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Helicobacter JEWi X b, K, i, K (Foilfih &ofk4 28 BHEOMLE I 2 &\ &G d 5
7T WD S ARBRTH 5, EYT B0 L D K& { HAENL Helicobacter J& WAk & I IFAEAL Helico-
bacter BWAEIZ /M SN D, b M FHIZEYs % %% Helicobacter J& W 1% Helicobacter pylori TH» V), H
WARHALEEBEORKNEE LTLLMONTWD, T2, BRBEO Y IZEYT 5 Helicobacter suis %K
iKY 3 % Helicobacter heilmannii & &2k B IZEY L, H pylori & [AlkkZ HEEDERK & 72
AT EPHMLENTW A, —J5, BIFENL Helicobacter IBWED ) b b L aBES NS Z DR DL VD
\& Helicobacter cinaedi T V), FITHRFEAEEZ OWMAER KEFHKRE L EOFEREE LTHllEsh s, W
MIEDJE AW & L CIid3MBic, Helicobacter fennelliae, Helicobacter canis, Helicobacter trogontum 7 & ®
W WFAEAT Helicobacter J WA S b, AFaTlE, $Ri2v MEYs 5 H pylori YWt @ Helicobacter
B A S, FNE T, BRAR, RRYWRRE, RGLWnE, A&, WIRER SISOV TR 5.
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Helicobacter J& W& 2022 4£ 7 H 1 HBIfE, 49 WHIAFAE L
Z09 b, 16 WL H I2&G T 5 B AL Helicobacter J& T
fili (gastric Helicobacter species), %%V o 33 W4 %
JFIE 2 e 5 B B AL Helicobacter J& Wifd (enterohepatic
Helicobacters species) T 5 (K1), 837 Helicobacter
J& Wi T & % Helicobacter pylori 1%, & b H &g L H2
ARIILDE TS HEHEBEORRK & 2 2 REEMETH 5,
Dr. Robin Warren & Dr. Barry Marshall {2 & 9 1982 4E 12
H. pylori O¥; 30 L& DR EMEAHH 5 22 & h
7eDb, £ ORBER OTRRIFZEIC X 0 g TR B b
B EERIFIE N TR HE T 2 AR S h T &7z, —,
H. pylori YUAV® Helicobacter J& b & M ZJ&Ge UKk 4 72 95 Ji
WERT. ARTIE, BN Helicobacter J& Wi fl & B B AL
. Helicobacter WREIZ 1) C, $Fic e MIEYT 2 HHEIC
AHHL TR T %,

1. BICRE$ET B Helicobacter BH
1.1 kb FBICESET % Helicobacter BRD BHARTBE, B
BBl BEFEFEICOVT
BICI&H 3 % Helicobacter IBEMIX 16 WHES & T b,
KL ZNSOWMEO—F L E a4 mETE, e PENORK
YeDMEDOH AR L7720 H pylori 13t b BIZEGT 53
%L7% Helicobacter IRW T ), HEHNIEE L, RN %

FH WA © (T208-0011) HEHCHREHAT 1117152 5l 4-7-1
el 37 T E 8T A 8 565
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BREEHEE TR VRY, b PFICERE LT 5. B LT
ISR TH 5 2 DL VH, HRRFMICITH £ R LT
By, RUIMoEEEEOKE, H2A, H MALT Y ¥ 3
BE, W, tofBEEs L% &I 3, H pylori ®
BRI T 7, BT AV AKEE, W7 YT THEL, Tk
T=T7HIE, Iy oX L7 A A TIHEW, BARD
H. pylori JEGFHRIZAFRTRE LAY, 1940 AEA DRI T
HELZERTIE 70% DL ETH 5 A%, 1950 EARICHIAE L 72 4E
T 40%, 20 L FTIX10% LFTH 5%, —F, H
pylori YAV ® Helicobacter JBH b & b HIZEY T 5 2 &8
HMHNTWA, & MBIZEGS % H pylori YA Helicobac-
ter JEWRE (Non-H. pylori Helicobacter species : NHPH) 2
\& H suis, H. heilmannii, H. ailurogastricus, H. felis, H.
bizzozeronii, H. salomonis 7% & @ Helicobacter J& W23 &
INLY, TNHONHPH O 9 B, H suis IZERHEOHIZ
J&Ye3 % Helicobacter JEWFETH O, o> H. heilmannii 7
E O NHPH 1ZA&TRRM O B IZE&G43 % Helicobacter &
MTHbo HATIEe P HIZEYT 5 NHPH & L C H suis
PR EN LY G54 L, R\ T H. heilmannii R % O
WAR &M 5", NHPH B IEME SN2 iz L b
Fea THDED, Bl rWEVE N, H pylori BRHEHZE
HIZBI S NHPH B b 3N 0®, NHPH i H py-
lori L3R DEATHERT Z2WRBEIEZEZ SN TV,

1.2 kb FBICEZT % Helicobacter BE D RBREZHIEIC

2T

H. pylori ®EHZ N ERE L LB E T 5L
WG Z L E LRI KRI S b, NgimE %
VEETLHEE LTI, BABMMEA, S H pylori % X2
9% 51:R H pylori D21 L7 —¥iEMEEZFIH L
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0.1

@ Helicobacter ailurogastricus ASB7"

@ Helicobacter heilmannii ASB1"

@ Helicobacter vulpis CCUG 72909"

@ Helicobacter mehlei CCUG 729107

@ Helicobacter baculiformis CCUG 538167

@ Helicobacter felis ATCC 491797

@ Helicobacter salomonis CCUG 378457

@ Helicobacter cynogastricus JKM4T

@ Helicobacter suis DSM 197357

@ Helicobacter labacensis CRBIP 1117197

@ Helicobacter bizzozeronii CCUG 355457

@ Helicobacter acinonychis 90-119"

@ Helicobacter pylori ATCC 435047

@ Helicobacter cetorum ATCC BAA-540"

@ Helicobacter delphinicola ATCC TSD-183"

@ Helicobacter mustelae ATCC 437727
Helicobacter anseris ATCC BAA-1299"
Helicobacter rodentium ATCC 700285"
Helicobacter turcicus DSM 1125567
Helicobacter ganmani CCUG 43526
Helicobacter mesocricetorum ATCC 7009327
Helicobacter apri A19"
Helicobacter mastomyrinus ATCC BAA-1046"
Helicobacter canadensis 16143
Helicobacter equorum CCUG 521997
Helicobacter pullorum ATCC 518017
Helicobacter monodelphidis 15-14517
Helicobacter jaachi ATCC TSD-45"
Helicobacter saguini ATCC TSD-47"
Helicobacter marmotae ATCC BAA-546"
Helicobacter macacae CCUG 553137
Helicobacter himalayensis 80(YS1)"
Helicobacter didelphidarum LMG 310247
Helicobacter typhlonius ATCC BAA-367"
Helicobacter muridarum ATCC 492827
Helicobacter japonicus ATCC TSD-46"
Helicobacter hepaticus ATCC 514487
Helicobacter trogontum ATCC 7001147
Helicobacter aurati ATCC BAA-1"
Helicobacter enhydrae LMG 297797
Helicobacter fennelliae ATCC 356847
Helicobacter canicola CCUG 33887"
Helicobacter cinaedi CCUG 188187
Helicobacter bilis ATCC 516307
Helicobacter canis ATCC 514017
Helicobacter pametensis ATCC 514787
Helicobacter cholecystus ATCC 7002427
Helicobacter valdiviensis CECT 84107
Helicobacter brantae ATCC BAA-1298"

Campylobacter jejuni LMG 88437

1. Helicobacter J& B 16S rRNA @z F-HLHNIZFD & Rt
MAFFT#E® 12X ) 754 A ¥ Mg, RAXML-NGY % Jl\WCiREEC £ O RH % 78K L 7z. Campylobacter jejuni % Outgroup & L C
G, BRI 7 —MA NIy TR, A7 — VI 2 & o IEEREE R T, @1XE &Y % Helicobacter J& o

7ol L7 —EiRBEA D 5, F 7o HAMRMMESL H 5
PCR#WC LY H pylori #3522 T&5, —F, W
PSR 2 LEE LaWwHEE LT, A% CRENR
AR CRERR S N2 IR #EA H. pylori @7 L 7 — B Gk TR
SN DR W THRIBT 5 IREMFEGAERR, MR
oYL H. pylori PuikE MM T 552, H A v, FEAIcHE
& N7z H pylori BUEZ A & 7 0~< MEREIZE Y Kl
THHELREPHWONDE, 25D H pylori &4 Wik
D H b, IMEY H pylori Pufkfll &, 8 H pylori $iLJi
Wik CclE NHPH 2B 5 2 & Tc& 2w (£2). H py-
lori & NHPH I3[ JE WA CTIEH 525, PR RR L7290
7EEEZOND, F72, RIEERERL, Al L7 — ¥R
BCc3d NHPH #5628 TE v, b M HIEYT
% NHPH (& H. pylori & }A~_TEGE A4 7%, H. pylori
Iy L 7 —BiHESTHNZ EICEY, L7 — B
BARBRALN T & 5B 720 L E 2 55, it T% < » NHPH
SR I RE R e & B b W IR D Bk X T v B ] gt
& 5o NHPH O IZ BRI E RO ¥ 250 d 5
VI E AL Sl L 72 DNA 2 w72 PCR, & % \»
BB X VI T& %, NHPH & H pylori X )34 L
KEICa N 7 HEHOROLEAMEE D O L0, FHE
WAHLER D F LYl X V) H pylori EXF$ 5 Z & TE
% (K 2)s PCR T iZ 16S rRNA @ NHPH & H. pylori % X
FTEBMEBICHRE LTS 4 ~—% M\, NHPH % #
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L, BtE72 -5 72868121%, ureA (7L 7 —EOMEBEET)
& 5\ hsvA (H. suis VacA-like autotransporter protein
A ¢ H suis ORAT 29872 AL E) @ H suis FF5 0 7%
HHI % 72 PCR % PCR B ® DNA ¥ — 7 Y AICK D W
MiZTFHT5HENPHSENRTW S, Helicobacter J& W
RS R <, F 72 NHPH I BEHI O WAE DL L O
BRESFAEL TV B EEMAH Y, PCRIC X % Wi EfE
ZlEIZNEECTH 5. NHPH X ERHTH Y, M Eh
5@ NHPH O8I TE Ko 7275, E4EHK 4 13 NHPH #
WETDHLREMIL, BBLAWILOHEMZIELLFAETE
% £ 912% 572" NHPH Wbk % H v 723850 &2 M il b AT
ABEICh o2 NS, NHPH OBRHEEE % 2 5K
DEHRGEWRIRONE . —HNHGERA LR RN
S, SRENHERE % LY L £ 31 NHPH O &S
WS T & 2 KoL 2 LRI N S,

1.3 kb FBICRESET % Helicobacter BEIDIEFHICDOW

<

H. pylori 13 5% F B 0 F§ BEAAE L & 2 v 13 A AE 1L &
Iz 7298 K # (Brucella agar, Muller Hinton 7 &) T4
JHS %o MDA 0 12 10% FEEE D4R R I (Fetal bovine
serum ; FBS) ZMNZ CHET S I LD TE, AR TR
BT DYAITIE FBS 2 v %, B IIMIrE s (BE 5%
FERE, JREEAT A 10% FEHE), 37 B, WmEREECTirwv, 10
WO RT A%y 72 WD L TE D, HABHEA



Helicobacter J&H 2D\ T

# 1. HICE&YT % Helicobacter & il

W% F 7 G E v b EHAOEG & E MO REH
Helicobacter acinonychis F—F—, FTAF
Helicobacter ailurogastricus Zii O
Helicobacter baculiformis b
Helicobacter bizzozeronii P A
Helicobacter cetorum AWVAh, 7TIF ?
Helicobacter cynogastricus N
Helicobacter delphinicola LI
Helicobacter felis PN A
Helicobacter heilmannii /AN O
Helicobacter labacensis B
Helicobacter mehlei FU A
Helicobacter mustelae Jxzlbv b
Helicobacter pylori v b [ )
Helicobacter salomonis M, K ?
Helicobacter suis WK, % ©
Helicobacter vulpis F A

BWAAL ER A2 R BHRBORIN & % 5 T % 7% Helicobacter J& #

O : WAE, T v ROFHNIR,
pylori DRIZ N FELHLE L HHENS,

O a2y FOFHNH - 72REHIZ L 72TH 597,

mahz,

t FERBORRE 25 2 EAFEH SNz, HATIE H

HARTIE H. suis DRIZE L e M E»HHK

AT FEP ORI SN HEZD 505, EBRIED R,

? :PCR Tt ¥ 7z & T 585D 5,

%2, H pylori & NHPH OB
H. pylori &G4 Wk
PRS2 B & $ 5 7
FrAgh
Wiy L7 —Eitkr
FI RIS
PCR
NHSEMREZ LB L L vk
TR FENT S B
M h 9t H. pylori Puikill g1k
PRAYL H. pylori HoARil
firf H. pylori HUJ5M & X
NHPH : Non-H. pylori Helicobacter, ¥ &) B At ®
Helicobacter J& 4
T E S
DRI T & 2 DR DE RIS B o
CEHTH D ENLLMHTE R,
CARH,

NHPH O# i

OO x P

v X X

o x DO

5 @ H. pylori ®¥;#&121% FEL o MR 98 K35 #b 12 H. pylori
PUSMORDOIEEZMZ LI ONra<xA2 v, FYRAL
TYLA, RYVIFVUB TAERTYYYBhREDPRE
DA EDLE) EMR IR E b, 85125 0HI% Nz
72 H. pylori #IREERE D B SN T2, HAERME
5® H. pylori DX #2387 35 HEETa o ==K &
N5, 710 HBEE» 255465 H 5. H. pylori (398 KE;
W FAAR M & ) B R W20, Boh/zau=—iF
MR T A L ICX VBT 200 E T Ly,
H. pylori D#AF1Z 20% FEED 7 ) kta— vz gH7vk 5
Rl ZIgEm L, —80 ECTHRAFT %,

— 5 NHPH @ 9 %, H. bizzozeronnii % H. felis 7z & ®
NHPH & F5eo H. pylori £ MU & 9 %4 CTRET LI &
ANTEA, L L, H suis R H heilmannii "ot FHIZ
&Ye4 5 1% NHPH 1 H pylori & R U4 TIIE#RTE
%\, NHPH 1 FBS 20%, Vitox (Bk% 3B HIBIK T % &
tro Oxoid #L:#), HCI 0.05% % i#01 L 72 Brucella agar (2 3%
WA Z A B2 WD Z LI X W% TE 59, H pylori
LIXR %Y, H suis % H heilmannii 7% & @ NHPH 13 & i
MEME I 70 & DI 2 N2 728 b Tl & A S BG83,
20% FEEDIME % MA 2R TL WS 5, 8%
WEIEEE C pHS BIEICRE T 2 L ENDH Y, o TiE
H. suis % H. heilmannii 7 & ® NHPH &35l L 72 o Fi 38
& H. pylori & R824 1 C 37 BE C i BE 41 C°AT
I DA A8y 7 % Hv 72l B35 <& H pylori &
BRGDEEPEL V. AFEREZHVSE, 1025 14
H T H suis % H. heilmannii ® a0 = — %8 CTX 5%, 72
2L, au=—id H pylori £ KT FIT/HAE W (K3),
H. pylori &£ 13%7% Y, H suis X H. heilmannii 7% £ ®» NHPH
IFFER B M X 0 AREE M D 5 A AS L 720, BB R
Rz X D479 o MAR L CORERIT R T ) s
AR WESNTEY, FHDL 7 I ATIIHE ARG
Rz L, 50 rpm BEECIRE HRET L2 LICL DB
WaLTwbd, ARTHMALAERERETOHHEN D) T v
WAL DY), BHREELMICHENLETHD LE X
bbb,

1.4 b FBIZESET % Helicobacter BREIDER RS M &

BREAREICOWT

HARTIE H pylori OBRIEITEF Y &7 F) A1

<A T I EEBSWEE (DU AL F VBRI VY R
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2. Helicobacter pylori & Helicobacter suis D IZHED Lk
(A) H. pylori TS1903 %k % T Wi, (B) H. suis NHP19-4004 Pk E T HifsE(%, (C) H. pylori I&4 H O ¥ 2 9 4etui% (BHIK
o KM RERZ X M), (D) H suis EEBEREO T 2944 (% (Rimbara E et al. PNAS 2021 Fig. 2 & 1) §izik)

/

3. JERK:Hi _E o Helicobacter suis & Helicobacter pylori 31 =—
Rimbara E et al. PNAS 2021 FigS1 X V) #x#&

Ty H—THbR)TIHFrHiHrwE7a b Ry FHE
KIThHBINTIT— V&) &iz7z3K % AR
% 3FIBRERHELS 1 BRI RHE L L CRBGEIS & 722> T
%o 1 RBRBEEHEICE VBRRATE 2 d o 2Hf, HD 0
3799 Au~4 ¥ Vit H pylori THA%E1327 71 A
<A yORDbYICX b= =Ll BRERREE
THOZENTESL, HATIEZ ) 20~ A ¥ VI z R
9 H. pylori 330-40% T&H ), 7V 2u~4 ¥ Uigths

£ e FUNIHR T o, REHRZIT) ST LV,

Hpylori 37 9V 2u<A4 vy En<ras4 FRYH
O EAL TDH 5 23S rRNA @ pZE R X 0 AT AL
FTHIZEDS, COMNEROEREMNDL T, FEHK
SZWEMEL L Tb I 2u~xA ¥ ViitkEz Pl 5 2
ENTED, 70 by Ry THERZ S 3 KRR ERED

4 HARBRKRBEYFRMEE Vol 33 No.1 2023

Brmi kD=1, HARTIZZ 99 Aua~x A4 ¥ Vitk H pylori
DFAEDTzOIZ TERRETH - 7278, HBHSWIIHIH O R 2
TIW Y ERBEREEBICHWS Z LX), BRI 9 H
BEICEL ozl B s hTndYs K2 75H
IR e RS WIHIER 2 b 5, #R2ICH N pH 2% 1
PO TEFVIY) VR EODTRMEOHNEEZ RO SNLEH 5
LEZOND, BIRRNZ EIZ, 77 A0xA Y Vi i
pylori DYk, 7TEF VYV E7TIY) AL Uk
R TITH 2D 3% RHCTEOBRREIIED 762% T
LOIZXL, TEFTIYERI)TIHF D25/ w2
W3 923% &, 7oV AuxA4 Yo afiTAZEICED
CLABRERIEIFRIELS 2522 HEL TS,
EbEbrI)Aux A Vi O pylori THBHDIZT 5
VAU A D YT 2 %EE RO TH LD, Pl



Helicobacter J&H 22T

Strain Host

I I
o[ I O
woro | N I I
o[ I I
woro | N I I

H. cynogastricus 329937
H. felis ATCC 491797

H. vulpis L27

H. baculiformis 427351

H. labacensis L9"

———— | | | |
M——— T | |
Ip— o N I I O

H. ailurogastricus ASB7"

ATs BabA

GGT Urease NapA AhpC HtrA CGT CagPAl T4SS VacA (T5SS) /SabA AlpA/B

" wreimniaser oo [N N O I
N
e | | | | T |
whales
e — | [ [ [ 1
wovontccssos nomen [N NN N I C [
H. mustelae ATCC43772" ferret - - - - -
H. cinaedi CCUG18818" human

0.1
—

X 4. BiZ&Ye3 % Helicobacter & WAk O flifnT 2 TV 72568 & Bk X, A5 2% 22w EIE 1

roary®® Z I\ CHiH L 72 303 1l o i (51 % JT1

I, RAXMLNG* ZH\WCTiREHEC & ) R 2 L 720 H. cinaedi CCUG18818 #k

% Outgroup & LCET. BT T — MR MT v TR, A7 — VIEEN I & O ERE 2 RT .

GGT : gamma-glutamyl transpeptidase, NapA : Neutrophil-activating protein, AhpC : alkyl hydroperoxide-reductase, HtrA : high
temperature requirement A protease, CGT : cholesterol glycosyl-transferase, CagPAI : cytotoxin-associated gene pathogenicity island,
T4SS : type IV secretion system, VacA : Vacuolating cytotoxin A, ATs : autotransporter proteins, T5SS : type V secretion system,

BabA : Blood group antigen binding adhesin A, SabA : sialic acid binding adhesin, AlpA/B : adherence-associated lipoprotein A and B

FIC & 2 3EAN 1 o BRI N 3 o fl e Eowiix
hRDBE, 7V AURA YUY A POy — L%
W2 0w ) B ZT TR, TEXFI V) YOAEHN
LHEDSHRERBINTOLRENEDY D 5,

—7Ji NHPH OB i1 H. pylori & [iFE7Z 3 FIBRH G AR
WEDVBRECTE 2T 2MERL WY, v b EHk NHPH
0)%%’]5‘5 PEREHUIIF A TE e o oD TN T TAYT
Holh, A, FAIEINTA T L — &/ NHPH ©
WRRZMWEWEEZMELL, ChETICEHOL FFilisk
NHPH #OEREZ A MEL TR 525, ThETIZY T
N 2uA Y VI ERIEGEES L Tw iy (2022457 A3
o £HET—%). & FEH¥ NHPH & in vitro Tl pH5
BEOBMELEM TV ERERTE S, $£7- H pylori & X
THENZ R A2 % S &0, SRR VRN 2 HH I PU R 38
D& 3L, H pylori & l~_RTHFEZMEOFRIEET
& % /s E HLERE (MIC) 258 < % 2 53 5. NHPH
BHRHOLEED GOSHEmIN TV LEZ LML,
MIC TEHRZICIZT LA 2 RA ¥ M2 i&ET B2 in vitro
T® H. pylori ® MIC & NHPH @ MIC 28874 5 2 & % %%
FTEUEDND L,

1.5 kb FNBIZEST % Helicobacter BRNDBEREFIZD

(Ae

H pylori DJREKNF13% L O ENTE Y, HERK
F& LT CagPAIL VacA, GGT, NapA, HtrA 7 &2
ENTW5D, K4IZIEHIEYT % Helicobacter J& 1 O 3
WA T2 W7 R0 & B E, A3 5 FE 2RI
FAZDOWTIR L7z, CagPATIZIV i3 2 a— N3 538

ZFHETHY, =727 5 —45T L LTRHEEMBIICEARS
N7z CagA 28F 0 > v VLIS % 2\ 7= B SHPZ
L ORE T ERk A e fE EMIRNG T L OMBAERIC X D, A
fukEE 25| SR FTHRERT-TH Y, TOEMI i%kﬁ?ﬁi‘/\/
FIEWCFG L TnD I EDIRENT WA, F72, VacA X

V HMIAEEEL X D s, MBS A L7200 b 22k
B, IFI N TRELZTISEILTR - A EFET
BHEETHDHY, GGT (yZVF IV IS VA7 25—8)
BIZNE IV ERTVEY I VBICERT ZEHRTHY, HFM
D7V E I B EEsT Il ) TR M-V AZFHLY
32", NapA RSB ERSP~ 707 77—V %2 FE
T AR ERIEEALR T CH 27, HrA idt) v 7u 57 —
YTH Y, MBEHEEERTES FAY 2329, &
SICH OEEICEERINT (Adhesin) & LT BabA, SabA,
AlpA/B %2 EH ST o TV BT, 7208 4ETIE, H py-
lori EEDI VAT U= VEFHLTEET S -2 L A
FUNZ Ny K (o-cholesterylglucoside, oCAG) B L ¥
-V ATFIVIVEAT 7F IV F)IVa T F (a-cholesteryl
phosphatidylglucosides, oCPG) 2345 F ® H 8k 9% % 751K
Mincle 3 & 0" DCAR IZZNE @ik S, T Hifez Wit
L, HRZWMRTL2EAND L 2 eRMWEShTWAEY, H
pylori 12 25 OFFE R TIC & ) &k S5 SEE RS H
HVIPIRIEN IS 2R3 52 LI ) H pylori @ B
A ERG & BVEEGAR S, SRS B, Fic
B LBElT 5 2 LX) ARA R HRBOEK L 25,

—75, H suis % H. heilmannii s Dt + BIZEY T 5
NHPH i H. pylori ® 235 KK T ® 9 5 CagPAL B L O
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2.0 um :
[X'5.  Helicobacter cinaedi : & T-BM&IE (A) L EXEM FoEE (B)

H. cinaedi 3 Wi 1 KT OMEZ AT 2 HEARORE, FEREH ETIE7 4V A IRICHIHS 238E%EZ R,

VacA #14 L7\ (X 4) . H pylori DIFEENFD ) 5, Cag-
PAI & VacA (35 IR EFEIEBEAE 12 T A 1) 2 72 995
JEHFTH 575, H pylori EOHRRENFTHEEEZEZH
N5, %72, NHPH & BabA % SabA, AlpA/B 7 L O
WA LR (K4), —J7, VEGWEE L Autotrans-
porter proteins (ATs) & & M:-iX M, H pylori & VacA DL
M3 OD ATs #RAET 525, Hosuis TN BHD ATs &
M&E BT % ATs & —28 A3 %5 (X4), H pylori ®
VacA P 300 ATs 1EZ LRG0 E B 123
BLTwWAZEPHMEEINTEY, Hsuis ® ATsiZ2WT
SIBPRNANDFGNREZOLNDLZ NS, FEHLDT IV —
7% H. suis vacA-like autotoransporter protein (HsvA) &
WL, RIZAESEOWBIIENDOHG T TH 5,
¥ 72, GGT, NapA, HtrA i NHPH & H. pylori & [\ 12
BRETHWENTTHS (K4). H pylori DEET 5 H %
FEWETH D aCAGR aCPG IV AT Y VT VA ¥ b
NS ¥ A7 x5 — ¥ (cholesterol-o-glucosyltransferase,
CGT) WX DA ENEY, KEHEDTXToOL b FITK
Y325 NHPH 2 AE3 5 (K4),

x5 EEL72e M ¥R H suis k& Wiz~ 2 &Gk
BRCIETARRIC X > TV Y SBROIEFREDTRD H N2 BT
DRD LN AMENADH Y, H suis b H pylori &k, o0
BRSNS & 2 WARIE CTORREPEDE DD 5 W Fetk s
B %o H suis \21& 4 >0 WY (Plasticity zone : PZ)
PZHEESHFEAEL, TDH)b32ICIVESMEEZ - F
T 5B\ T DHFAET 5% H. pylori 3 CagPAI UAMHZ 3>
VRIS E2RAE L, TD9 5 tfs3 & tfsd #fn - BT
I— K&EN5 22001V 53 ilh%iE X integrating conjugative
elements (ICEs) #HIica— FEXNTHBY, H pylori DH
BRI ORI EDENCHG L T0 B I EPMEEN TV 25,
H. suis 121% tfs3 L HEEAHM L T % IV # a7 B2 AE
THIEND, TOEE T O pylori & A E£IC H suis
ORWRE OIFFEEDENIFG LT bhd Ltk vy,

2. BEXHEICELT % Helicobacter BH

21 E MTHRE S h 2 ERBITTEN Helicobacter BE &
ERZIRIRICOVT

W =2 W1k 2 & 4s 3 % W BF AE 47 Helicobacter J& W i (En-

6 HARBRMAEYF2HFE Vol 33 No.1 2023.

terohepatic Helicobacter species) & 33 Wi # & &, b b
PO END DL MM S B B ITFAEN. Helicobacter
J& WL Helicobacter cinaedi T %o H. cinaedi & jH (2
—ARFOWEL LOLEARDKR (K5) T, 1985 Fick
FNOBEP SO THEESNWHETH 5, FICH KGR
HORIMAED B H DR & U TR A S 758 S b 73,
RIEDVIEE 2B, O OGS HE I N Tw DY, F -k
RKEWHET D7 — AHEL v, & 512 H cinaedi &~ 7 1
7 7= Y01 bE N LTT 7T O — A HEIRELICES T 5
CEMWIEIN TS, R, &G SR B) IR o R T
ELTHHENE 23D D™, MEREOWEIC H cinaedi
WHEH LT WEENED%E 2 5 b, H cinaedi D ABIZ H.
fennelliae, H. canis, H. trogontum 7 & O HFAEAL Helico-
bacter JEWHEA L A & B EMEIEGWE (FICHIME) O JF
HE & LTHEI N ERME SN TWEY P,

W WFAEAT. Helicobacter )& W 0 &G AR 12D W CTUEAH
A%\ H. cinaedi 3L b A5 5B S 72 wfE &
LCEENz0L, FARRLLOG5EIHESRTY
%%, —7J, H. cinaedi X H. fennelliae 1¥& h—t bE&H: L,
BENEH DRI & 72 5%, F 72, H. cinaedi \Z & % B IfiLIE (&
W\ S B9 % H. cinaedi @ bacterial translocation (2 & -
THIERZIENEZED G > Tw5DHY, X 5ITHEE, H
cinaedi B X "% O F i Wl T d % K H K © Helicobacter
canicola O /) A IILHEIZ X Y, H. cinaedi & H. canicola &
2D, B MIESLEHETH D Z Lot sh7z?,
%72 H. cinaedi O EGHBIOHLE S H Y, H cinaedi ®
WWE»—EHAAAET 2T ZEZ 5N DY, BITAEM
Helicobacter EWMD H %, &7 ) AEWHH 5 30 WHIIZ
DWC, HEEET 242 BIA T &2 D LIMEKT 5 &, BIFE
i Helicobacter IBWHIZ K & < 7D ® Clade I F S b
(X 6)o H. cinaedi & [d U Clade M 21 H. canicola ® I 2»
\Z, Helicobacter hepaticus 7% EDFAET 5o

H. hepaticus (&= 7 Z D IFlEA 5 1994 4F 258 S 72
FTH DY, <7 ZAOWEHRNFRIC &G L T\ % Helicobac-
ter JEWRE & L C 1997 412 #t 15 & 1172 Helicobacter bilis™
LI, v ATHBSCIHIBRBORRK L 725 2 LHURE
NTWb, b MIBWTHHESARHBABZETINLD
Helicobacter J&T 7S DNA LV THIL &SN 5 & & 28 s &
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Strain

100

H. jaachi ATCC TSD-457

LR

ag
po
100
100 [

100

L

H. marmotae ATCC BAA-546"
H. typhlonius MIT98-6810

H. japonicus ATCC TSD-46" |
H. hepaticus ATCC 51449
H. canicola CCUG 338877
H. cinaedi CCUG 18818
H. equorum MIT12-6600 I I

100

H. himalayensis 80(YS1)"

100 | 6

H. ini ATCC TSD-47"

100 H. bilis ATCC 516307

H. didelphidarum LMG 310247
H. aurati ATCC BAA-1T Il
100 H. muridarum ATCC 492827
H. trogontum ATCC 7001147

H. canis ATCC 514017
H. macacae CCUG 553137 \Y
H. fennelliae ATCC 356847

H. rodentium ATCC 700285"

H. i MIT99-5101

H. i DSM 112556
H. valdiviensis CECT 84107 \

H. mesocricetorum 87012_3
H. pullorum ATCC 518017

H. densis 16143"
H.enhydrae LMG 29779
H. | is ATCC 514787 Vi

H. brantae ATCC BAA-1298"

H. cholecystus ATCC 7002427

0.2

1 1

H. anseris ATCC BAA-1299" || \/||

H. pylori ATCC 435047

6. WEBFAEN. Helicobacter J& WAL 242 o el {1 2 F v THUERE L 72 RH48
WAL T 13X roary® 2 HHWTHIE L, SBEEHE RAXML-NGY % W CTlRUEIZ X 0 1Rk L 7ok R, BSIFAEAL Helicobacter I®AAEIZ T >
5VIDT7TOD7)NV—TIZKEN72. H pylori 26695 %% outgroup & L T&H e BFEET— M A NT v THEHR, A7 —IVIZEMT L0

T ES T R T

NTBBLY, TNOORBOFREE % 50 kAR S TW»
B, G HEOMREIRT /2003 v RO &3
AEBIE ST v, 7B, H bilis % H. hepaticus 1< 7
ATy NCHREMERT &5 5 SPF O R Sim EA T &
LoTBY, THOFEEM SPF =7 A% SPF 7 v M 51X
Z N5 @ Helicobacter IB WIS e v, —H & F%E
BB D BRI BRI E S THERF ST b v o Ao
F o B A 5 1& % Bk 4 Helicobacter J& WAL 23 Fe i X v
5%,

Helicobacter pullorum X Helicobacter canadensis i3t b
DERERPHIMFEDFERE E LTHElIh Y, ThS DR
FFEICEIZEYe LT\ b Helicobacter BRWRETH ), 7%
EOREHE N LIERFEbN T W5,

22 bk b THRESOZELBIFES Helicobacter BED

BEHERCIOVT

W IFAEAT Helicobacter J& Wil H. pylori & [AfR1Z 5% F2 &
D JG BEARAE I & 2\ E 2 BUABHE L 2 I 2 72 FERKE L (Bru-
cella agar, Muller Hinton 72 &) T S B5iti3 %, Hraidi
R4 (CO, 10-12%, 0.5% #EFEE) TAT7 9 »%, H. cinaedi
X H. hepaticus 7 £ D% { O IFAENL Helicobacter )& 5 1&
KRFEZ GUMIFRGMET L CEIHT %20 KEE GOLMTFAS
fRIE, FAEBOTE ZHAY v — 2 TR T A (He
10%, CO.10%, N.80%) T—REE/2FREAERIED R % Hif
FTHIETELZ LD TEDD, KKFAH (AFY~<7ry
THTE) #WIFR ANy 7 L — W TRETHZ LT

AR BRI 2 A L DSTE B, WIERE» SO H
cinaedi 7z EWEHFAEAL Helicobacter J&RAE DRI IZHFITK
FEMATEMTRRET A EDE T Ly, H hepaticus, H.
canis, H. bilis 72 & ® Helicobacter & WIS MIFE A A 7%y
7 OARTIIEIHD L v B, MRS 5720 080
1335 HIEEEETH 5 2%, FRRMIED S O HERE 82 & TR 7-
10 HBRED 25 Z L dH 5B, H cinaedi 1IN IE R K 1 1
Tan = — 2R, B L ClEE L 7 4 v ARG
% (X5)s H. cinaedi O H. bilis % H. canis b 7 4 )V A
RIHT S %6

23 b M THREIIZEEBIFES Helicobacter BED

ERIRZMHICDOWVT

H. cinaedi 72 & O WG NFAEAL Helicobacter J& W @ 3 A & %
PEREER T LA 7R A4 ¥ MEIED LT wngs, EXF
WA LR PR AR A RS X 0 2 U 7 e/ NIE T Rk i 1
(MIC) % & LIZHFEZMAIT 52 L3 TE %, H
cinaedi DEEMERETEH A CCUGLS18 #id 1980 4EARICT A1)
HTHEES NIz PRRRTH BN, TEXFTITY Y, 7T
yAauxA4 vy, LR7adRTr, I 2% A7) VIR
R R &2 Rm3%, —F, HATIEEHK CEESHESh
% H cinaedi &7 ) 2uaxA4 vyl R7ax$d 12
3% MICs (50% OBOFEE % LT 2i#E) 25vwind
64 ug/ml & i TH 22, HARDER H cinaedi #1373
Nbr sy z2u~A ¥ VifticE 595 23S rRNA &%, L
A7 X% VidtEIcHF S 3% DNA Gyrase ZE A2 R L
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% 3. WBIFAENL Helicobacter J& WAl o 32 % 22 9% IR N ¥—H. pylori & @ Ibig—

Strain CDT

H. cinaedi MRY08-1234

H. fennelliae NCTC11613
H. canis NCTC12410

H. trogontum ATCC49310
H. hepaticus ATCC51449
H. bilis ATCC49314

H. canadensis MIT98-5491
H. pullorum MIT98-5489
H. pylori 26695

Urease AhpC

T5SS Hcp
(ATs)

CAIP GGT CGT (T6SS)

¥ : positive, [ : negative, CDT : cytolethal distending toxin, AhpC : alkyl hydroperoxide-reductase, CAIP : Cinae-
di Atherosclerosis Inflammatory Protein, GGT : gamma-glutamyl transpeptidase, CGT : cholesterol glycosyl-transferase,
ATs @ autotransporter proteins, T5SS : type V secretion system, Hcp : haemolysin coregulated protein, T6SS : type

VI secretion system

THEY, INHOERIZE ) EAIMEILL DL EZXLHN
%o H. fennelliae d H. cinaedi & RIERIZERR RO A%
7o) 2034 LR 7R Y LR RTY. H
cinaedi X H. fennlliae DIHIIIE B~ 7 % LRI /¥4
7)WL NG, BT AT —ADBLwZ ehn, Bl
M OPUR IR LE L S b, Helicobacter J& W 1% B~
75 NRPUESEDORERIL CTH DRV ) VG T2 AELH
ERMPEAERDZEICED BT 7 & A ZRPUHE I
FTHIEIREINTBY, HRTHTEF VI U7 b
U7 ¥V VI % RS H cinaedi %R GEEEI N TWD Z
EPSEBVPLETH DY, B, H cinaedi DT EF T ¥
Y YD MICy (50% OHEDIET 2 13 %) &4 mg/L
FBETH Y, H pylori (MICsiZ 0.008 mg/L F£EE) & kX
T 500 f5 s <, H. cinaedi & H. pylori & XTItk p-
7757 NRPUNIEITH T B KR, 2L H. cinaedi
PHRATEFAAPEHR Y TVEKTH Y, CmeD-CmeA-
CmeB THER &1 5 RND B OHAIPEH R >V T2 -5 7 5 4
JUWEZPEM T2 L12X ) -5 27 & 2R PLHE KT
B IEZEIEAL % %Y,

2.4 BBEF7EGL Helicobacter BEIIC & 2 BREE EiRIER

FIZDOWT

WalFAERL Helicobacter & WHE D FE DI F K T2\ T,
H. pylori ®JRJEK T & B L 7z R 2 £ 31T Lz BT
FEAL Helicobacter J&W O LERREKF-O—> & LT, cy-
tolethal distending toxin (CDT) #3%1F 5N 5, CDT I3
PN KBG W T 1987 4E IS H W S 72 #: % T, Campylobacter
J& Wi, Helicobacter J& W, Escherichia J& Wi, Shigella & W
DT T NEWWARA T %Y, Helicobacter & T,
H. cinaedi, H. fennellae, H. hepaticus, H. bilis, H. canis,
H pullorum 7% £ 19 W H1Z & 2549 5. CDT i& CdtA,
CdtB, CdtC THEEL S, CdtA & CAtCIZFHEHRDOARKTDH
% CAtB MBMICBAT 202 BT 5%, MRNIZEAL
72 CdtB i& DNase it (2 & ) DNAREZ G &I L, £
OFER, MBEHOEIERL TR =Y A0 EET &SR T,
CDT & genotoxin ®—2T& 0, H. hepaticus DEAT %

8 HARBRMAEYF2HEE Vol 33 No.1 2023.

CDT E~ 7 ZE T )V TR A OARHAE I B 3 2 n] G 23
WIS N T3, F 72 HAEN Helicobacter J& W FE @ 95 Ji
NT-CTd 5 GGT (& H. bilis % H. canis 7 & —3 D W FFAEAL
Helicobacter JE W d P+ A L, H. bilis TliE ROS B 2E 257
WEIND LI ) KIEEISOMIMIFSE L TW5S I &R
IRENTWBY, F72 H pylori AT % E &FHEYE T
H 5 aCAG % oCPG DFEA 4TS CGT  H. bilis, H. canis,
H. fennelliae, H. hepaticus 7 & O G FENL Helicobacter )&
WHREARE T 5o F72, H cinaedi DG EEEICEG T 5N
FTH5H I ENHRE SN T 5 alkyl hydroperoxide reduc-
tase C (AhpC) BBt D52 1T ) BEZTH Y, Helico-
bacter J@ WS BICRA T %o H pylori ® NapA .o
% » 7% 7 ' Cinaedi Atherosclerosis Inflammatory Protein
(CAIP) WE~ 27 u 77— VDI bic#di 545 2 L s &
nTHHY, CAIP B L U NapA O & E 1 7% Helicobacter
JE WAL IEBIAFAET b0 F 724 1 O cinaedi O IFJE N
¥ & L T H cinaedi ® Autotransporter protein (H. cinaedi
autotransporter protein A X @y %) WA HL, ThF Tl
HeaA 3 FMANOFEFITHFLG LT AL S 2
LCTwWb, F/z, VIEGWMEEIIZ T 27 % —0T 52BN
DM RE THINNIEAT B 2 L2 &) R e e 45 12
HHTHHRFTHY, VIBRGMEBDOFEARBELTLY «
7 % =44 & LTHEH 9 % Haemolysin coregulated protein
(Hep) & H. cinaedi, H. hepaticus, H. pullorum 7% & @ i
WFAEAY. Helicobacter B WAL A& A L, H. hepaticus Tlx~<
7 A CTOWRFRICHE ST 5 W RS S Tn 5™,

B bW

AHeiTlE Helicobacter J&W 22T, 4#I2 H. pylori Pk
#+@ Helicobacter &MWL KGR, Rrgeik, JHIEKM,
BERE, FERETEICOWT, ShEThhro TWAHRIC
Iz, 50T - 72 W O E KT IR O R 2 Llcown
Tt L 72 H pylori YW@ Helicobacter & H 2D\ T
&, RRGLRERE, e, RIS, RGOS ElIZow
TAWRENEL L, SHIEHEB X OHIKRTOME TR I
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Helicobacter species infecting humans

Emiko Rimbara
Bacteriology II, National Institute of Infectious Diseases

Helicobacter species are gram-negative helical rods that infect the gastrointestinal tract and liver of humans, birds, and
various animals, such as dogs, cats, pigs, and rodents. Helicobacter species are classified into gastric or enterohepatic species,
depending on the site of infection. The main Helicobacter species that infect the human stomach is Helicobacter pylori,
which is a widely known causative agent of gastric cancer and peptic ulcer. Helicobacter suis, which infects the stomachs of
pigs and monkeys, and Helicobacter heilmannii, which infects the stomachs of dogs and cats, are also known to infect the hu-
man stomach and cause gastric diseases similar to those by H. pylori. Helicobacter cinaedi is the most frequent enterohe-
patic Helicobacter species isolated from humans that causes bacteremia and cellulitis in immunocompromised patients. Other
enterohepatic species associated with bacteremia include Helicobacter fennelliae, Helicobacter canis, and Helicobacter tro-
gontum. A review of the natural hosts, culture and diagnostic methods, pathogenesis, drug susceptibility, and virulence fac-
tors of Helicobacter species is presented with a focus on those species other than H. pylori that infect humans.
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