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FRIE R AR TR M E ST DO Caco2fIfe g 2 A L7287 5 1)
TVhFrAur—YarBlFfurayyavnr
W09 % I I E~ D B 5

K FEY D @AY, B MY, B TR, BREEY e

U BRI (RIB RS S AR IS B IR R F FHRAEA) 7

£

F2 1 LLIEI, Caco2 MR HLIE % /i L 724%BR W PAO1 MR NZ 7Y TV N T v A0y —3 9 »
BG4 % 21 OffaT 2 FE L. O T, HEMEEEET & Caco2 MILEEEIE L O
BESAHALRE T TH D720, MEMEEET N T v AR VIHAZRBRICESE LT &R
PAOL BB L 1" 12 OB EEIE T ZE Bk 2 VT, Caco-2 Ml g & & imE R, IV BT
5 X7 B PIA O, Caco2 fila~OF#EFEE, BLXUOIX A0 a v Y 3y NTilxtd 25
R AT 72, T XTOMEREREFEEMRIL, PAOL #k & Mg L T Caco-2 M@ FE 7 8 i 14
DEBERETEZRL. S5, HEMEEERTZREETIE Caco2 Ml BLUOF /1
T aw Y auNTII T LREEORD DAL, HlRE O IV ERES » /37 E PiIlA OFELR
BB SN IR, IV EBELZ A L7-HEEDS, Caco2 Mila~OMEOFE, F0tk
® Caco2 MAB~DEME, BLOFA 0L a3y Y avNTIZBIA2MEOHEEICARTRTDH S
ZEERRBLTNS, MEMEELTOLRIL, MREmO PIA 0f#dka7| i L, Caco2

TAB~DEBIZRE B2 RIT L, ZOME, BIREOWREMEZET S &L TR H 5.

Key Words : #&lEW (Pseudomonas aeruginosa), #3FEMEE (s T (pili-associated gene),
b s SR (Caco2), N7 T VU TNV ET v Aar—1 3 (bacterial
translocation), ¥4 @3 a3 a /NI (Drosophila melanogaster)

LI

Pseudomonas aeruginosa (FElER) (&, T3 KR%
EHRFICILELS AT 57T LAEEOMETH L. RE
FHMRREAR TS Y, RIERBEDIRT L2 ABREEC
RGBT g 2 5 SR . RBEIZ L > TH&
e ENBINDOBPIEIL NS DBEEDERILNTH
L. &5, BEICRBEEO B WIIBEMRTEAET S
Y, RIERREAME T LT A BEOWIME L BTEDE
RIERTH Y 19, BEICEE L7 RRIRE O B RN
V7 % L7ZMEND b v Aur—a vid, REIC
X % MUMAE 70 & 85 70 RAWE O FSRERR G & L CIERICE
BLEZLNTWD,

a3, v MEREHRATE (Caco2 MllfR) &%
WEIGHEEM R B L O 5 ARV (Transposon © LA

T Tn) #AZRKEZH VT, B PAOL #o Caco-2
MR IS RIS 5 21l OBIE TR FE L2 Y.
INLOMETFITREL, NAEMEHEEETF A,
fAgK), # FE M & & (s T (chpA, fimV, piB, pilC,
piD, pilF, pilM, pilQ, pilR, piS, pilV, pilYl), &k
av sy R BRTF (dnaK), R0 B B S
= (frukK), HA BB EE R T (suhB, serA,
aroA, purL, aceE) D5 DI TH I LR TE /.
X512,k A1E, I FE TIZ Caco-2 MINBIE B & o Bk
TEAHE STV serA IR T8 X U dnaK #inT
12 H L, serA #fnT B & U dnakK (5T OAREEAL
73, Caco-2 flifufE % /- L 724k IR T o0 & 8 % A5 5 1230
L, 35I2¥ /0> ayda NIy 2mENMED
FRELZE RSN LYY. T/ serA EinT
33— K L T\ 5% p-3-phosphoglycerate dehydrogenase

G © T761-0123 )1 LB AATH R ALNT 52811 7 11U 37 (R B R S AR i 2 B B PR AR AT S BLEH 38

E-mail: okuda@chs.prefkagawa.jp
<ZAFH 20214E9H29H > <<HH 20214E11H18H >
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(PGDH) @R Caco-2 Ml & & g P~ Bd
HizowThb s Lo,

MERMSE T DS IV IEEEI, MEICASR
LHRIROETEEERTH Y, 35 A+ 74 VA
BB & A L2 BB 5 twitching By 7 &I2
MY 5ETHIVWG Uy Bl Th s D, BIRET
i, IVEREOMY RHRENICEbD LY 87 £ LT,
FHEIZ B CRREEBBEDST LI S N2 ILOTERICE D 5
PilQ B X ' PIIF, MEMHEOME LIUFD 72D I12T 4
VWFE-ZHMET 2350 ATP 77—+ (PiB, PIT B &
U PIlU), #EMGHED T 2ME & ~ X7 B PilA, PiA &
MEAEHT 5 PIIVWX, PilY1l, PIE B & O FimU, WM
DT Ty NTx—n% 37 PIC B L U PIMNOP %
ERMLENTW5 Y, MESMEIHEOY 7=y
LubbEANRDT 4T A N THY, PIAIZZOEE
YTy NTHDH Y.

AKHWFFE T, e OEITHIZEIZ L ) Caco-2 MiE g %
W ORHMEATRE S 72 12 OB EE G T I2E H
L., 25 D@EET O Caco-2 MllafE % A L 725 @G
L OB X OREEAN DRI DV TRIT 1T -
7z.

RS

1. EREN

WRRIZARIE T PAOL (BFZEZEMRARR) B X OKEH
DH50 (WFFE=fa k) i L7z FRIRE PAOL X &
FeAtfuiE & &S 2 Rk & L C, KF W DH5a 1k
eI % & L e watig e LT LAY, F7,
BB E (T Tn i AL R E LT, chpA #1&T Tn
WAZ AR, AmV 5T Tn 36 AL RER, pilB @fs T
Tn 3 AZ SRR, pilC #{nT Tn i AL R, piD #iz
T Tn i AZEEBE, pilF #BI5T Tn AL B, piM &
& Tn il AL ER, pilQ BInT Tn i AL B, piR
AR T Tnif AZ SRR, pilS &z T Tn df A ZE B4k,
piV BI5T Tn i AZEMEB X O pilY] #fnF TnifA
RO 12k L7 Y.

2. 1BhE AR

FRIRR PAOL 3 & OB E (R T A58k 12 #ho v
SR A 1T > 72, 96 /X7 L — }IZ Luria-Bertani (LB)
TUA%E N5 pL EL, HHERO—BREFERE % 5 ul
PR, 7L—bFIFH—TIOBRMLEHE 7CT
BEEERMG L7z BAERGE, 0, 1, 3, 6, 18, BLU
24 BRI S 0955 610nm 12 BT 55 E (ODe) fi
e llE L7z

3. Caco-2 i fE & @ iR
PO T EIE->TY, PFy Ayl (3—=
7)) AR & 1172 Caco-2 Mg @ HiFg % F v T MOI
(multiplicity of infection) 100 Ti&faEx = Fh L 7-.
FRIEH PAOL B X OVKIE W DHba % 2 L2 1L B PR 1R

BLUBEMRHE LT L.

4. TV BIMTE ¥ v 23 78 PilA OBl

MIFA M PILA & > /87 BB X UM PIIA ¥ /8%
BOWMHIIEERO H > TiF o 729, HIER S >~
INZEA T (10 ul) F A S v oSy g v
7V (15 ug) % SDS-PAGE (& Vi) 18%) THrHEtk
—rakpra—2E (GEANVAST T - v 8 v HRRE
) 2B L HUPIA R 20— F vk (74 FHsk
MR A 7 F4) 125D PIA 2L 72,

5. Caco-2 #lifaftExEk

BEY 1A LEEE MR 72UTolEEHWTT-
72, Caco2#Mifaz 4 2V F 2o N—ZXF54 F (%—
ETA VXA T4 T4y ) WICHRE LY
i &7z, Caco-2 Mg _FAZHIE % MOI 200 CTHAHE L,
37T, 5%C0; DLMETF T 1 EEREE L 72 e 5
BT AH72012, Caco2 Mgz 7)) 2> b (1 mM
CaClz, 2 mM MgCls, 20 mM HEPES) %Wz 72N> 7
2P HE v (Hank's Balanced Salt Solution; HBSS)
ImL T4 RPEE L7z 25% 7V ¥ V7 VT RT4C
T—EREE L, RIZ5% RV AT VT N, 5% KEEHE
70% A% 7 — )T 1 RERMEE L72% F2A55407T10
Grigett L7z, 1000 f5 O 3 TG BEMmEE 2 FH v C Bl
2L, B LHEICB OIS L O RE $Z,
Caco-2 Mllind 72 0 oM E % HH L 72

6. X 1TAY a3 yNITEGFER

FRIEIEOFHZ 1, IR OFRIEERERICFHTE %
ZEEEIIHE SN TV LA O ay Y ayNLE
MWz RHEREE TV EMEH L7245, BERY 124 L%
HEMAZZUTOREZHW T2, TI9AF v IR
BICA-T220~64EDF A aayaynNT (7T~
10 Hii®) 12, MEO—MEEREZ 5 5% > 3 G
WA BE L2 gRA T CTH 272 N2 25T
THETF L, 25 K% T CAFRETBIZEL .

7. iRET AR

¥A Oy ayYa v NTEFEBROKR X, EZR
METY 7 r TNV a v 136 FHLTES S VY
BSEZAT- 7210 Z OO REEOMET AT L £ g
& 0iro /e

whoR
1. #EIEEBR
ETOR T, PAOL & pilF \in TEEKZ W
11 OMEBEBR T ARKOMEOMIZAE R 21T A
bhahor: (p>005). —Jh, HEMGHRE 18, B
LU 24 We] D PAOL & pilF a2 58k & O BGEIZ1E
BhENAESNT (p<005) (K1),
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1.600 n=3

1.400
—— WT

—— chpA:Tn
—— fimV=:Tn
pilB::Tn

1.200

1.000

—— pilC:Tn
2 0800 —<— pilD::Tn
—— pilF:Tn
0.600 —— pilM:Tn
—— pilQ:Tn
0400 e pilR:Tn
—— pil§:Tn
0200 —— pavTn

e pilYI:Tn

0.000
0 2 4 6 8 10 12 14 16 18 20 22 24

Time (h)

1 #RIRE PAO1 & BIRERMEERET Tn AL EKDIE
JERRAR D LEER
RIRE PAOT 2 WT, SREREEETF TnHALEKE
chpA : Tn, fimV = Tn, pilB :: Tn, pilC :: Tn, pilD :: Tn,
PilF 2 Tn, pilM :: Tn, pilQ :: Tn, pilR :: Tn, pilS :: Tn, pilV :
Tn, pilY? =Tn & ¥ 5. HERMIBKO, 1, 3, 6, 18, 248
fED ODg1o [ENFIIEZRT. T —N—IIBEREERT.
REERAE 6, 18, 24 BERICH VT, WT & pilF = Tn O
ICEBLRENAHSNZ. RENEWT, KB pIF:TnDTZ
TERTY.
n=3, *p <0.05.

1.0E+05
1.8E+04

1.0E+04

1.0E+03

®

1.0E+02 32E+01

1.0E+01

* * #

1.0E+00 0.0E+00 0.0E+00 0.0E+00

No. of bacteria in basolateral medium (CFU/ml)

1.7E+00

IV GBS R R MERE 45135, 11-17, 2022
2. Caco-2 #ifaEE B

12 OFERHE (L T2 RRIZT_T, PAOL L HERL
TIGF% 6 R BT 2B BWBOFE R B 2R L7
(p <005 (K2).

3. IVESSE S /N7 PilA DIRH

MM T PILA & > /827 B4 12 OF B R M (54
BRI RCICBW TR SN 2o, —F, HlaX
PilA % ¥ /37 & pilR #fn T AR R\ 72 11 OFE
R ELE A T8 BAR TR S 7278, pilR 5T 28 Fkk
Tl SN h -7z (1K3).

4. Caco-2 #lifaft&E=Ek

12 OFEREEE R T AR T T, Caco-2 i~
OfF AN PAOL & L THEICHA L Twiz (p <
0.05) (X14).

5 %1 0>3vyauNIEEERR

12 OBEMEEETERKEOTRTIZBWT, PAOL
EHBELTHFAOY a Yy a oy NTIIwd AEMEDA
B ALNT (p <005) (X5).

n=3
3
1.8E+02
%
5.9E+01
S
* * %
14E+01
6.6E+00 4.7E+00 5.1E+00
2.7E+00
%
0.0E+00

WT chpA::Tn  fimV::Tn  pilB::Tn  pilC::Tn  pilD::Tn  pilF::Tn  pilM::Tn  pilQ::Tn  pilR::Tn  pilS::Tn  pilV::Tn  pilY]::Tn DHS5a

2 Caco-2 il B ¥ EEBEH D L

Strains

FRIEE PAO1 & WT, BREEEBIRF TnHEAZENRE chpoA = Tn, fimV =Tn, pilB :: Tn, pilC = Tn, piD :: Tn, pilF = Tn, piM :
Tn, pilQ = Tn, pilR = Tn, pilS = Tn, pilV = Tn, pilY1 = Tn, KBE DH5a % DH5a &7 3.
Caco-2 MilABE BN DEKIEER 6 BEOEBEHOTHEELRT. I7-N—IREREERT. IXTOREFEEET TnHEA

ZTEHB LV DH5a ICEVWT WT EDRBICHEEAENF A5 N 7.

n=3, *p < 0.05.

WT  pilB:Tn pilD::Tn pilF=Tn  pilQ:Tn pilS:Tn  pilV:Tn

pilM:Tn pilY1:Tn chpA:Tn fimV:Tn  pilC::Tn  pilR:Tn

Cell surface PilA
15.5kDa mmp

WT  pilB:Tn pilD::Tn pilF=Tn  pilQ:Tn pilS:Tn  pilV::Tn

pilM:Tn pilY1:Tn chpA:Tn fimV:Tn  pilC::Tn  pilR:Tn

Cell-associated PilA

M3 wIX&>70Ov MILBPIADKRE

RIEE PAO L UBREREEEF TnHAZEKRICS T 2MRRAE S LUMBEAPIA 2 > /XVE &R PIAKRY 7O0—-FILVink%
FRAL T L7 RIBE PAO1 £ WT, SREREEETF INHAZEKE choA = Tn, fimV = Tn, pilB :: Tn, pilC = Tn, pilD :
Tn, pilF = Tn, piM = Tn, piQ = Tn, piR = Tn, pilS :Tn, pilV ::Tn, pilY1 :Tn &9 3. Cell surface PilA ($#f3z=E PilA, Cell-
associated PilA (32 PIlA 23R ¥, MRERE PIA (I WT TlRiEE S Y, BEREEETFEEMTIEIRE S a2 MARA

PiIlA X pilR = Tn DAHEHI B o /-
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140%
n=6
120%

100%

80%

*

i *

pilV::Tn  pilYl::Tn  DHS5a

*

60%
40%

0% i ' i i

20%
chpA::Tn  fimV::Tn  pilB:Tn  pilC::Tn  pilD::Tn

The mean ratio of bacteria per Caco-2 cell
in comparison to that of WT

hi.il

pilF::Tn  pilM::Tn  pilQ::Tn pilR:Tn  pilS::Tn

Strains

X4 Caco-2ffif2 ~ D EMEE D LEER
IRIBE PAOT % WT, BRERMEEET TnBAZEEME choA == Tn, fimV =Tn, pilB = Tn, pilC = Tn, pilD = Tn, pilF = Tn, pilM :
Tn, pilQ = Tn, pilR ::Tn, pilS ::Tn, pilV = Tn, pilY1 :: Tn, KEE DH5a % DH5a & § 5.
WT OfFEEH % 100% & U & EDEFEEBEGF Tn BAZEM4S LU DHEa O BERMDEIEDFEERT. T7—/1N—I31F

ERFEERT.
TRTOBEEEEET TN BFAZEMS LU DHS5a ICEVWTWT EDBICEELEN A DN
n=6, *p < 0.05.
DH5a DH5a DH5a DHS5a DH5a . DH5a
0 100 100 1007 1o -~
S apretn | | € e s | | Ex Ear
£ o g g = piC:Tn g e | | € o0
5 3 5 3 ] ]
Za |_ Eu £ £ £ £
2 2 2 = = . 2
R wr |_‘_‘ £ 2 - ER) - R " e wr i 5
0 0

0 5 10 15 2 2 0o s

‘Time after infection (h)

0 15 2 2 0o s 10
Time after infection (h)

15 20 25
Time after infection (h)

0 15 2 25
Time after infection (h)

5 10 15 20 25
Time after infection (h)

5 10 15 25
Time after infection (h)

chpA::Tn n=58 fimV::Tn n=25 pilB::Tn n=25 pilC::Tn n=57 pilD::Tn n=20 pilF::Tn n=25
WT n=61 WT n=25 WT n=25 WT n=61 WT n=40 WT n=25
P=0.00194 P=0.000115 P=0.00521 P=2.24e-11 P=0.0118 P=3.54¢-05
S Sl | S & S E .
gzo - E 209 g 20 - g 2 E 2 wr gz«v wr
! Timle n(le:‘sin(ezfion (ils) ¢ STimlDaﬂcr‘?nh'cfinun (lf)5 ! ’ Timleoal'le:'sinrez?inn (2:) ¢ : Tim‘co aﬂcrsinfccztznn (IZ:; ! ’ 'llm!"aﬂel‘smfecllon (h) ! : Tlmleuafle‘rsmfe:ann (f)
pilM::Tn n=25 pilQ::Tn n=64 pilR::Tn n=24 pilS::Tn n=62 pilV::Tn n=38 pilY1::Tn n=39
WT n=25 WT n=61 WT n=25 WT n=61 WT n=60 WT n=60
P=3.94e-07 P=2.04e-09 P=0.0185 P=2.25e-10 P=0.000779 P=4.7¢-05

M5x10>a3y a3 /NTEEFR
RIBE PAO1 7 WT, SIREMEEET TnHBAZENKE chpA = Tn, imV =Tn, pilB = Tn, pilC :: Tn, pilD = Tn, pilF = Tn, pilM :
Tn, pilQ = Tn, pilR == Tn, pilS = Tn, pilV :: Tn, pilY1 = Tn, KEEE DH5a % DH5a &9 3. 73X F v VBR&HBADX IO 33
INLICEREMO—GRIEERREET 5% ~ aEEBERE 52, RENICERUAEERERT. IXNTOREEEEET TniE
AZEHKRICEVWTWT EDORBICEBAEN AD N 1.

% %% Trldongcig, MIBWIC L 2 Caco-2 ML fE W %
LM OE# & 2 O@Lfﬂ%?’&b% serA #EinT
iSJ:U‘dnaKLJK%}:O)EQH%iﬁiL rﬁ%ﬁ&i@fﬁ@‘]‘i
ERABRBEE N L LR~ ON L ORI
BELREGESH L LWL CTEAY ERE LR ’?ﬁ

5 L 72 Caco-2 fillio 2 H 2 i’f[‘bf_n"ﬂ " PAOL ©i% 8

PN O LRI N ) T R A LR O T v A
=33 iE, REMRICEET S oo oER) g, -
B~ DA, BRI A L 72EE, EBEOME
HFCOES LI &% C OMTUERRSLETH 5.
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IZBET 2 21 O#fETI2E, 2 200RAEHE# T

(AgE B LV igK) B £ U 12 O ERMEM (LT (chpA,
fimV, pilB, pilC, pilD, pilF, pilM, pil@, pilR,
piS, pilV, BX W pilYl) HNE&EEnTwizY. Zihid,
Caco-2 flifa)E H.Jg % /i L 7= MR W OZ #1255 5 RAE
EMEOEEMARE L TCWD, AT, MEOE
BT 572012, 12 OB EEE T E Rk
T, Caco-2 M@ & ih e, IV IEESY /878
PilA O, Caco-2 MA~NOMFHENE, BLXUOF A0 3
7T a I NIAORIFEMEI T 2 SRR (AT O
[ZOWTIENT 24T o 72,

$9, HENERET OO BB & TR,
DIF BARTZERRIZBWT, PAOL &b L CTHlE o1
SHIZHE R =N A SNTz, FARIRE PUF 3R RE O IV &
MEDEGHIZATRTHY, L7 LT ¥ PilQ DJRFE
bB L UEEBERICLE R DT E LTHESNT
WL NI ETHL WY, L LD, E0k)k
W7 C PAOL OHHIZ 8% 5. 2 722D\ T B RF B
TIEHLPTIE R L, e HLNIZT 5720121 pilF
BETO null ZEEE AW 2479 7 S4B OWE
WULFETH D,

12 O ER EE R TR % H 7z Caco-2 Mg &
BWABRTIE, TNTOEERICBWTPAOL L HEL T

BaEMGEEOMP AL, o2 kid, b
12 O TEREER T ARIE R PAOL 12 X % Caco-2 AlfiE
JEDEBICEE LB E R LTSI ERREL T
5.

IVEIHESY » 737 8 PIIA O T, pilR #EfnT%
BRRO RMNLN PIA & v o8 2 A sk o 7z,
FEIRE 2B W T, Boyd 513 pilA @iz 72E—%—D
EPEALIZ PIS/PIR =4 L 723 7 F IVIRED S L Tw
LIEARRELTCVDL Y. O END, pilR BET
EERRIZBWTIE pilA BIET O mRNA LAXVAMET L
TV LU HEWEAE 2 b/,

IhETIT, BIEFEO L b ERHBAOMFEIZDWT
&, b MEEPEE AL (buccal epithelial cells; BECs),
v A E R (tracheal epithelial cells; TECs),
B IO MilbRER R BRI (A549 Mife) ~offE
2iE, IVHHEPLETH L 2 @S Tni B
W F72 Heiniger 5 3k IEH & A549 ML & DA E A
FZIZAETEE Y VX7 PIYL BETH A Z & &l
HLTWB D REFFE T - 72 Caco-2 I~ D 7 5
BRCid, pilY]l Mz TARMKE &L 12 OB ER(E
FERBET R TIZBWT, PAOL & H#E L T Caco-2 #l
JANONFEDOHEBE LB ZR L. ZoZEid, Thb
12 O TEREER T ARIE R PAOL 12 & % Caco-2 g
NOMNFIZLETHLI L ZRIBELTBY, Thbbik
REA e ks BRI ST 5720120 TV BE
WUETHDLIEZRBELTWAS, L2LERDS, pilA
Bn T2 EERIE Coco2 HIFE~NDFFE DR T 2R S % h o
v MmELHY O IVEES 87 EPIA &

AL GBS RN MRS A913%, 11-17, 2022

Coco-2 MfA~DfIE & DBARIZOWTIE, S HIZHETHS
VETH A,

FAUY a7 a NI w7 ARIRE O R IE R
AT o 7ok R, 12 OBEHERRTERET RTIIBW
THRAT Y a vy avNTIIWT BEENEA PAOL &1t
BLTHBEIET L TW . @712 D Argenio 5 13 #fkHE
W PAOL 122\ C, HMEMERRTAF /IO a v s
NI T BIREMEICSG L TwWA 2 E 2 iE L Tw
%170 D' Argenio 5 DN ER~DE OZEHNC X 5 FA
HEEEERLZY, OS2 HW/24ROK L4 OIS
BWTH B, 12 OMERMEEETFRIRE PAOL
WCEBF AT ayYa yNTIRT AREEICES L
TWD I EWRIES N

DilofEREr 8l 2sE, 120 EHE#EET

(chpA, fimV, pilB, pilC, pilD, pilF, piM, pil@Q,
piR, pilS, pilV B X X pilY]) Z8ERIX, PiA ¥ > X
7B OMMEET~NDOFEIZ /R &, 2512 Caco-2 Mg~
DfF#, Caco2fifafgxNLzEBBLF 10 ay
T a NI T DA E DS, B ARE PAOL & L T
WAL Cnr, oz Ll 208EMERETOM
595 IV BIE % 4 L 728§Re 25, Caco-2 A~ fF35,
Caco2 Mlifaf@x /- L7-&E#, REFOFA 02 a3y a
TINTAIR T BIFELEICATT R TH B 2 & 2R L Tw
5.

AWFZEIZ &Y, FEIRE PAOL 122w T, Caco-2 #llllg
~OMEOfFAE, Caco-2 Mg~ ZE#EE B L UF A 1
2 av Y auNIAOREEIZBIT S 12 OB E
ZFOBRELREEDPHO L LR o7 L LAEDPS, IV
BURTE % I L 7BRRB I IS I TV BRE 2 TR %
3720 TR, BRREOFB T 2B L2 U2S L THE
OEFVEE HETT 5% S OWET Y L EboTH
D8, KEFFETH S A & 7 o 72 Caco-2 MUK I % 38 i M
DR, MfaZE PilA © /K I, Caco-2 MBI
TBEIFATL gy a g NI BHEEORT
2B % 12 ORTEHEER T TN ENOFS DM %
AHZAXLNZDOWTUE, SR ES R LMV LETH 5.

2 I

RfIE % BATT B2 o720 THW/272& T LR
WEL 37 DR AR R 2R 2 e PRARE I PR 22 W SR o B PR A A 200
B T A O RHEAIRKS X OCIARAMRICESH L R
ER

X W

1) Marshall JC, Christou NV, Meakins JL. The
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Abstract

We have previously identified 21 genes involved in the bacterial translocation of the
Pseudomonas aeruginosa PAOL strain through Caco-2 cell monolayers. In this study, we focused
on transposon insertion mutants of the pili-associated gene because the association of this gene
with the penetration activity of Pseudomonas through Caco-2 cell monolayers is not clear.
Using P. aeruginosa PAO1 and 12 pili-associated gene mutants, we investigated the adherence
of Pseudomonas to Caco-2 cells, its permeability through the cell monolayers, detection of type
IV pilus protein PilA, and bacterial pathogenicity to Drosophila melanogaster. Our results
indicate that all of the P. aeruginosa pili-associated gene mutants showed significant repression
of bacterial penetration through Caco-2 cell monolayers. In addition, the pili-associated gene
mutants showed reduced adherence to the monolayers as well as low virulence in flies. The
mutants also displayed a loss of the type IV pilus protein PilA on their cell surface. These results
suggest that type IV pilus-mediated function is essential for primary bacterial adherence to Caco-
2 cells, subsequent penetration of Caco-2 cell monolayers, and pathogenicity of P. aeruginosa in
Drosophila melanogaster. Further, mutation of the pili-associated gene caused loss of the cell
surface protein PilA, which might significantly affect bacterial penetration of the Caco-2 cell

monolayers, consequently reducing the pathogenicity of P. aeruginosa.

Key Words : Pseudomonas aeruginosa, pili-associated gene, Caco-2, bacterial translocation,
Drosophila melanogaster
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