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Acinetobacter baumannii \, FEHIMEMERBEATEE 1T {, M OREER T, FRENEGO KRR &
LCHEE 725> T b, A baumannii (38 FIZEETH 50, BREREEEICBWT, BIEZR %25 Xk
L, EEDEV, TOZ s, HEREMREOMEEAPEETHLEEZLNL, Mgy
RN DBRGBEN B WV TUE, IFh BRSO E R T 2 EPAMSEN TS5, T E T A bau-
mannii & b REM MR EROM BRI M % B TRFgEd e v, I04E, Bk H 72 2 R KRB B
W& LT, WhEkiiust 5 v 7 (neutrophil extracellular traps : NETs) 251 H &htwb, 2T,
A. baumannii \ZxF 3 2 iFHERDIG G E NETs (SH % 2 THIT L 720 2 ORE R, IF P ERISRRIB I 123 L
T, NETs BB % /i LRGP 3553 5 2 L AVUR SN72AS, A, baumannii (2R L CTl&, NETs FEHAS
ROHNT, EYPIHAREAIE R IS V720, R TELRWI LWL NI 72, EHICFELL,
IRk E A, baumannii DM BEAEH 2 @ L7- & 2 A, A. baumannii (30FFRER O &G4 Bh 1R % D1k L, 36
WZAFHERE & 7 ¥ — D L ) ITEGSR I ONEE, FIHL, B R251 &9, FrlfMEgse 2 2
= X . “Bacterial immunity taxi” D WREMEATUR I N7z0 418, X HICFEEL W AL baumannii & 48 FHIL &
DOHEALER 2R L, RGHE, W/ acBIFs 2 L2 HIEL Twa,
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Acinetobacter baumannii X3RN ERFEIERITE L, £
F) 2 iy M % #E 4 L 72 multiple-drug resistant Acinetobacter
(MDRA) 23232325 ), BENEEDEHEE & LT, T
R CHEE 2o T3 TN F TD A baumannii Hf5%
&, ORI AST VISR i PRI O 77 32, PURFE O
%R ETH Y, TR ONRFIENEO BRI IR I 2
L\ A. baumannii {3308 3METH 225, HEG4E F (com-
promised hosts) 28\ THIMIE 7 & OGFEK 2wk % 5] i
TFZEenst mEMENRE OMEERPEETHL L
ZZ N5, A baumannii % & &AL ETE T~ O i& G4 1)
WZBWTIE, MRS OWREEEZRTIEEZ LN
BLH, TNFT A baumannii & & s KRR OUFHERIC
ME Y TRRIIED v 2 TR T, bIubhoffse
TN—T DS LTz, il A, baumannii—F W ERAE B AE
ZHLDMTRST 5o

I. Acinetobacter baumannii BRZAE DIRIK

Acinetobacter £ 1%, a (3E) cineto GEZPE®D) bacter
(7)) &\ 9 BERT, Acinetobacter J& W IE BB PE D
77 LBEHERR T, BARIAS M T HRERTD

%o b NOMREMESL5EESND T N MEIRFEREE
7 AR & LCid, KRIRE (Pseudomonas aeruginosa)
IR THHEEDTE Ve AR VTN OREIZ S B
7o, FRNRER RS2 SICEE LR <, BN
DR & 7 ) 23\ Acinetobacter IBH X, £ OFE
WCHEENDLD, b b OBEGSED 51X, Acinetobacter bau-
mannii 258 b FHETHRIBEEI NS, BEHANORF R E
PO LB SN, BEEIEIMETH LD, RIEHOETL
TR RICB W TIE, HRAREZ T &R 37,
Acinetobacter JERGHEIZIE, Mige, WOIMGE, FRIGEGSE, #E
Rige7 D3 1, B (SRR 2 &) R KI5
W RGeS 517, FRIC, NTLIFIR R E B 1%
g B N WL 2 BE 3 P4 il ¢ (ventilator-associated
pneumonia : VAP) R JREER M DO E S 7 — 7 ViGH
2 & 2GSRI R OB 5 0 KGe & JFIR
We LTEEEDFEHINTYSE Y, 212, ICU
(Intensive Care Unit) O EH B CHEMERET SR F
ZEHHNY, R TIE, FICERILELRME T
5o

FHOHBHORE DO # 2-11-1
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S 512, A. baumannii 3 P. aeruginosa FFEIZ B-F 7 ¥
~—YEE, REEONEE#EEOAR, TTAIF
% EONRBIET A LR, N4+ 740 VAT
e EOWREEE A L TWD 2D, SRANREESGEDIE
WAV SRR, RO ERBEEE T, ZHNCHEE
JERF L 72 MDRA DSEIZHIEDS D, AT 4 THRETA—
PN—TER & LT LiFs i Twb, MDRA 1, AR
Ti& MIC (minimum inhibitory concentration) 4 I X%
LAzZ16 ug/mL 227 I 7Y =32ug/mL > 7H
T7uXH T =4 pug/mL & EFKE N, JANIS(Japan No-
socomial Infection Surveillance) ®F-XT, 2014 £ E
FHENT 116 ATH Y (Acinetobacter JEGIE O BHFIL,
23558 N), T ZTHAE100 Al o BB B HE S h
T\ 5%, A baumannii & [FRRISEF T A E & %2 5
ZHIT PEAEIE A (multiple-drug resistant P. aeruginosa :
MDRP) 72,000 NEi#&DEBHERTH 5720, ENTO
MDRA #MHHIZF72EFNTHAHEF 2 5. L2L, KT
&, MDRA o [® B 47 7 @ — ¥ international clone II
(VL1 European clone 2 L IFIEINL T /2) ASEE L T
B0, 2013 4£® CDC(Centers for Disease Control and
Prevention) OF-XTi, 7 21 # ® MDRA BHEIZ
7300 Ni2d L0, EDOEIL 500 ATH o7, BEK,
FEEEE BT MDRP 22, 7 2 Y 41 Tld MDRA O
WL ANNHLED S TWDe S HITHEIE, TR ORI
ORI THY, TXTD Acinetobacter JEGHE D B EHFL
2312000 ATH o722 D5, PEULEPEOR DV
MDRA & LTHH SN T W5, EBMLDELNES, A
ENTHOWORBBER T N7 LA 7052 > THARRE
T Vo FEBIS, AARTD 2010 4F 055 RS MR R
BEziE Lo, W ODDEFEHETT 7 b7 LA 7 2k
BRL, thMEE LTI 7T LR ETEHEMD BT
S7ze 72, 2014 4E121% 5 HHE S A S 5 e
Fohs R BICEE SN, FNTHERS RO T b K
YSETH %o

II.  Acinetobacter baumannii DIRIERE T

N F TIZ A baumannii DFFRHE T & LT, HERN
A+ 7 4 VLI, BARENE, SERE, SwWHEER L
MBFZEE N TV B, ZD 7% Hh T outer membrane
protein A (Omp A) &, 8T FRHa~OREERNA F
TANVAEE R EDS T S ERRREERET 52 LAUR
BN TWBT"Y L, A. baumannii i€ 7V~ 7 A
HH W FEBRIZB VT, Omp A RIEMBEHKEZ H WS 2
LT, XY ADRTEEMET Lz LM shni?,
72312, Omp A O BFEIFEIL A A, baumannii J&GsBH O
Bl g0 AE, ZECZRD FAICHEEATS risk factor TH 5
ZEBREINY, Omp A DEELHERFTH S Z LS
HOENT otz T2, EWEES LT NIPIATE 2
WA, A. baumannii \ IO CHEMBRT H I N
TE57:0, BEEGZBEETOAALEHT A2 &M TE

559, ZORmOCHBERED ARARHOEELHERE T TH
bo BB, fEEGIEMIL L OMEIERH T, R
DEETHHLEZOND, BHITER LK E
T AHHEMIE, EREEEZRTI LD, KEDS, MRS
L BMEOMIER L 7Y = MEH, ARTHET LI L
T, fEERIEDIHD O ORBICHES L Tn5DH I EAVRIE
ENTVEH, 2D XHIZ, A baumannii \$HEIOWETE
B MER T 24 L TWDH, AL > TidEET
BHbo LAL, BERFIIIBWTIE, WEZHXES
L, BEERDENT 2, mEREMIEE O E/EH
WEETHD I EIRESND, M/ 5~ D &Gy
BilC BT, e~z a7 7 =Y EOFEM
Nosm O e R E 2 7z T 2 e EZONL. I NT T,
RIUARET T T4 v v akHWIHERT, A bauman-
nii SRR IR~ 707 7 =V RBRTHI LT
RERBHML 722 Ehb, hik/~ra7 7 —U%
RGN E R B 2 R T I EDRBEI T W
5H8
III. Acinetobacter baumannii &
FFhERAEREA N Ty T

EFREL72& 912, A baumannii O EGFHI BT,
IR EE LS 2 BT 2 EDRIBENT VL,
£ OMRIE< Y A HWiziatTh v, F#L <A bau-
mannii & MR IMLH KO ERO M EAEH % in vitro
TN L72WFZEIR A v SN E T, A ERIZIEGRh 1
D& LT, MW OBRGEMICEEL, FERE
PEBERFEOEEICLDHEEALERTLLEELZLNTE
720 & BIEME, WHRERAYH S, apoptosis T necro-
sis T 7%\ ETosis & Wbt % 3 72 2 M Ha 5E 4% s <%
O ELE) Mgt 25 &R L, Byt~ v
7 (neutrophil extracellular traps : NETs) & F:E 4L % 48
HBIRO M7 v 72 L, s CHMEEZMRL, &E
T 5 &) ERPIHBRE S O I e - 720, 2 E
TIZ, A. baumannii & JT#% D P. aeruginosa \Zkf LT DA
RBHEERE L L Cd, T NETs 25w ST 5
W BN, F T, WHIERD A, baumannii \ xS B INE
%, NETs PRI 2 4 THRE L72" . ZORHE, P.
aeruginosa THIFLT % Z LI & o T, IFHEROB OB,
DNA L BT S A b U BEIZ X, NETs 29 &
NHEZEVBHLNE % 5720 —77T, A. baumannii T DR
WMTlX, NETsEEIZ DO ThnwZ LR ans
(Fig. 1A)™ o hfHERIZ, P. aeruginosa \23%F L Ti&, NETs
TR R AT AL, EEREIEICES T 525, A
baumannii \Zxf L Cld, NETs AR 6T, EHER
FHEAEDTC I EAUR SN, U ERO G EHRRE A
RN TR EDRHLNI R o7 2D END,
A. baumannii & P. aeruginosa (X3 % & ER D A AR B); )
PO ST HE R 5 2 EAVRENT, EHITEIRE
Z &2, A baumannii ¥, & MEHRBRE O 1 R o 28
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Fig. 1. The NETs formation was not observed with Acinetobacter baumannii stimulation (cited with modification from reference

36).

(A) Neutrophils and A. baumannii or Pseudomonas aeruginosa were co-cultured for 1 h, and the cells were stained with anti-
histone H3 (red). DNA was stained with DAPI (blue). Scale bar =50 um. (B) Survival rate of bacteria by co-culture with neu-
trophils. A. baumannii or P. aeruginosa and neutrophils were co-cultured for 1 h, the surviving bacteria were counted, and the
survival rate was calculated. * * *p<{0.005 vs. neutrophils ( —) P. aeruginosa

TIEAERRE I N -7 (Fig 1B)¥,
IV. Acinetobacter baumannii DIFHRIRN\ DEEEH

IEHERIE, A, baumannii FIFIZ X - TNETs Z B
T, MWL TETI, EENTRKMTEZLTwbD0E
W) B EE N, 2T, BBk E AL baumannii
DT 2R LB LY €OMER, A baumannii &1f
hEk% 1R T A 2 210X o T, A baumannii 1
GFRERD PSS L CRlgE s /- (Fig. 2A)7, Z 0%
#1%, cytochalasin BIZ X W 77 F Y EHAEXHEL, ifF
FROBERCEHEZHE L COEE SN/, S5 ITHBKEE
W2 T, [ U Acinetobacter J& 1§ @ Acinetobacter lwoffii
& Acinetobacter calcoaceticus \ZIFHERICEZ SN, A. bau-
mannii D £ ) RIFHRERNOEEFIBE I W25 72
(Fig.2B)™, 72, A.baumannii %t b KK Ll % o H
K/~oru7r—VERERTLE, ARESH, #5138
BEING o720 TNFE T, A baumannii 1Z Omp A R3¢

Ex M, MioHEsE, SRz S0 S F SF 2 LA
WAL, SHICIhomEMBICERAL, KERLEY
FRTHIEPREINTHE™, LalL, 2hE TF
FRIEMBE OMBEMEHT, bhvbMABE LX) %
FEERB R U P IR O T ST e,
V. Acinetobacter baumannii I &£ 3
WFRERDAETF & BRELERAL A DiEE

WIS, WFRERIZ AL baumannii \ZFeAE S NB DS, F O
DUFHERDBR 1T &9 D BI%E L 720 P. aeruginosa & IfH
BRA2 1 REILR RS 5 &, £ { ORISRt & ke =
$3, A. baumannii & OILEEFETIE, MIILIZIT & A LR
OHNTY, KREBGOUFHERPAEF L TBZE SN, 85
(2, M B & OB ORI LA O EROEE iR
FHI L 72 & 2 A, W HRER-A. baumannii #FAEH % O X538
FEIS, XL OUFHRERDSEE L7z 2O DORED
5, WHERIE A baumannii EASTALZHEE T 525, HE



VOL. 65 NO. 6

Bacterial immunity taxi 797

A
3

—

A. baumannii

(B)

A. baumannii
+ Cytochalasin B

A. woffii

A. calcoaceticus

Fig. 2. Acinetobacter baumannii adheres to neutrophils (cited with modification from reference 37).
Neutrophils and A. baumannii (A), Acinetobacter Iwoffii or Acinetobacter calcoaceticus (B) were co-cultured for 1
h. In some experiments, we performed the assay in the presence of cytochalasin B (CB). These cells were stained

with Diff-Quik.
Scale bar =10 um.

TE9, HEODMEICL > THIRIEZRZTHIFTH &
, FORIEHITEELTWE I EARIBI NI,
VI. Acinetobacter baumannii BFE & BUMAE

A. baumannii \3EFNICBWTIRIEETH 555, HiK
PFMEEIC BT EHEICRIMEZ T &I L, JET
DV 1995~2002 DT X V) A OFAT, A. bauman-
nii \2 X % J&GeA3, AL o 1.3% (10 fi7) % i,
FEED 340% BhL) EEVI EAVRENT, &5
12, ICU TOILTHH434% & 5 <, non-ICU Tl 16.3%
Tho/zZ b, BBEOHIELIHE L TFHZIE N
CELRRENTY, THOEFERNS, EHEOKW A
baumannii H3RIETI O T L2BHIZB W T, OFE
TR ERE R L CHRANZBE L, Mtz &S
LTWwWa s %272,

I3, KA TV F ¥ v N—%H 72 invitro 2 FEER
T, HFHRERE X OHIH OEERE & BTl L 7. Z DRR,
A. baumannii FIFC X 0, HHERORMEIE LA L
(Fig. 3A)™ s L L, P. aeruginosa FII T (2= AE O B iy

X8 HNB o T2 72, A baumannii H B ORFGE D
IHFHRERDIAFIC LY AL, FPERoOEE)REL cytocha-
lasin B THHET 2 Z L2 X o T, ZOREHERIZIIH &
n7z (Fig.3B)™s —75, P.aeruginosa D¥MEEE, &frh
ROWGEOHMETEA LD o720 SHIT, IFrhEkE R A
DHENGMIR, A baumannii ZixOBBRTYEBL, 2
T =T TNAD 3 RTGIRFEBR TREOMT 2 BI%E L
728 Zh, aT=r U A VOECETTIX, £ DA
baumannii ZSHMTHILE S N, RV CIE, HhEkE —
MICBgE Sz (Fig.30)7 %72, ¥4 47 7 Aplc
X oTH, WhEkE A baumannii 25—\ BT
EBIELTWD U EORENS, A baumannii \E4F ek
WCHAEL, ToORMERBEMESE, WHIORMEEED I
ERE — ISR/ BTS2 L THBRT A2 EAURE
7z,

EHIT, COMBBEIOR T AN ALEMRIT L&
2%, A. baumannii JIPZ X O FHERAD S @ interleukin
(IL)-8 PEAED EFH Lo SO IL-8 DIEHZMHET S 2 &
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Fig. 3. Adhered neutrophils and Acinetobacter baumannii are transported together (cited with modification

from reference 37).

The migration ability of neutrophils (A) and bacteria (B) was assessed in an in vitro transmigration assay. In

some experiments, the infiltration of neutrophils was inhibited by cytochalasin B (CB). The invasion rate of

bacteria was expressed in relation to that of the control without neutrophils (1.0). ***p<0.001, * *p<<0.01.
(C) The infiltration of neutrophils (fluorescently labeled red) and A. baumannii (fluorescently labeled green)
together was assessed using a 3D collagen gel invasion assay.The left panel shows a shallow part of the col-

lagen gel. The right panel shows a deep part of the collagen gel. Scale bar = 10 um.

2L 5T, A baumannii FI¥IZ £ 2 GFrpBRORE R B
KO ER D ILAEIT X 2 T & O ER R OB 5 b Fk]
EN7ze SO ERL, AMBEBE X =X LIZBNT
IL-8 WHEE L E 2RI L TCnAZ ENHLNII R -
726
VII. Bacterial immunity taxi

A. baumannii 73881 ML G <2 MOMAE 2 5] S 2

T AN =R LDO—FUL, TOFH A, baumannii—iFF ERAH

HYEHICE 2 b o0 L w, bivbhid, A. bauman-
nii HIFHER D IEGRh RS 2 I8 L, 02U h3kE & o
V=D X ) NEGEALIF NS, R L, ROk %
&3, FHMREBE 2 7 = X 4 “Bacterial immu-
nity taxi” OWEEEZ R L7z (Fig. 4)%,
I THIR RS ORS, M ERIZBGERAIZER L,

ZOIFEAEPHBEHR TR, ~7u77—=J12&oT
frkansbE2ONTE, L LEWE, ME/MIE
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Fig. 4. An image illustrating the concept of

the “Bacterial immunity taxi” The
background is a scanning electron mi-
croscopic observation of co-cultured
neutrophils and Acinetobacter baumannii
(cited with modification from reference
37).

L 70 ERDS, TREEIMAE R IR AT 5 reverse trans-
migration & \» 9 BRI E 72, T O reverse
transmigration OEB 2L LU, W HERASHIT
R ED R o BRI, TS ERET AT
HHIEEZOLNTWDY, TOFMIEEZMIHINT
Wiz, MR ORGSR T, AT 0N 7 —HEED B
FELTBY, HHERAMENINEZITE R LR T VEREED
FoTWLIEEMEDEZEZ ONL, 40, LNk
Bacterial immunity taxi (&, il B 4% 2 @ reverse trans-
migration &\ ) fd EREREME Z AR L, AL RICH)
JALTWA Z EARBE NI,
VIIL. BFEHREMERE2—47 v MCULE
RAEBRBEDREEN DL

WBIZ, BRUERBICOWTHBRR W E R, PR
DFEPNT XD, 20 4D TNBEDEF L 72 I8 2 7 &g
SERDEZEAS, 21 A2 %D, IR SRBL L, FFOISR
M7RMEIZ R > TWd, HEOMEBEEY I v M THE
WL, BEREE LTGELADN, HAOAL LT
MR ID KD SN TV D, L L, FBlbiREn
TSI BIAEREREIC Y LIPCBY, ZoFFTIE, flix
D PERZK U CHB RIGHEEDS R 5 Witk d &
bo T2, TNFEFTOL) BWEMKE -4y ML/
PHIERETIE, AHRREENTE TS, 312k
HHEEAEEFNTLEY, ANHERHOWE ZTo 2Id#
oo, B L7z & 912, A baumannii b iy R 2SR E

A. baumannii

,.@»>\~®

[ ] o ®
IL-8 @ Adhesion Se ®]L-8

itheli 11

Basement membrane

Fig. 5. Schematic image of the mechanism observed in the
present study.
Neutrophils in the blood stream migrate to the Acineto-
bacter baumannii infection site (Chemotaxis). A. baumannii
avoid the neutrophil defense, and adhere to neutrophils
(Adhesion). A. baumannii and neutrophils infiltrate together
(Invasion). A. baumannii appears to use neutrophils to
spread itself throughout the body via activating these cells
with IL-8.

LD, BVIFREMLFEHD L 5 WMHBEOZ DO
THEHVHIRTH b, T, HEROPUHSERTE R IR
W & AZ T 7 o 7B 2 & O P B AE IR O B 56 s
RKOOSNTWE, ZO—27%, 1EEEEMILE OMEM
Ha s =7y MILZRIYEBRHRRE TIE 2w e &
9 o AR THR~72 Bacterial immunity taxi &, 1212
PSERIREIE D ¥ — 7y MRV 2B EBoTWD, fi
Z1%, Bacterial immunity taxi ® A7 v 7 & L, A. bau-
mannii JEGLBALA~OUF IR Dt 7 (Chemotaxis) , M &
I ER D75 (Adhesion), U HERO KGRI A S M2
~DiZH (Invasion) D AT v 7k, ENLHEWD T —
7y MY 25 (Fig. 5) o 4 HIFEERMICIE, TL-8 DIEA
R E 2 XY, FPERoOBEAHIH S, FR
CHIHoOBE D IH Sz 2F 0, MO ET) %
W3 2 Z & T, M ORGP R/ FE % Hl T & 2 1] RE
PhERET HZ ENTE,

BRRIIZIE, MDRA O#WiaH e LT, #7442
) U7 EOFERIDBERK TIEE L E R Tv B8,
LHL, fEHEFEOT 2T v ARBONTED
T, COFEFDPIREM 7200 T% <, M-l A
TERICHDEE L Tw LRI T0E 2505, FE,
FrY A7) UREBO I VA ) i, GfhERDS
B/ BETABICEHER Y VN RS, matrix
metalloprotease (MMP) O3B 2 W4 5 & v 9 Hiihas
& " Bacterial immunity taxi @ Chemotaxis % In-
vasion DA 7 v FIEHT 52 LT, REHEL TV
L2hb L v, 20 X9, MR-1EFEOME/ERICH
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IO, RO FZ =7y MITAZLIZE-T, IhE
TR VRGO BUARERIE K7 v 7 )RV v g =
V7 (BAFEOBICILR) B 2 LI TE %,
EHIC, INFTOWARKRE Y =57y M LGHREL
R L7200, BAEMFRCRIE & 7 o T 2 AN
WOHMBLHHITE 2 HEED H 5,

X. & b ¥

AR, BRPESIIC BV, A EATEEL, &
B CREEOMBEL o TWwh, ZHUIPE, &Y
JEWFSE S R AL E 2 D, F ORI kR
BeE, PURESEOMHTEE» D ANEH EhTwd, b
BA, TEEOMERIEFICEET, #LEDRLTIX
WIF R WiigEECcH B L B ). Lo L, TEREmrge?
FTIE, TS MEORARN TN 5 v, it
PEW R B3 29w B 22N ER T4 D Tld & <,
HEOARRKD > T B S FEFLHMEMERCHEE L OME
TERNCER L, BB LITH) 2 LICk-T, Ih
F T EEE S 72D & O BRGHERIH O BAFEIZ TN 5 O
TIEGWhEEZ TV,

F 7z, WO OBNELSBRISEOEEZIT) Z & D E
WTHBEEZEZTWD, AfiTuh~R7z Bacterial immu-
nity taxi &, AYA &AE MO BEAEH OB SIS
ZAToT2e TR, HAMKLE, HMTHEAELTVWDLEDT
E7% <, HMOmETEMERLERE D O THA L LTIHE
LTBY, PAZMET H7-0121F, PABUNREE (tu-
mor microenvironment) DRSS ULERT R TH 5 L%
ZHENTW5b, TNUHMED LN S, HAMMNEAY)EPH
DORHEZFHNIL (cancer-associated fibroblasts : CAFs) %
~ 7 a7 7 — ¥ (tumor-associated macrophages :
TAMs) 7 & DR HBEA T WAL JEE S TR /IR
T HBLEH S P - 725, 4 nl 0 Bacterial immu-
nity taxi (&, F ISHIE D BAMED & ) RS HW %
THOTIEBWREREL, WiREfrv, BALEHS
Thbo

Gted, IEBENDOL 5B R AL ST B X O
TGRSR 2 HEST 52 2 HIBL, WgtEitED
2, FITHLNH LVAIRD, BIE, OWTIiX
LEFESE LN HOBEBRLBII NSNS Z LR WA
L, WFZeIiihasz v,

#w

AWFFEIL, TN RUR AR AT AR Y e el T
FEHIZDOWTEZE TIT 5 720 HEHDLATT OWSET I
OO LET, T2, ARZHRETLICH2Y,
4 AFERATOWZWBIERE — 50K (B
=) ZHTOHEMEY TR L LT3 R, v
DB LR FNT T NZMBE, T KB 0D & K
LET,

AL A O  BETRED DR L,
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Infection by Acinetobacter baumannii and host immunity

A novel bacterial transport mechanism “Bacterial immunity taxi”
Go Kamoshida

Department of Microbiology and Immunology, Teikyo University School of Medicine, 2-11-1 Kaga, Itabashi-ku,
Tokyo, Japan

Hospital-acquired infections due to Acinetobacter baumannii have become problematic because of high rates
of drug resistance. A. baumannii is usually harmless, but it causes sepsis resulting in a high mortality rate in
compromised hosts. Therefore, we must consider its interaction with host cells to understand diseases re-
sulting from A. baumannii infection. Neutrophils play a critical role in infective protection against the extra-
cellular growth of bacteria. However, their interactions with A. baumannii remain largely unknown. Recently,
a new biological defense mechanism called neutrophil extracellular traps (NETs) has been attracting atten-
tion. In the present study, we investigated the responsiveness of human neutrophils to A. baumannii focusing
on NET formation. The results demonstrated that infective protection against Pseudomonas aeruginosa via
NETSs formation was observed, but for A. baumannii NETs formation did not occur. It seems that the innate
infective protection against A. baumannii does not work normally and this bacterium was not killed by neu-
trophils. To elucidate the interactions between A. baumannii and neutrophils, we performed a more detailed
analysis. A. baumannii seems to spread throughout the body by calling and hijacking neutrophils like a taxi;
therefore, the mechanism behind this novel bacterial transport will be referred to as the “Bacterial immunity
taxi.” In the future, we aim to clarify in more detail the interactions between A. baumannii and host cells, and
hopefully thus identify infection control, diagnosis and treatment.



