c-di-GMP ¥ i (1 T 5 23 11
HE Psl 215 ) A5 A BF 28 5 b oA 20 43 7 e Ay 34
hne MaAh 205 AT DL ok e S P 0% 1F S0 7 i
it BF MTE K, X AT BB X I D0 200 17 I o 6 AT
) BF A8 —@ I ER . SRRk 2R R T
P B L D 4 D06 ) A0 L 9 22 W RN 2 BERG B IR, 2
H %, BF B EZ RSy, c-di-GMP REfS 51/ N #iR
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ARG —FR A 1 S E R Algad I EE I PilZ
FHES A, T IE PR S Eh ™ A . Pel ZHE0 6
BUAE e SRR RHIE J5 7K P #8523 c-di-GMP [ 37,
Xof ] 2o I P B R Y A T TR R B2 wspF SRR (L
HIHE c-di-GMP KE-HIREST) AT RIS 51 43
PrWITE wspF 2878 Arh pel J[A] ) 5% s KP4
fn. Mesh, BRI c-di-GMP i A FleQ
Zhdy, RS pel KL A5 720 Pel ZHE4 A
TEBIPE S A3 c-di-GMP 5 PelD & 1454
17T 38375 21

KPR EY, c-di-GMP 2 544 &1k e i
AE g R e 1305 R P S e A O R U
FRHAE—EFLE 23 c-di-GMP [T, HiEk
JE /Y c-di-GMP AR A B 43U R G2 A T3 Y431 T6,
c-di-GMP X S REH ST BF AT AL EAT P8 157

3 W#4p%% (Two component system,
TCS) 5 sRNA

WS RS (TCS) & QS RGO,
TCS Z 5= W Z A EH LY Oi6e, G
ta RrR g, an A K AE R A I ET
fyFik . Btk K 251k 5P TCS Hy A 43
B LT R R 2 A R WA (Histidine
protein kinases, HPK) BI* 3z {4 Fl{ 40 i i o
B89 M (Regulatory protein, RR) Bji“ i $
T HPK RBIESZ M AN EW (5 5 FEREE A5 1F 1
WOT R AR, 5 ¥ W R 5L D56 7 25 ORI
1) RR RSP R A 2Rk 3 I, BRIl RR %%
WG, PTG SRR AT LSS A e A2 A I N
i+ b, SRR AR,

TEA SRR AN, BATC 2% € 1) 60 ZHh
W FRG, Hrp Gac RGN IERIRAN,
ERIE T HRAME PR, B RS s
i GacS (HPK) R B IH 154 GacA (RR) 41
B, GasS HA —A> B sl R b i Or <1 2H = iR ik
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BE, BOE R B R Sk A Be i B B SLAE I 1
GacA I, 50 RsmZ 1 RsmY P~ sRNA [1)4%
%X P4 SRNA BE45 & 7E CrA [Al %) RsmA
b, Wi RsmA HEFIIIEE. RsmA JE—4>
2R PR SRR, AT QS. MLAk AN
A5 Bl A [ $ 3 DR 1) 26 18 DA T B2 ) B (998 BB
S TEAR SR AR R B v LS E T —A CorA [
Z% RsmF, RsmF (tHL#K RsmN) J&—Fh5
mRNA 54 1%EH, 5 RsmA A2 LFEMSE A
AR, 4% RsmY Hl RsmZ, 4X1 5 RsmA A,
RsmF 5ix 46 sSRNA (145G 2% F1 1 B B 3K . 55—
JrTE, RsmF ANEELEA pslA B R H T 5 RsmA 1
NG A2 i

SagS/BfiS J& GacS ¥##% M i i — 443 37 .
SagS J& i B I A FAE I IS 1 — AN TROE, IF
L2 AT DABEIR Ak 0 B RR VK . SagS 38 1 AN [R]85
WA RsmY Fl Rsmz, HXF RsmY A5 4K
11T — Bl A TR AR B S 1 HptBI®, i Hix
Rsmz AT KT HptB 5 55— B iR B4 i
BfiS WA AR . BfiS &4 W9l I i 7 b 4
I 1) AN AT S A P BT TR . BfiS. BfiR ([l
J5 RR 7] #7% CafA (RNase G) f{#ik, CafA fJ
PIREAIR RsmZ [1363K57KF, T RsmZ 141k /KF-
P19 8% I 2 £ 0 0 I R S R A 25 o i 7 1y 1300, Y
S%, RsmY il RsmZ 7K P 32 $ H At i 15 & 1
S, i Anr/Narl, B REEMRESME T N X
PIFP SRNA, i B-PA B B 1575 AmpR, 7] L)
Eik RsmzP70 . ZEAnE Xt sSRNA F%E K
V- 2SS R R R, AR A A A
TR A A AR X 3 A e B A R Y e 2

Brfl i GacS 4b, i R T Wifkh
1o AR RetS (7 M 4h 2 B A TITAL 430 R 5t)
il LadS (REARAN AL FRE 7)) i) GacA Ty
FEEF XM BF FIER. HEHEE RetS i
GacS/A 52 H, FSL 5 1 7F RetS il GacS Z

&: 010-64807509

Y RS Ak, R 530 GacS 1 B Wi R fk bk
BT, 9] RetS & GacS B, LadS il
GacA 1% RsmY 1 RsmZ i A Y5 RetS A 1)
FEVOM Xk LadS A BT BF MR . feis if
FEARE T —FH S RsmA 45489 RsmY/RsmZ
% SRNA, #iFk RsmW, 58 &I A 5% GacA
JEEE, 5 rsmY il rsmz Fikt, HEBERE
5 B BF BT A,

Gac ZGLFR T QS %M BF HIE AL
Ab, 38 RSN FE K BT I AE A R T i Ak 2 h
Pel. Psl MIIVEIE &, 2 5HERHFS S BFAK
A Z B . Gac RGN KT RsmA 3k
W5 type-IIIA1 type- IV R 48 (T3SS Hl T6SS)
KA FER B IR, 78Sk MRRL M IR e 2 8] i
B f RO RANIE ST I, Ak R
T3SS A m IR AL, 15 BF A XHRRLL
PRI T e 30 R A 55 1 T6SS ik ™, il 1 xif 58
RRIBEGYE, A5 13X — 5% 70 2 P4 s RetS
il LadS A i . retS Hl rsmA (il 28 A8 K L H
IR RAY, Masb A 2, BFI £, T3SS
MR, LR VR B 6 SRR St
JZ, ladS AR (R F B T3SS Y A58 BF & i
WA, AR, REX Gac RGEIAT TIRAME
5%, (B AGES Y GacS. LadS il RetS 46l
B firh K WAL SO IS AR S ok, Sk
H A2 SR S AT 1 TR R 2 R 2 BN 3 R G
R i IR SR, FARAL R S
P HEEE S, H AT DL e ] e d il 44 Jgk
AR RO 54, MR AT, X
TN IR T 2 AR A Y

M2, Gac PR W4 — i 4= 11 Z 3K
2%, TEVRT 20 TR T U A A A AR R AR B A
B 2 Tl A . R 4% R A Ak R
AN R R G KBS S 0 FIMER RE S
Y DA LE AR 2 T LT 1
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4 K%

155201 1T LATE A B A= 4 10 2 2R B8 R i
HAEmEsh, 5 BF MHXHE 55T 66 400 xf
J| LGt 40 TR P AEAEAE B RO, HETTR AR H B3

AdriE g, TEHER, A RFS 0 FIREE
W BF JE LS B OIS Bk, (RS
A5 5 50 TN Z AR IR A5 5 5 S 8 10
Fi, i A RTE B2 QS. c-di-GMP #il
W R AEILFEP Y, AEEMNZEX 3RS
W Z BIfEE R — e MR D RE, n b SCRT IR K
- c-di-GMP 1 Gac % 4t 3% S RE S S 2E W vk
BRTE BRI e, SRR I T Tk e
G50 T ZREARIMEEE, W15 A Yk B i
PIZE TN 24, Ik, 0 TS5 MR 5%
B0 20 B R 45 5 5 e AR — TIOR B Bk
HEHZZ, 5 QS. TCSH c-di-GMP M Xy {E
50T XNT DIVE S Al B AR Y R S R . 3
i &8 QS. c-di-GMP Hl TCS X A= ¥ R B A
BLL, A -8 0 B8 VR 25 ) 350 ki,
o THRA VR RIE R EATT, AR ES
RN PURGRIT I, RRIRIT IR R MEVR I 5
SL IR R B A
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