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Helicobacter pylori (H. pylors) 13 RE X 1.0 ~4.0 u m DT J Lk
HEHARE T, —UWICHIEN 3 ~64KHD., & F DFNICKR
IR L, BEE% B B - F2EBRE. § MALT Y
VoS E SRR BERICEI S LT B,

1997 4R \Z A, pylori D7 ) L D EFIEES| N PE S h, &R
1667867 EEEX T 1590 DBIR T 2B 7o A pylori DT/ L1
HRICK DK E X ARK 160-173 Tl & Ra 0 OMEICIZ
RN EBRRTH 5. A pylors FRRIZAEE - ALFIC |
T AR AR A, YRR GE AN O T, EE T O L8
RRB LN, BIEFOHAMBELKE Ri->Tns, Zhid,
WP BRI E S SMAE DNA BEA I AR T WD e
A6NTWB, X7z A pylori D ) LDITE,. KK H pylori DB
D TIE L WIREOBIZFHSFIEL T 5, ZHUIRERE MK
WL D77 ARHEHRICHE L ZBR T, ZhsoMET
3. ZONKRMEEBETHAHEH > Z L TREMEZ2 BT 5 Z & 258
HoENTED, ZDBEIEFIEA pathogenicity island (PAI) &IFA
TWB, A pylori Tid, WRETFO—2Td % Mifuzzhuft #3EE
HE [ (CagA) DT T cagd BT DO PATNIZHE L TH D,
cagPAl EWHENT B, A pylori D cagP AL NIZIE TV B
EOEEFNEIEL T D, AT H pylors HERE R HITE
IZHEE T2 L. TV R RED ER a2 & 4 K 5105
ZHX D, ZONWEAEM L T CagA B L pylori 76 FEHIBEAAN
EHEAINBZEEWS »IZL 72 (J Exp Med 191:593-
602,2000), F7z. ERMIZHEA 7z CagA ik, BERSHE R AT
NTFas ) ygtaEzd, Mlao st ReoHic BB a5 %
55 Mg N Y ¥ BB ILE%3E Src homology phosphatase-2 (SHP-
2) LRBEIICHA L. MleoRERMICEHRT 2L 4R
(Science 295:683-686,2002). Z % TH pylori % cagPAl % F5D
type I ¥R &, cagPAl & 5727000 type ITARICHHHL . type TERI
BHIRO SRS 258 < | RN BN EFZE L S5 h T,

— 5 AR A pylori DFEVSNE T & % Helicobacter heilmannii (H.
heilmannii) 3'H MALT V) VI SJERBE 2 S i EhEH S hTn
5. ZOMEILINT K Y Gastrospirillum hominis & L THIENTEH
D, REX4-10 g m. SHAKR, WESH1 4 m T3-8HDA
Uiz d OEFHPEOME T, Rk 14 KO HHR F 7= 130Kk O 6
B, b MEMEEREBEED 0.2-4.0 % » 5 Ehs Z &l
HERTWE, ZOKIC2DO08REZANY) ANs 4 -J@RAE
HEREGUE L L TR 6N, F-HMENICE L 2842 ER—T
5 Z EIFEIREEN, INFE TIZ A heilmannii DREFERIZS D E Z
AR TR TOWEWZED, 77 AEREW S »TEL. ZOHI%
B BEN TV S,

AWTENE. A pylori D cagP Al BIn TR OB E RIT L. 4
pylori FEROWRREA 4T 52 L, X612, e PHANIAERTS
2 MWD Helicobacter |& (H. pylori & H. heilmannii) DIRIFEVE %A S
WS B LI A pylori DIF ) LENT &I A heilmannii D
7 LEGTL. REMEEETF AL 22T 5,

HIFINIZ, DITDZ & % METd 5,

1) A pylori FEGUZ I B 16 EIRE O R

) A pylori DIFEEFFEEIRFEIE T O IR FHT
) H. heilmannii DEE(L TR LRI VBB TR
) K. heilmannii FEAER O A, pylori FEFED iR REMFAT
) H. pylori B A, heilmannii DR EFFRMEFAT
<TFFEBR BRI DWTZER i >

1) H. pylori &3 36\F 5 15 ¥ IS DR

B4 IMFTHID T A pylori DERNE LRI 5T % &
IV RS E oY LR HIEEANGt 2 XS5 IcRZ ), 2D
WA LT CagA DA pylori 5 EFFHIANANEHEA SR, B
BMIZHEA &7z CagA 3. BRIE LEMIRNTFa sy v ) Vi
%320, MR 71k R EhE 1 - B T 2 158 2 10 5 Ml L ) v
M U BE % SHP-2 & RFRIICHA L, Mo BERIC - %
ZEAERRLU I, RFZETZF 3 X IEYLEER AT\, TV RSy
WIEEDORBGBIZFD 1 DOTH S cagk BIZF4H /v 2T bL
72 H. pylori BREMROEGTIE. RO RIEITIZE A EWHRL 72
M LT 28 =D1DTH %S cagd BIET%H /) 92T I N LIz A
wylori ZEBMROBEYLCIEHRIEO B IZESRIK S N 5 ICH £ 5
Z %R, CagA DM IV RIMNEEE %2 /7 U CrE EMiamIc
FAINDLTT 2 7 8 —DFENEL SNz, Lz ->T, Aif
FE TV A pylori FEFIZI5T B cagP Al SBIE T RRELD BN, A pylori
BYETFu s ) VA X B BORAE L A B O MR
AT, X 5lc. IV B E DO BIRE & A pylori DR 7 = 2
S — OFHT&FHI LT 5, RIS RE L. i vitro FEYYFEER.
THFLFER BN 2 &4 — pSP65SR a D cagd BIZFDOIra—=V
7 BROBTERIR KT E 5 A pylors BRSERIZHERHET0 5,

2) H.pylori DY BRI E R T D DT

1SMEE %, B, S, BIEHR A pvlor BEIK 5 HE
11 BRODK 37kb D cagP Al DEFEIES # P L, ThE TH
HINTOFOKRD 3R & IR U 72851, Rk o HA
DOEMEMEE %, B RO BERIZFORMR & AR 5 Z &
bz, 7. HARO+ ZHEHHRIZFORRIZEVERTH 5
ZEWRENT, Leni-T, BHRESEEES . ZtEE %,
Hi5. HRICHAR A D A plori BEPTAETH I ERELZ SN
720 X 5T, cagPAl BIZFHEOHT, CagA & IV U3 WEEE %
JEH§ % CagY(Agrobacterium. tumefaciens @ Vir 2D virB10 {2
HEPLEIET ) ISR OBETERPKRECZ ENRAD SN
Clin Microbiol 42:2508-2517,2004), AWf%E T3kt vic, 4
pylori DIFBFFRIRIFOE(A T DN % ccagd BIZTF VIV AV =
Z9 IR cagPALBIZTFERH pylori WERNIZZF 2 X
IBPLEER TR T %, cagA BIEF VT VAV 2 =9 07T R
. B R A RRA BIZTITEA W SRR S h A r o572,
ZhuZ, CagA FMIFHIRTH D, B A RO T %<, W
FUECTIIRBEL WA -0 e E A2, WFEE, CagA 23V 2 —
A —fRFT & D EREAME 22T 5 Z &k < IHFUAN I 2 E
S, IHIIIZEAISKIIL T\, £z AT X X3 A pylori
BPEET VR, ThET, B4 ER» S HORIENIZ-E D
RHBHN. 6y HRRICIZEEIET %, I LA, HigH,»72e
bNMBZLEMEEL TS, RIFFIZET 5 X T 3 X 3 EGIEER
IZHWN % casPALBIRT 2822 hEh/ v o 7w b LR K

2
3
4
5

— 376 —



IZEBlX T W3, 72, cagP AL EIE T O FEERAy k= &
WRE L DB AMET T 508, ThETIZT AV, A—Z T
7. HE. 240 XM F A A F) 25 S BRICERIR 55 Bk & X
FELTWS, 500, FrpihiiRMFEEE, RAEOERY Y —
X—3 o TOMR. [7YT7DOAN) ANy 8 —nr ) Egd]
WCBWTHESE I NIz A pylori FEGSIRD 3 v b T =2 #FNB 2
L2k, AR S DOEROFFIAHETH 5,

3) H. heilmannii DA AR FRHT & WM VERA 1 br

H. heilmannii (3~ 7 AHERZLECESE T D00, MRS
ThHD, WERBEBESHEZ N THEN, 22T, w7 AMG
BRI A . R ROTUAEFNT A hedmannid MR T %, 550
72ME s ) ADNA R ) LY =2 TV H =20V AT L&V
T, H. heilmannii DGEIEBHEW %475, 7/ & DNA % 300-
500 bp DFEWTFIZT. £ DRI DNA R O DNA ¥ —
VIV ARIBDT 74 < —IHffiN LT £ T2 —% 74 75 —> 3
V4 b, EYWDNA ZZEMN X, F V& 4K single-strand
template DNA (sstDNA) B 255, sstDNA 54 75 1) —% ¥ —
ZICfE U, HiERAEE G LY g v (ifikave A F) T
T/ —FUEHREET S, TOMR, K -3 K HaE—
& Do v —F LIRS Mz — A DNA (I28bh b, ZD DNA
V- X ABREEBIIT /)Ly —=r vy —201cky b L, $HH
DD ABIZ & BT E R T 5 T & THREEBRSIET % 17
I FENIEIEEHN A L pylori % & LMD Helicobacter J& L D
7 LWEIZ KD, A heitmannit DRET ) LY — 0 TV A EWE
T5, £/, TT x4 —, 53WEEE, pathogenicity island 7 &
@ﬁﬁ‘l"fiﬁﬁ?%%*ﬁﬂ"ﬁ)o

4) H. heilmannii J&$4 R O H. pylori &Y W EMHT

H. heilmannii DFERERR S © NI & FIOT, PiRMRE(A T
DA, v ZAFICHEE I NS EH MALT Y V3 EORRREIZ &
DEHIZBET 2% WM T 5. A heilmannii (3RS TREFE
TEAWD, BRY Y ZOHKIRO K E Y X — MiEE RIS
FTHIEICK YRG5, EYh SRIFRIMIZ 1. 2. 3 4 Atk
KHWNT 6 » HiRICHMRE P o SEi2PRELL . fRER P
HIEFA 22 & ONC H R Ml O FEH. CD4 Btk T Mo 4 4
N A VREERE. & b WNCITE D A, heilmannii FiEH) 1gG Pitk D
YT U 28E, RIEFNIBET 1T, £720 WMALT J /8
JEDFAEIZIE CD4 B T MifaDEAE T 294 + h 4 Y BEHET
HbHEELZEND, £ZC. Thl 5 IZ Th2 BIH- 4 b4 VT
#25 IFN- y 5 5N IL-4 DRBEY Y A H. heilmannii % &S
4, HWMALT ) Y SHERIEICK T BEEY A b A A VO]
EWSMIZT S, 4HADIFN- y Xifiv o 246502, IL-4 X
YD 2ZENTNH, heilmannii #IEG S5, @)L b
O—LELT, ZhZhOvIAD~NTaYY ZEHA05, EiF
ISR IL-4 R EREYT 2 () & IL-4~TakiE~vy 2 (i)
DMALEDLELIV/ONT vy 22 EYFEBRICHW S, YLk
D 3KV 6 5 Hik, Bk Y >3z PRECL | %ﬂﬁﬁiﬂif@?
W7 & NZRIEFLMRG & FRd & FRRICITS . — 7. A 17}//071
PORRREICBWTIE, T7 22 4 —Th 5 CagA » 4 A5
4T UCHRIE LR MlaIcEAEh S Z T %Hﬂﬂ@l*]“/?“ﬂ')l/
BERDPENENDZEHEETH LI ENWHLMIZENTE
0. Bk, AT cagd BIZT IV 2V 2=y o v Z2fE#IC
BIALTCnB, ZZTIDII VAV 2=y 239 AEHNT,
cagA BIE BN KO EHT S EEORIZILE & MET T 5.

5) H. pylori O H. heilmannii O ¥ R RERDT

EIEIRED & D H, pylori & H. heilmannii ViR BERD 8 ) L f#
WMo A. pylori 33, 1BEE %, B - 28RS BiE 8
MALT V) ¥/ 8fifiZs ED % < OFEO R L 2 LEFERICEE S L T
Wb, F72. A heilmannii BT EMHRICLEEE S S
DOHEL, FHTHMALT ) Y EARET S Lickd, Z

NS DOHREORENIZNENOWHOFEERRNEA T BET 5 2
ENEZOND, £ I T, FERED &7 5 NIRRT EERRD 7
J LT EAIT O, RRTCRE & MR MBI T OO & e
T 5. A pylori \TNHLEE T ERALEA & OR532 THEIR 7 BiEkk 23 15
5. 1577 DNA #1825 Z LN TE, cagPAl 20T ) L
MAITIERIZ K B A pylori DT ) ADENERENT 5, — A
heilmannii (3¥GFEMBTE R W20, LMz T 2P fEaL. &
MTICHEZRE L, B L2 LT, BRGUEMELA KT S
AL, —Heo 2 &g, vy ZRGUEMIE %, R
KEHNTH. heilmannii #BIT 5, {550 7MET / 4 DNA
BT AV =T VY =20V AT LEMNT, ZhENOEER
KRD H. heilmannii DYGFERLHNGNT %175 6

<WFFEBIM DR >

1) H. pylori &3 I61F 516 LIS OIRT

H. pylori BRD T ) Lf7T % AR A B A 72 8 ORI EIZ TS
DWTHISAES A et Lz & 2 A, HHADOHIRIZ X 5 2 K URE

CkBEFED LN L, o7, — . WEETTH S CagA Ml
%?H@{Eﬂiéfi? vacA 3. WROHIRIZE D KELS R,

2. e E R L BIEORES SV, HA, #E, hEE
Wk & DN TR 5, HHEANIC & 2 BERK T, Bok e R
T VT L3 5 7 branch IZME U, A pylori DERIENEL S &
FEAboNl, LEdos TRFEETFICERP S EE L SN,
H. pylori ERR LIS HEE T 5 &, 4RI W E R A
pylori DMIREIED & FRMIBEASt &2 X $ &SIzl n, %
DNPEEE L T CagA WA pylori 6 BRIBE ERHIRAAN & 3A
Ehd, LEMBEAICEA SN CagA iE EERNTFRY V) v
itz 2, Fuv ) VBLEN7 CagA », MIZOIEHER 5
fLicEmBEAEE A S BN v BLFFETH 5 Src
homology phosphatase-2 (SHP-2) Lf5&9 5 Z &80 bhiz,
% 72, CagA 12 & - THEHI < 172 SHP-2 13 Ras JHKAFRIIC Erk
MAP F7F — ¥ OFRhiMEH L5 2RI 32 L2380 5 h,
CagA-SHP-2 HARIZ & 5 Erk ORI LIZ G o
FUAERICEE 5 Z &l s iz, —J, CagAlFFus v
) v EBALIERAFRIIZ PARI/MARK £ — ¥ & 454 L. PARL F
F =BT U, fERE LT PARL SMIaEA &0 L. Mk
MM A N BAEbh S Z LR &Nz, X612, CagA i
E-cadherin DFEAEEHTH % B -catenin #HEHIHT 5 Z & &R
INTHD., MBS REOARTEL % It U CTIEHE B R ERE %
WL, A pylori BEGUPE S BWRIEIOE 2 2k & & 5 T & 2R
Ihiz,

2) H. pylori DYRIBFRERIREEIL T DI 4. pylori BEGED
JRREIZ W TR, T 7 22 4 —Th 5 CagA 7 4 BUTIEHE % /v
U CEREIR BB IC I EA S0 5 2 8T, Ml 7 F LR
RPEAENDE ZENEETH LI ENPLNIENTED, &
WAL cagd BIZT IV AV 2=y 7~ Z{EEIZKT L.
H~o Z234%3 r A2 5@BRERAEL. 72BIBWTH
JERAEC 22 & 2807 (T« A% 72 HIZED 72 T ).

3) H. heilmannii O 2385 & In DR YEE R 7 RHT
H. heilmannii ® DNA OREFELZOWTIE, &L~ 20 5 Bl
FTCREIZ1 gD DNAZKEHE N . DNA &Y ) Ly — O V¥ —
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0 THROENIEY—ITY RERXRYT ) LM TIRIEL7=E Z A,
EEER (Y 2 ) D DNADRAZIZFEAEME,» 572, BLAST
fERT OAERIZ I 1 B GC% DA n 5 Helicobacter J&DBIZTIE
35-45% DHIHTH 5 & FHE A 5 iz, B GC% & Bifidobacterium
BHkOEtDEEL LA, BAMEORALRE LS h 7,
Helicobacter lBDBILT &L ORI BT L2 2 A, H pylori &
Helicobacter cetorum @ virB10 & 7 I/ BEEF T 80% DRI %
o 72 BIEFDFE SN, 3.4kbp T THEIERY AR ELZ, Lz
Mo T H heilmannii D ) LI pathogenicity island KU 4 &l
FWREDFAPRE SN, IR LAITLIOME I N A
heilmannii DNA %135 72012, WM 7% A, heilmannii D5y BEZ K
L. EWED A heilmannii DNA DRI T35, Biff 2 4
T LR AR TR D, KD IEMEL T/ AKIRO MG IR &
ns,

4) H. heilmannii &4 B O H. pylori &30 iR EMRPT :

H. pylori DIREFRITIZIBNTE, cagd VIV AV 2=y oY
2 &AL, A 12810 - ANERIRISGEIZE A E T, A% 72
BT 8.3% I - INEITEIZHGR Y — 7' 1.8%ICH - /NEE»
FIETBZLEMENMIILA, LS, ZOMT VAV 2=y
VU A TIIRIBICSIENGRD bNanZ &5, CagA DMFIF
BOATRENFETELZLEWL ML, & 51T, BIKE
WZ L2, CagA 22FITHEIRH S G2~ ATk, 72HAT
Y YUSER AR RIEL 72, ZhFTIZ, SHP-2 I3GBHiRE
KO VSRR R EIC BT, NROFIMY T SHP-2 38R
FOERPBE SN TE D, CagA 2WEffil LU v SRl
FEL SHP-2 L85/ 5 Z &1k D, SHP-2 DARDOEEE N H
Kbh) Y SERLAHMEARAE L TE LB L 6h 5,

H. heilmannii DRERHTZ I TIE, 685D C57B6 v A %
AW TR 21T > 7oo G 458% 2 6 HIZ ) Vo SRR A TR
I, HAITY A ZOHK, BOBEMPERD 65 hiz, BRI
DOIRELMFRATCIE. V) Vo2 R T 2 lilan 2 < 13/h Y
YSERTH D, ARG, WEA. v v ML R EOME D
D UoNER L FIRROREE A L T\ e, F 2R I K ORI
JE D IFEMIDZ T 3 A S N lz 2, KIROFEITIFE AL AL N
Motz WA T 2 MO EARIET 5720, WELZE
Ml a ) v SEREI~ — 7 —IC$ %€/ 7 v —F Uitk E A
THRBREET -2 T A, WHEEK T 2Ma0 % < 13 B220
BiEchdn, BMIfuTHEZ L EMHENICZ L, 72 CD4 THY
X N5 Ml S ERNMCRY 5 h, FEhlifas LT CD4 Btk
AL S— T JIf AN AR T 5 Z &S N7z, 2D KD
T R, RGNS &k > TR E AZMIERD 5 h i
JEREFHNZ /N VSR R OBF I L D RT3 D e E
A bMNTz, A heilmannii EEEFBRENOY A L 74 v & EEN
RT-PCR THEt L= & T A A heilmannii &G & D Thl B4 A4
F A4 Y THBIFN- yBXOTh2BIH 4 b4V ThBIL4
2, BRICHEML Tl D, RGRIFRMRH & & & 127 OFEEITH
BRL T\, 72, v Z2MTERD A heilmannii B W) 1gG ¥ 7
25 2% ELISA THIEE Z A, &G 2 » HLIBE 1gG2b 28 1AL
TH 0. &G 3 » AL [gGl BAIC EA LTz, DlEkD A
heilmannii FEGHUZ K 5 MALT V) /3 EFEREIC Thl & Th2 OWfi4
DRIZBOEENEG LTS Z LRI Nz, TDY VIS
MR 35T A, heilmannii &S REN CXCL13 B & T
VCAMI1 % &M RT-PCR THREI L7z & Z A, JER&GE~w Y 212
K BEREMIZEF LT, ZThe) VSEkRA—3I VI3
FEHIA VOV YSERIEICES L TO S ATREEAURE S h
2o TN DERD S A, heilmannii EGUZ 55 MALT V) v /8
REIZIR X 71 = X 603, A pylori TTTIZWE SN T3 ) V5K
BRELBBDA S =X L THDZ LrmlEht, LirLis
5. H pylori FEFTIE, HRIE LR BEENFERTH 52, A

heilmannii FEGE TR, ) VSEROEE B EERTH B L 0S5 55T
AAZZLIZDNTEL TR BETL TS BE P35 5,

5) H. pylori T H. heilmannii O ¥ BR SAL Pt

H. pylori RO K, heilmannii % . % Z AR C57BL6 v 7 A
DR ® B & A pylori TR, B2k 6 CICREBMICEDE
Wht., —J. K heilmannii 12, B VNEEFHET ST &4
EAIZLT0S, ZZTIhbDHMIZARTIMEANED LS
U TR 2B EFET 300 2 RET4 5, BAMIZIE, K
B A & R BORG IS b R & $RECL . SRS T OBl
ERETL TV 5,

H. pylori EEFRINEBOM B %N U, A pylori 3B HR
RIS T 5 &L 4 TP IEEE & T L ORI - CagA A1
I 228 —=&UT, A pylori 76 FEMIRRNANEEA SR, E
RMNIZIHEA SN CagAidFu sy v ) Vig{bA532F. & b _ERH
ey 7 P IRER % HELT 5 2 & 2RI TS 2L
72 (J Exp Med 191:593-602,2000), %7=. HHilE LMl TF
vy v YL E iz CagA 25, IO Z3 (b R0 B - S A 1%
245 MBI Y~ Re{LR% R SHP-2 LR RIS L. fille
DOREMMBITEMT 5 Z & % J R L 7% (Science 295:683-
686,2002), X512, CagADFuL v ) VEgtEr L k57 3/
FLHlSE F — 7 E-P-I-Y-A( THEO T 1 & Y 3HE2 ) ¥ BRALERL )
ZRIET S & & 812, CagA O SHP-2 fEAEN A, Fui v ) v
BALEA T 7 3 / BRELS pY-A-T-1-D-F Th % Z & #38®D
720 20 SHP-2 #AHSNIE 7 ¥ 7 HRD CagA & WOKHRD CagA
TR ESTED, 7Y 78D CagA (& SHP-2 fEA RN T
I BB 100% —3 L T 55, BIOKBID CagA T3 Vg
ftFay vEE» S 5H/AOT I VBN 1 DEE 5Tz (F 2
5D) ZODLTN1ID2DO7 I JBOENILD, 7O 7RO
CagA IZFOREID CagA IZHEAR SHP-2 & k03 AL, kvl
WAMIEME A RS 5 Z & 2588 5 M7z (Proc Natl Acad Sci
USA 99:14428-14433,2002), F7z. W7 V78 Cagh #H 3 5 4
wylori \Z K BIEGHUITROCERIEORKIEE F 72 L, BRIEZEE I B
54232 %WH5 7207 (J Infect Dis 189:820-827,2004), T~
7 227 8 — CagA IS X DIRYEAL & 7z SHP-2 AEEEY » ikt
3 HHHENIEE 7 7 & LT focal adhesion kinase (FAK) % [al® L
7= (Mol Cell Biol 26:261-276,2006), FAK &fife - K& [BAH A 1F
FAD AR & 70 2 Mg WA HIHT 2 Z &2k 0. MRS %
#1945, SHP-2 i Z FAK O FF —+ F 44 Viit{bL — T NIfs
5270y ) VIR ER Y Y BR{LL. FAK ¥+ — ¥
PEEIHIT 5, FAK OWEMER T SRR B4 5 0 342 28 Tl
S, Mg - FE RAE A AR OIS TS X 2 HIHGE B RE D Bk 235
ERIEIND, oM pilord EGUZ XD LEMIERO 2 4 D%
Vo va VMBI NSZ LA S »IZL 2 (Nature 447:330-
333, 2007), DI b, Fxid. TNETH pylori FEGUZ K AR 18
TMfEfO s a2 b= D5F A7 =X L DBz NT,
cagP AT ND 4 B EE R T 7 £ 7 8 —THh 5 CagA MR
WCEELABREEHS TOE I LEHSPIZLTER,

H. heilmannii IFEEVHKT . BT ARV ST
W28, A pylori DT AENTE I A heilmannii DT L % R
L. WEMEIETFAMLE»IZT22 8, £/ v ABYET
WNRH. pylori D Cagh 75 E OWFBETHEAYY 2 E#HWT
SRREMRNT A2 2 Z L AT 65, AMIRIZLD. B %
ENT DTz, A heilmannii DREBIZT EWRFEMEBIRT A3
SR A pylori FEET N H. heilmannii FEGEDFRAE R TR X
. ThZhOBROBEBRERMELAS &b, ThbOf
FIZX D, Thb &GN & 2 SHERETIE ) X 7 i2WikodifE
SN, N L RERRB BRI A D, A pylori DEILZTFES
EOMEM%FIZ, PCRIZK 5 16S rRNA EA T DM A HED
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5N T3 (J Clin Microbiol, 39:1510-1516,2001), Z#H & TH.
pylori \Z&K B ) VOSPERIEICITEY 2B E T L8 R <, R
AT 572, BOERC Helicobacter J&Td 5 H. heilmannii
2 b MALT Y VSO R T & % TRttty < . L
BRI ORIk D, HMALT Y v/ SEEER =2
A NS RBEX NIz A heilmanniit &< ANEGLXEBH Z LI
L OEHIMTH MALT ) Y @A FHETE S5V ZET D
¥ X7z (Infect Immun, 75:1214-22,2007), 2D~ ZAETIL%H
W, Helicobacter BMTEESIZ L 5H Y VNERIEIC KT 25T
ANZZLRMEERIZDE LS 2ITTH LT, ) VSEICH
T EHMEEFBC DA BN H 5,

<HERTEhPo7T . PRNOWE. ZoBHI>

H. heilmannii 3HRSERENHESL S W TR0, BYv T 20D
R &~ T30 2 =BT 2 RERAR Y 7 v —F Lk
ZHWT, HUEZRBHEL T30, v A EBEICEET 58
HRHEEIZKBGHME. £/72. v 2 BREALRRORAIZEL D,
AT LEMAREEE > Twb, ZhE TORCId.
BLAST @i O#R» 5. IHNMRORAL LS RBO S5, &%
LELFRMHETEIT > TS, 5% BxE—XWICiaz, 7u—
PAMRA M) —I2&kBY =T VI FRBRYY 22HOL
C. EHIZH heilmannii DFEERE 2SO, A 87 7 LGN EAT
ITETH 5,

<5HHoFE. EA>

BE. <o ZEGEE R & R ROPUAE T A heilmannii
RIS BERIC, o % 5 Iz~ AHKED DNA ORA %4
BT 20D LREED TS, F/o, WEBTICBEWTIRA
heilmannii %A b A VREY Y ZITEREEE HY VoSER
JEIZHB I A ERBIOEICHWT, CD4 B T Mg R 729 1%
HOMAEED TN TETH D
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