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Helicobacter pylori (H.pylori) 13 K& £ 1.0 ~4.0 um D J Lk
5HAIRE T, 4“17#]6 ZHEER 3 ~6AKHD. & b DOFHFNITKED
AR, EBHE% BE -+ HEES. H MALT Y v
I3flizs B z’l‘%f;’l’%fﬁ -ﬁg'@-b‘fl 15, —J5. W H. pylori DA
LI T & 5 Helicobacter heilmannii (H. heilmannii) 73 MALT V)
VONHEE» OB EERH I N TS, ZOMEIZLIETL D
Gastrospirillum hominis & L THIGNTHED, KEX 4-10um. 5
BAR BEEAH 1 m T 3-8MDRALNE & DEBMEDOMEF T,
K 14 RKOWME 2 13RO E%F6, b MaMEE %k $%‘@
0.2-4.0 % 5t EhaZEeRHEEINTHE, ZDLHIC
DORIKE BN AN 4 —FB AEIEEGYE L LU TR y)%ﬂ\
F 7= BRI s 2R A BT 5 T &3 FIRG,

ZNFE TIZ H heilmannii DRI SO L Z A STk
Wz, 7 LAERBAS 2 TEL . 2O BER TS,
AW cid, & M HWNIZER T 5 2 FHD Helicobacter J& (H.
pylori & H. heilmannii) DJREMEZAS 22§25 & & & 12
pylori D7 ) LM % L2 H. heilmannii D7/ L& fFHT L, BRIR
HRIET#HE 22T 5,

MBI, ITFDZ & E2MErd 5,

1) H. heilmannii D485+ M7 & REPEB{EFF#HT © H. pylori
LD, T7 27 2~ FWEE, 512 PAIOFF
TEOF A MG 5,

2) H. heilmannii B} OF H. pylori FEFEDFRBEMNT : = v 2 &y
ETFNKOH. pylori D cagA s EDIREEIZFEA~Y 2k
ExRHWR - EEMMO 2 a2 b — 2 i@,

3) H. pylori 2O H. heilmannii D EFFEVEBNT - SAERED &
D H. pylori & H. heilmannii BER 7Y BERD 7 L 18148

< 2008 4B DWIFE D 2905 ki >
1) H. heilmanniiD A8 1T & Wb PR 1 b

H. heilmannii 13~ 7 A IS S EEE T 525, BRGNS
THD., WEERBESEL S TR, 22T v &G
R Z . REROPUARE T H heilmannii 20T %, 560
72ME T 2 ADNA T ) Ly =2 T3 =20V AT L&V
T. H. heilmannii DIGHEH|FEH %475, 7/ & DNA % 300-
500 bp OV IZSMT. F ORI DNA BIE K O DNA ¥ —
XY ARIBD T TA =i G T 8T8 —% 745 = 3
V3 b, FEYIDNA #Z M & ¥, F V& A4k single-strand
template DNA (sstDNA) Wi 235, sstDNA 54 75 ) — % —
ZICllE L, HiEREs Gz g v (iikau4 F)T
B/ 7ua—FIULEHERETS . TOMR. K -3 K Ha—
DT —F LIRS M 7=— AR DNA 1B DN S, 2D DNA
C— X hBRELBITT /LYy =y —201cky b L, HEHE
(DHXV) AR K BEFE MM T 2 Z & TIREARAIRT % 1T

o S5 NGRS A H. pylori & & Helicobacter J& & D
7 AHEIZE D H heilmannii DR ) LY — 7 TV A &BRE

T5, £/, TT7 x4~ 3WIEE. pathogenicity island 7 &
DIRFEE(ET % T T 5,
2) H. heilmanniitB&4 B O H. pyloriE&S DO W REMRENT :
H.heilmannii D& S & CIZHF @M & FIOL T, BRMEIZT
DENH, v ZAFITHEEI NS EH MALT V) Y SEOREIZE
D& IG5 » % WEME T 5. H heilmannii (3RS CTREE
TERWed, ey 2ZOWKED R EY * — Mg ERO#RS
THZ LIRS, B SR/ 2, 3 A%
KHWNT 6 » HRICHMRE PR o SEiz2ERELL . fRRR P
BN 2 & NS B RERIE M O fEH. CD4 Btk T Miflao 4 4
b A4 VEEARE. & 6 CNCIED H. heilmannii FFEEW 1gG HiAD
YT O T ARE, RIETERIMRE TS, 720 HMALT Y %
JEDFEREITIE CDA Btk T Ml DEEAE T 54 4 + 4 BT
HbHEEIZOEND, 22T, Thl 5T Th2 BIH- 4 b H 4 VT
# 5 IFN-y7% 5 N [L-4 DREY Y A2 H. heilmannii % &5 S
., W MALT Y Y SERIEIZE T SEEYA b4 v oRkE%E
S22 9 %, 4B5DIFN-y RV 27456 IS, IL-4 K18
¥ AZENENH. heilmannii &5, WYk a v bo—
LELT, ThZhOYIAD~NTuvY Z&AV5S, FEECE
IL-4 REXRIAYY 2 () & IL-4~TaREvY 2 () OM
AEDELOBONZT~ Y 2 & EPERBRITHO S, B LD 3
&U‘G » Atk BHREE R o SEiZRELL . RN 25
IZRIZENMET & LRCE RIRRIZAT 5. —77. H. pylori &GO
?fﬁ% BV, T 7 228 —TdH% CagA » 4 B3 idsE & 1y
UCHRE LEMRaIiciEA S h 5 Z T Ml 7 F U sz
RPEAEINBEZENEETH LI ENPS NI TED, &
W, A, cagA BIZF IV 2V 2=y o~ Z/EBIZRII L
TW5b, ZZTZIDLI I VAV 2=y 3T A% HNT, cagd &
EFEANZ K DEEHT 2HTFORZINE & BatT 5.

< 2008 FEEE DR >
1) H. heilmannii® 284670 & i YA 7R br

H. heilmannii ® DNA OFEEIUZDOWTIE, &G~ 25 5 Bk
MTCHEIZ1 ng D DNA DS N DNA 7 ) LY — I TV H—
0 THEONIY =TV A% ARYT ) LMENTTIRIT LIz Z A,
EEHE (77 2 ) D DNA DRAIIE L A LM 572, BLAST
RN DRERIZ 1 D GC% D734 A 5 Helicobacter J& D EIE T3
35-45% DHIPATH % £ FE Z 57z, B GC% i1d Bifidobacterium
FHkoEDLEZ LN, IHBNMEORALEZE L LM,
Helicobacter J&DE(E T & DM # MG L7z & 2 5. Helicobacter
pylori & Helicobacter ceturum @ virB10 & 80% DfHF: % >
7oA EE 2. 3.4kbp F THREARIS| A PGE L7z, Lizhi->
C. H. heilmannii D%/ AN pathogenicity island O 4 K550
BEOFENPBEEI N, SHIZKRAFZLDBERINZH
heilmanniiDNA %15 % 72912, %282 H.heilmannii O 53 B2
L. &M D H heilmanniiDNA PRI N TW5, BUEX 47
J LRI EIT > TR D, KD IEMEL Y 7 AEROBHS MG h
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%,
2) H. heilmanniitf&F B OH. pylorif&SEDFRREMNT

H.pylori DIREMNTIZEHBNTIE, cagA VTV AV 2=y v
ZEAEHL . % 12T - NERBEIORIEE A E T, A 72
I 8.3% IZH - NBHTETZRE ) — 7L 1.8% 12 - NEE A
FHETHZLH#MOENIILZ, Lrd, ZOFT VAV =y
v A TIRMBIC IR b &5, CagA DT
BHOARTRENFETELZLEYWS 2T L2, 512, BIRE
WZ EID, Cagh A 2ITBREBR X Evy 2T, 7284 T
D UOSHER MR AFAE L 72, ZH F TlZ. SHP-2 3 HHiR %
KO YSRMIEO REIC BT T, /NRO ALK T SHP-2 E1x
FOEEPRE SN TED, CagA HWEi LT VSR Mllac
FBLL SHP-2 L #5895 Z 12k D, SHP-2 ODARKDHERENTH
Kbh) VSERHMEARIEL CE2LELEN5,

H. heilmannii DRFEMFHTIZIBNTIE, 6 A D C57B6 v 7 2 %
DTG EBR 21T > 7o Y 458H% 2 6 HI2 ) Vo SRR AT
Eh, A A 208K, BOMN»R 5hiz, HREY R
DOIFELWFATCIE. V) Yo E TR T S lilan 2 < 13/h Y
YOSERTH D WININEFL, i, w Y L& E OO
D UoNERE E RIBRORE 2 A LTz, F RN I L USRI T
JE D FIEMIDZT A S N lz 23, KIROFEITIFE A L AL N
Motz AR T 2 MIBBOMEA EE T 5 720, HfEL-H
Ml a1V v SEREI~ — 7 —IC/$ 5 €/ 7 v —F Uitk & ATb
TRBREEIT 2L T A, WEEKRT 5Mla0 % < i3 B220
BiEchdn, Bl THBZ L EMENICT L, /2 CD4 THY
wEh s Milad SRR 5. FERhlia L LT CD4 Bk
AL S— T a2 ERNICIAHET 52 Z e ik S 7z, 2Dk
T PR HAARE RS, YIS & > TR E AZELIZEED 5T,
JEREAHNZ /N VSR R OBIF I L D kT 28D E
A BN 7z, Hheilmannii BEEE KRN O 4 b H 4 v & ERER
RT-PCR THMEf L72& Z A H. heilmannii B&G4Z K D Thl K94
FHA YV THBIFN- yBEXOTh2HIH A b4 Vv ThBIL4
2. ARICHEML TR, R%IFRRGERE & 3102 O ITH
LWz, 720 v 2MTEHRD H heilmannii FiH) IgG 57
29 X% ELISA CHliE L Z A, &G 2 22 AL 1gG2b 28 L5 L
TH 0. &G 3 » AL 1gGl & B EA L Tn/e, DlE&D A
heilmannii F&G4Z &k 5 MALT Y ¥ /3 JEFREIC Thl & Th2 Oi4
DRIZRICOE NG L TWbd Z epdmaEhiz, 2D VI3E
B B 35\ T, H.heilmannii J&FH RN CXCL13 B L U
VCAM1 #E &M RT-PCR THaf L7z & 25, JEESR~ Y 21
K HENEMIZERLTOE, Zhe) vk —3I v 2T 5
FEHNA VN,V VOSEREICES LTV SR ARIE X N
720 TS DRSS H. heilmannii FEFUZ 617 5 MALT V) v %
R A 7 = X L3, H. pylori TTTIZRE SN TWB ) Vo 3fE
R ERPD XN =X LTHDBIENRBEINT, LI LEHR
5. H. pylori FEHTIZ, HMHEEEBENFEARTH 55, H
heilmannii FEGTIE, ) VSEROBE L EERTH B L\ 51
AAZZLIIZDNTR, Gk BRI L T BELRDH B,

<HWITOBRDILE DT >

H. heilmannii I3¥5ERHK T, &< 77 AN Ih Tk
W28, H pylori D7 7 LEfT %3612 H. heilmannii D7 ) L % 1§
i, WEMEETFAHONCTEZ L, 720 v ABRGET
LR H. pylori D cagA 75 E DFRFBIZTFEAY T A5 L &N T
RERRT 2 T2 Z ¥ oh 5, AFRICEKD. &< @2k
SN T -7z, H heilmannii DEB(5 T & WE MBS 72380
5270, H pylori &G H. heilmannii &GO R EH R X

N TNEThOBEOFERRFEENHS 2IZEh b, Thb Dk
Rk, ZThoMEERGNIC & 2 KFEEBIGE ) Z 2 Bk i
VAN, RPN R REGHR A TREC L B H. pylori DR THL
L oMM A3, PCRIZX 5 16S rRNA Offfr 28 5T
1% (J Clin Microbiol, 39:1510-1516,2001). Z#1% T H.pylori IZ &
5 VSIERRE ) LB E T L 5 < RAAEA T
o7z wAEH U Helicobacter J& T & % H.heilmannii 2t +'H
MALT V) ¥/ SFEDOWF I T & 2 nlaetE 2 iy S, BREEWZ &
2L AR T 1 T & B EINK AR BRSO KH 5 |
JEBRZSEI O P 512X D, HMALT V) v SERERH =
A4 W25 oSNz H. heilmannii % ¥ 7 AT GLEE 5T L
IZX DM TH MALT V) Y SEAFETE S v ZAET AN
F% X 1172 (Infeet Immun, 75:1214-22,2007). 2D~V AET L %
FA\NT. Helicobacter JEMIEIRGUZ K 2 H ) v/ SHERIEIZI 1) 557
TANZRLREERBISEEMNS 2§ BT LT, ) VIS
K3 B HEMEEIREZ DO LN BN B B,

<ERTEZhh-o/Zl. PESORNE. ZDBH>

H. heilmannii \3MREE#EBHER IR TRV, EYv o 20D
BHilE A 5~ 2350 8 —JBICT 2R AK Y 7 v —F ik
EHWT, HUEZRBHL T30, v 2 HREICEIEST 5
WRERICKZHMNME. 7. v 2 BREMEMEORAIZLD.
2B LRNIAREEE 5> TWb, ZhE TOMNTIE,
BLAST B OfER 2 6, BNMEORALZ LA S5, &%
SFERFEMMET EIT > TS, % X E—BICA, 79—
A PRI —I2&DY =T 4 VI WA~ 22 H0
T. & 51T H.heilmannii DFEEAE &S, X 47 ) LR EAT
ITETH 5,

<L HkOHUE>

BUE, v ZRBGYERNED & FERBPIA % HNT H. heilmannii
RN B BRI, fMOHE & 6 IS~y ZHKD DNA ORA %4
BT HEHDOLTEEED TS, 72, HREMITICEW T
H.heilmannii 44 F H 4 VR~ Z21C&Gex e, B V3@
FIEIZ I B8 ERIFIEZIZH V0T, CD4 Btk T Al A S 7=
RHDORAEED T PETDH 5,
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