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Abstract: Pseudomonas aeruginosa is a major opportunistic pathogen in clinic and can produce a variety
of virulence factors and high antibiotic resistance. Type III secretion system (T3SS) is an important
virulence factor secretion system that facilitates the delivery of bacterial effector proteins into eukaryotic
host cells. Successful evasion of phagocytosis and subversion of normal host cell physiology to promote
pathogenesis depend primarily on the presence of T3SS. Research on T3SS will help us understand the
pathogenesis of P. aeruginosa and provide a theoretical basis for clinical treatment and the development of
novel antipathogenic drugs. In this review, the structure, function, regulation mechanism and targeted
treatment of T3SS in P. aeruginosa are discussed.

Keywords: Pseudomonas aeruginosa, Type III secretion system, Structure, Function, Regulation
mechanism, Targeted treatment

Foundation items: National Natural Science Foundation of China (31500111); Natural Science Foundation of Shaanxi
Province (2016JQ3013); Natural Science Foundation of Education Department of Shaanxi Province
(15JK1706); Undergraduate Training Program for Innovation and Entrepreneurship of Northwest
University (2016172)
*Corresponding author: Tel: 86-29-88302132; E-mail: kongwn@nwu.edu.cn
Received: 08-06-2018; Accepted: 06-08-2018; Published online: 10-08-2018
EEWE: FHEAARRAIEE(B1500111); By A RRAIEABTTRI20161Q3013); BEFGHHEIT H AR L i
F4(15IK1706); PHIb K2R E QDL IZi1 kI (2016172)
*BIEIEH: Tel: 029-88302132; E-mail: kongwn@nwu.edu.cn
Ueis HEl: 2018-06-08; 3EZ HEA: 2018-08-06; MEE % HHE: 2018-08-10



SR S BRI TR IR S8 2R e IR AL BB R R T T ISt 363

B 2% AR B I B (Pseudomonas  aeruginosa) X Fx
CRMFTTR , 2 — i N PEAR o Y 2 22 R BRI 45
BURTH . BTEART )z, FEAREP AL
SIS 2R P SRR R T 2 SR
BA . WRIE SR | R N S
o g AR B H U HTE 9 M 25 4k 1k (Cystic
fibrosis, CF)EEH, ZH YL F 2 BOL R
BRIU- I #4306 2R G (Type 11 secretion system,
T3SS) A2 A A5 LA TR 2 PR Je e ok 2 o 1) S S
BRI, Ji 3 B350 52 2 0 B IR 43 Wb 2 B AT LA A%
of A HAETEA AL FAN, 5hEE F 40
7oA RN S, I ] gt B P B T 3 L
AMAERATER, ST T3SS X 4L IR B i 1 Bt
BREZEE, HAiHoEMEZ MR E X X — RS
M5 R . DIRE SRS AT T ORSE,  [RI %
ZFRGE /N33 500 B g i R I Ay 4 N
T 7 ] o A B TR P S e B AL TR R YT T
AT, B A R A 2o R B M AT 1) S5 B BIF 98 45 R
L BATHAELAE T3SS Jrmif e AR, [k T

IM

PscN

T3SS A EARTESE BT RS PEiGT7 TR

1 B REE T3SS WL R IhaE

LR PP T3SS AILLBURZE# 5 HoA 5 2
FRBER o3 AL, Herh Sl o0 s . e (o Fn 4
RS, TR 5 MR T B, gDl
B TR A R TR 23 A 7R JE T 41 A AS [ i
R T B AT 43 Sk 4y W B (Secretion
apparatus) 551 4R 5 5 14 (Needle complex). %1
2% & (Translocation apparatus) . %% b 25 [ 5§ B
% (Effector toxins) )2 43 T £ 15 (Chaperones) U
Sy 1)
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LR EAIER T3SS (Y7 Whcke B A 45 — ks
200 TR 40 L DA A P BE At — A48 1 B A Y
EAREEHOE 1) Hrh LR/ R— TR 1
REEH I o v (A A2 1 e, AT RS 1
J— i 5% T A LR T g v s AR A
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Figure 1 Structure of the P. aeruginosa T3SS
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A, HFREERKY 60 nm—120 nm, T2
6 nm—10 nm">7, MR YLE EANMT, EHA
Az (1845 77 DR S 3 A /N AR M 41 S A2 1 )
EREIRGE R, 2 S P A A R A A Y R
Pk B E L eAh, AHERIREEHE BN
57 AN A ) Bz U

12 #ARE

AL AT T3SS MFE ke B R —NEAKE
AR, hMHEASW 3 FEEN A PopB. PopD
K PerV HATlifka e (K 1), H PopB Al
PopD W] 5 15 3= 4 JfL B8 AH BHAFE OB B 2 4
2.8 nm—6.0 nm (REEAFLIED . B0 FLIE BTE R
PR 4L PorV AL, (BHAGIAS SH B
FLAEMN, FERAN R (e R, AR
B e e E A, 0E T3SS B ok B I
TEEE LIS, 25 A FLAE 46 A 35 40 i 20
FRE b, i b i R AN b Ao & L A
Hh, WF5ERN] T3SS MG RCRR R, #id 99%)
R B LR AT AR 5 it
1.3 ¥MMEH

A B M P T3SS MRLN 2 (1 £ 24T 4 B
Ji5hAE S (ExoS). MiSMEE T (ExoT). Mi5MiE U
(ExoU) AN Y (ExoY) (K 1), {HHARATA HRE
A=A 4 ARV R, 1 H. ExoS 5 ExoU — i
ATE Rl — kB A AR LB, sk
B R AR AE BRI T3SS BUNE I, 43
& PemA A1 PemB, H HE{KIIfEiAFH fFit—4
g,

Wi SRR MLTA PAOL BPR Y ExoS MM
453 DNREIERAMN, ZHA ADP ML R
(ADPRT)I& £ 1 GTP T 25 [ (GAP)IE R I 3R
heEd R, Hdh GAP Z5Hyssn] 1 F T EAZ 41 i
#)/N>F GTP i Rho. Rac f Cdc42, Mm-S
ShE A A B SRR T i ADPRT 35 1ER] 4
S 25 A (U0 Ras R )1 ADP 2 HE3%
b, SR FHME TSSO R M, 25

290 78 5] DA B 2 g 1

ExoT 7E45 A1 D)RE I 5 ExoS 250, Hi 457 4~
SIERRYLR, [FIFEEAT ADPRT Fl GAP 4544352,
Hoh GAP S5k 715 ExoS AL, 47T ffifs
YAEAY Rho %5 GTP MG, dEMmRanigse,
SEAMMAR R . AET, IEREMNETE 3 40 M AT RS
T AN E 22, B4R ExoS F1 ExoT 1 ADPRT 1%
PEW TS BN FAS BSOS, — 09D
FAE—EMZES, ExoT i) ADPRT 454438, 3= 24k F
T EAZ LA Crk-1 70 Crk-11 & 1%, ExoT L H
AESAMBEMETREE S, HHERZER T
ExoS**,

ExoY fE—FH 378 e LR AL A IR BRI
PR, T B — b oA S ) B i DR i ),
ExoY AIBIHETE E4UMA cAMP KFMFHE, i
WL Sh 2 20 A B 20 3 B0 A8 P Rz 40 i 3 o 1
ij:”;l[27—28]O

ExoU /& 4 FPR & 1 rh dEtkfseik g —Fp, L
ATHEREHE A2 TR, ASRIS P UCBPP-PA14
FRR A ExoU M 687 ANEIERR4LM, Hop
142 7RI R AN 344 137 1) R A S FRIR LN LB G
PERA XCEVERIRY, 24 ExoU ik A 1E E4iiah
B, 2 X6 2 B B i B AN BT 5 R #6495 | &% 20 g B
HIRSE, A KRR RIER T, RAFEEEN
ARl
1.4 SFH#E

T3SS PR EE 1 i 2 A — 2800 R 5 5
PR ZE5 A R YR R R A Re e P, X o FP1A
W R TR EB/MYBRMEE AR, Ha T
1A B FEARE T3SS 20l fEfisrE
BT ExoS #1 ExoT 4T 1EIBJE SpeS &
F1B4, ExoU M43 TF-1E 4 SpcUP?!, 1 ExoY #9743
FAHBEIH AT AR LB, T3SS AL /002 B Al
N4 B R A R EAT 2 AP,

2 GIRMBREAHIE T3SS KRR
B2 AT T3SS HEPR I 4eik 5 BL R B3R

Tel: 010-64807511; E-mail: tongbao@im.ac.cn; http://journals.im.ac.cn/wswxtbcn



SR S BRI TR IR S8 2R e IR AL BB R R T T ISt 365

B A BB R . HANEA TR Ca™
VR A B 5 18 AN e, PTLAES T3SS
FEN R W R S . DNA #0555 — 2L A R
D24 T3SS TR IER T, SRR TR R4
PRI TRRE T3SS YRIE, AU R T4 (R A7
A RRERL, EREWMAPUIARR A, ks B0
B E R o AR I, A SR M BRI B
HIFEAE 2 2 2% ) R RGOk 4 T3SS G5
BRI, X SR (5 e R 38 St 5% 4 o
TGS AN SE M EE ST T3SS AR IMLE, T fidi sk
B LR R S PRBE RN 2 A OE R
2.1 ExsA X T3SS BYiEE

iz AR IR T3SS LN B3Rk 32 B s PTG
T ExsA B EEVEEDPY. ExsA J& T AraC FiE M0
Z—, ZEA LA T3SS HLN 1Y JE 31 X8
(GEADLETY N TNAAAANA)KES: T3SS 15
BB B 3 ANBh & ExsC. ExsE il ExsD 7]
RAFEYE ExsA WTEME, B T3SS MFE 5 0kt
FEIPOE. FEAEMIAAIE T, /W ExsE f7
TETMN, 5 ExsC 454, ExsD #{ ExsC BiHf4%
&%) ExsA b, MIH0H ExsA BIHHER 7553
WA T (% Ca™ Wk BE B 575 AN fi),  ExsE Bk
T3SS /b EIfEsh, FECKEA ExsC 5 ExsD 44
&, MR ExsA, #4005 T3SS k™, ik
JURPE 1 GRS IE T T3SS JERFENTR, &
T T3SS WEEFHER
2.2 cAMP/Vir i&1ZE3F T3SS BIFE

CAMP/Vr 38545 % 4 2 A5 R R TRT A A4S SN, 3R
%t (Quorum sensing, QS). #MEEZ A B4 I IV
R EN SBT3 AR NER, &%E
Hh o B B SRR R G TR A A R
EH, IRTFERINMEEE CyaB Xt cAMP & RlGE -2
YERL, &) cAMP RT3l 52K E ) Vi 2565k
MR A SO BF TR, AN Sk
AT L@ S0 cAMP/VE 42K 845 T3SS myF:
Ko TEMR Ca™ WIE BB &I T, cyaB K vfir 2

(G SIS, BN cAMP (1/KSETHE, T3SS
RUZRIA AN R, 1 v B2 cyaB FE R 5848 n]
L T3SS A0 S5 R 43 LA % AN TR AN i B 7 P R
MUY, IR EAR, Ve B IS A
exsA FERMR ST IXIR, BIG exsd A9FE I
2 T3SS s,

2.3 Gac/Rsm R4E5 T3SS Ik &

TEFSHEANI R P, Gac/Rsm RGif4E GacS/
GacA WHITRGE, 2 4/ RNA (sSRNA) RsmY Al
RsmZ DA K% 55 f5 15 85 1 RsmA . Hirp GaceS iyl
N, GacA MRV IEHTTFo FE—ERIFT,
GacS [ i1t A GBI SR IL L 345 GacA,
PTG GacA W] B 4] RsmY F1 RsmZ (355
MMTHEHT RsmA (IHEE™. 1T RNA 254 %A
RsmA FJIEJE$E T3SS M ANH Kia shE J145 2t
PR CEUR I F 1235, I S $s AR W Y i
o VI U432 45 (Type VI secretion system, T6SS)
SRS M BRI A S R ) e 3K, DT 52 i ] 2 A1
PO Y 2 M e A 1 RO,

TE Gac/Rsm R4 FHFIAATHE 3 W5 RG24
AN 4 LadS . RetS Al PA1611, HHt LadS 7]
A — N 2% B IR A G B R0 Gae R4,
[lE, LadS EEARTME R Ca® SR8 1R 1S
FA5T, JAE AT A 2 RS 218 P etk
A EEAR TR RetS X Gac/Rsm RS0 M50
FEAR A A B R bR, Rl S
GacS Z5ETEMSFIR R, i GacS AREwERIL
GacA, BEITHRFM R i R i 2k AT
A AERTIIRE T P 2 BT — MR PA1611,
M PAL611 R FIART, AT & T3SS ik
T I A I B, A0 B W2 58 45 SR R
PA1611 A3 5 RetS FLAZ45 G I B GacS &,
MBS Gac RGP, i e A S 3R]
W5 T PA1611 F RetS Z [0S 5E AR
SRR RN LB, 5 retS HIAT
EEA tspR (PA4857)RAR 2 J5 AT F:3L T3SS MIFRiA
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FEAK, [FIEF rsmY Bl rsmZ B9FIKB R FHE, T tspR
FE R Fh A2 3] RetS (),
2.4 c¢-di-GMP {521&125 T3SS BIX &

RS TR (c-di-GMP)JE 41 I %3 1775 12
TAEESY T, S 5N R 2 R Y o RE
A A W I (R TE B DA B A8 R e 1 e A B
TR 5 A A 3R A O

AR, TERISHER M T, Gac/Rsm &
45 c-di-GMP {5 52 A M EEFXR,
retS BIZRAEA] FEL c-di-GMP {5 5> THIK VB2
T, XPIFh SRR AT PR T3SS . T6SS DL kA:
WIS T . T SRR LS SadC BiHA N
SR X AR R AR B R S e 1 B
AWEFRIR, suhB BER K AT 17 53¢ 5 K- 4 il
ExsA fZik, M3 T3SS A2k FILN i FE 1 )
24 BRI R, GacA kLA c-di-GMP
B KEAE suhB RADAR 45 W 3T+, SuhB T #E
Wt Gac/Rsm LA I c-di-GMP {5 5 22553540 T3SS
IR . 4 B 8 S L R A i i 18 j 101
FATURGIAH LB, BT CmpX AJ 3 o 7 #
PA1611 JE A RIE ALY c-di-GMP 7K PRk 5
M 2 A1 PR BT (14 22 b M e A0 edh, adb R
ik T S IREMEAG DgeP AT LA T3SS 2657,
1 FEABERR HRAG FesR [FIFERT LAFNH] T3SS & 1)
FEARFM, A —IPHIVE A FesR 1%
R MEERE Y, 25 o-di-GMP [ R
WAZ RN O B2 2 5t n] S350 T3SS ik A
Fo P 0 B A,
2.5 BHARRN RGExT T3SS BYIAIR

TR IER N 2R 52— A5 40 B R AR 288 38 A O 1Y
MM S F RS, BRI B iR
W5 500 TR 2 b R 0 228170 i 1,
MR R QS RGarh 3 2 MR LA RN ER
T 51 Las Al Rhl RS DL S MSH BS540 74
S PQS R4, LIMERIBFIEED], Rhl RGN
T3SS AHKILH P FRBHAMBIER, Las RGNS

T3SS BAPAFVERT ), FaE W o [T RpoS th Al
PIZ 5% T3SS Hyi45, RpoS ik il LAYEH Rhl R 4¢
I, HEM RpoS FIREIE & Rhl RELAKM T3SS
k™, ARBUAEM T LB, PQS ARG H M
P 11 PqsR X T3SS 20 # 1 JE R At ek HAT 17
PRI, PQS RS al LIS T3SS &4 & Y
S BN, B QS R SEIHTT
VasM 1] HIEE5GTE exsA WA 80T X380k IE 2
T3SS HyFILETY, Xt PQS FR G HA M
PmpR 2K (12 5 a0 13ss7,
2.6 T3SS 5EMAHMMRIKER

) 2 {1 P AT R 33 B M 2T A AL N 1 I
W T SRR () e LIRS DA o IR N CF g AT
T B I B AR R Sead i Rk BRI R A B
TR, XSO RE Y R AR B N R T3SS
PUST 0 B5E Bs, BERRER I KR A mucd FE
22728 BT 380, MucA 2 A AT o K17 AlgU
(XFx AlgD)EPERY ) AlgU AT E 45 3UH 43 &
45 algZlalgR 5N M2 BERRER A A SCHE R (1 2
K Ay RS AlgR BRI ST LU v
FEIR B S IEEE rsmY F rsmZ (R0 R
MucA ik cAMP/Vfr Ll K Gac/Rsm 145 [A]
S T3SS MYk,
2.7 IMEE A3 T3ISS B9S2

BRA% Ca® e i LA % 575 -4 e fihxt T3SS 1
FOREAERL YL, BB, DNA fifh. & Cu™ ik
B M@ HiE . DRAAE . IR LA R AR f 4
AT DAJETE T3SS ik

W RN, FEREFRIE SN BE (Y NaCl 5§
HEWE, TTLLSOE T3SS HEE s 47w 7E L
FEBERAMT, N cAMP & RS EE
T, IHEN E B AT BEE LT cAMP/ VT i812
K5 T3SS kM,

DNA 55 A/ — Rk R R 5 5
TEAMSH IR A RETE T, 24 DNA Z 350 1 Je s
SOS ZR4GifEE %4 DNA, TR RN 54T,
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B SEAElF PriR BEREMEME T4 PuB &M,
JaA AT LA T3SS Mesk, xR mdilvE A B
ANERATRE R I B DNA (1),

WESE R BT, 0 N BB 0 41 8L mT B i oK e 1
cu®, e Cu*™ 557 L@ CopR-CopS MZH Sy
ARG ptrd SER 5%, PrrA 7] B ExsA R
FIZ5G i T3SS JER R Mg™ iz E
F MgtE 8% & B8]l i 0 rsmY I rsmZ (P56 582k
ik T3SS FER AR,

Z 5 REFAM T ERK B — Lol 5 R & ek
RIALA] DUEGE T3SS (el Hrp B4
VT Anr A] 38 XUH 43815 8 NarL ] rsmY
K rsmZ WG B LAY, A, Beskdd
SR ER, SWEIREQ2 ORI A MM
W, FEETE R (37 °C)MIREFE T LA i
T3SS k%,

PR JI%T T3SS SE[H 1 FRBWAEAER M,
HH N S BT I A B A sl R R AR E 1Y
Rg=Prmsiie, R ExR, HRNT PsrA
5GP B e ok A, A g 1 R T 4 4
PsrA 25 [0 T3SS 54 s >0 th s bt Uit
G I (aced FlaceB) . HiEWE i 7 B K (gorS
F1 gltR) ) K WA it im FE DK B 5 AR T 9| T3SS 19
FRUOTIN S R L SN L R A R R s A
AR S DR [RTRE AT AR T3SS ikt 10
RIGHEE RS CorA/CbrB/Cre .2 5540 T3SS )
E S RN | | N =Y Y AW i/ B E XS E N
P20 A 25 3] e A L 28 P e A2l AR rh T3SS ki
IO A N A AR T B IR DAk s
WA, AR, CBERRE A A
TAE AT e 24 T3SS Fik iy ea i 17,

2.8 =MW T3SS RiIEMHMEF

B DL BRI R R LA, 7 e 2 R M T rp
e Hofth—2e52 e T3SS kA A+ H 4R
PAMIER pfin FEFZEAF 2 J5 X% T3SS R0 2K F K
St GTP M TypA B4k 2 J5 7l S8k

T3SS FkMEE S ML), LysR FWHE Ry
F BvIR AT LI T3SS AyFEI. RNA el
DeaD W[i@ 1475 ExsA WIEIFERIE 3 T3SS
KU S 5208 A G Y 2-F3 25 -+ T be B S i
PA0O11 A LA T3SS s sfsmml ™, Lty
PRBEIR LIS Pnp A]E 4 #2010 RsmY F1 RsmZ fFE
PR T3SS Ak, Hid % R4 HigB/HigA
DI K B-INEREES AmpC WA LIS T3SS AU
KM DNA 45481 Fis 7] #1500 exsd (0%
SRV T3SS 192361, /NRNA (Sr0161)A] @1t
55 exsA i) mRNA Z54 450 T3SS iy Zis!",
AT LA s R T v T3SS ARy 28
M exoS MFRIKXALR, WL RESRAE ) ik
e R T 248 T3SS FikHEHF, Hyufs
PA1611 2 T0%, ANE % ATP 454 & (ATP
binding cassette, ABC)& [ H AT 1 ATP i
PA4595 %t T3SS WML AE i — 20y rh

3 HIGBAMEE T3SS MR IRy SR g

H I X6 ] 2 {1 P TR S e 1 2 R T B
M HYUER, HEDCAERMN A, 405 A
2Pk it H 25 M8 . T3SS RGTFEA 4R BRI i
ot A EEAER, UL & LA T3SS Mt
SUIRTT RN R H AT I — A0k . ARk e
A JLZE /N3 - 301550 B A4 1wk BT LA
il T3SS MRS IIRE, ALY 2FEIn R
B 24 el
3.1 KA T3SS #HRIBIEAES

MAE D251k &%) (Plant phenolic compounds)
P e R TS027 F1 TS103 AT LAIE o $E i)
Gac/Rsm RGN T3SS ML, XM/ T
WAL ES rsmY 1 rsmZ B35 AANH exsA
HEEE, HETARENIN T3SS /T4 Eakny
VERAEDFSE S eah, s TS108 F1 TS165
T REE L exsA FERRFZM exoS WFER Fik K& & H
Fg%[l”]o

N-F% 3 2% Jf DK 18 (N-hydroxybenzimidazoles) 7]
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DL ExsA SRFAEAEA, FHIE ExsA 454 %] DNA
(R ST AR — R N-FR BRI 25
A A0 T ExsA B DNA Z5 G45 sl rp, % 48+
i 2 LR I BUAUAT DA B0 NP2 2R T DR mae %
PERYECE , NS B TR 2 AR i 45 6 AL s F
VB g A e e,
7Kk Bk (Salicylidene acylhydrazides)E # i &
AR PIFP Y T3SS sl inl . ez
LB, e T 2RI T3SS i,
Hrfads INPO341, (HHBUIEAMI B /R HAL B
T A AR 2T
3.2 KAT3SS HREMREANHES

T3SS oI FIRE e B BA S 4,
I B — 25 1 0 B RE A 2 U B S R G I
Pk, X R ZFAY) T It TR RE

FL R (Hydroxyquinolines)2& k54 INP1855
T LMERIT T3SS DL HERHE , 4l ExoS Y531
DIz, — Sl S b & W rE 4
HAZAME A2 T3SS w5 FHVE A 5 i B AT B 4L
SR e (Thiazolidinones)2 Ak Ay AT LA
A SR B T3SS 1 1T B0 R 48 (Type 11
secretion system, T2SS)ZMRTHTE! . A LM
i (Phenoxyacetamides)ZSfb 54 MBX1641 1] [
T3SS M5 FEE AL P, TASFE I T2SS BTG P F1
HAE AP BT EFE MBX1641 451
S B AR T — BRI AT Y, W&
XI exoS HeDHMFRIBA IR IIEIER, HANHE
PR T MBX164114 . 1 3 0 4 500 Bk AT LA A0 4
T3SS FKiksh, AT R 5 M H © Rtk k5
4 I PR o R B 1)

T3SS Hefir ke B i WA ARSI SR BV H
B CAHMZEYT PV PLis: s v IR0y &
FUE LTI B A M ) A W D RE, Bh e
FREIRIT LIRS T %P AT R 2128,
SRR Y PerV IF A28, $0 PerV HUA AT A
RUCHE FEARAR 22 110 IR 43 B AR A A M P, X R W]

T ENTERAR_ErE T BRSO PerV %
T E S8R TIER TG A O
3.3 LIT3SS MEEAAES

Exosin AJ 315 4E K NAD JEY A a4 A i 57
KAl ExoS 1) ADP ML BHE T, M FEAR
ExoS XI W #L 2h ¥y 40 0 i 40 M & v 1Y
Pseudolipasin A 7] LUFESFPEHIANE] ExoU HIBENS S
A2 TEPE, TASTZ M 0 ) F A ECA AR e, X
— IR AUESSZ Y T AR 1 AL 32 ExoU &
KB KR B A0 R v UYL ok Ah I R R IR
(Arylsulfonamides)Z&Ab &9t a] LU ExoU 45
H 2B, (HHAER S Pseudolipasin A A b
L3rE L

4 BE5RH

) 2 {1 B T e ) s e LR R A B0
W, P ZFEoRPLRI AR 25818, Hep T3SS &
LB R R B R . ASSCERXT T3SS 1Y
52 R ML FUER X IR T SR W R AT T A
W, WS 7520 T3SS KB Z RGNS F5S
PR AR R R T3SS Wi ®t . TEARZ HH T
e, Hrh 2Ly R T3SS, 41 ExsA J&
T T3SS WAEIEIE+; A —Leiig el LI
AL HG T3SS 76N ZFPEUR AL H L, W
Gac/Rsm Z4: LN c-di-GMP {5 584840 i i H
R A FE 2 e 0 2 01 B TR ) 2 R e e A 3o
R DA A B IE 4N T3SS Xt kin
ITIRME I FF R AR AL T B HEA

SV I SEARE A R R L T3SS ARG
WS TARZ R, (HX th A eV 2 AR e
(IR, A5 BIBFSE O I N — AR A T3SS HYEL
LA AL, ARSI T3SS JAHAAH 1)
REEIL, RIS RIS fE 155 SN2 2%
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