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I RO (3C) : Helicobacter pylori CagA-positive strains play a key role in the
development of gastric carcinoma. This project elucidated 1) the mechanism by which H.
pylori delivers its oncoprotein CagA into host gastric epithelial cells: 2) identified Pragmin,
a human protein the function of which is mimicked by delivered CagA: and 3) uncovered
molecular pathway that directs reprograming of gastric epithelial cells into intestinal-like
cells upon chronic infection with cagA-positive H. pylori. Finally, the H. pylori CagA
protein was crystalized and its three-dimensional structure was solved by X-ray analysis.

SR TEHR
(BHHAL - 1)
ELFERE I F2 7 2L & &t
2010 B 15, 000, 000 4,500, 000 19, 500, 000
2011 L 13, 300, 000 3,990, 000 17, 290, 000
2012 L 10, 300, 000 3,090, 000 13, 390, 000
R
FE
ik 38, 600, 000 11, 580, 000 50, 180, 000

MR8« DA
PR D53 F - ME - DA

F—U— N RYYE, ME, ¥ 7T RE

1. WFERHMA YWD R

BT EHR TR b 2 < BAET L EME
BEO—D2TH V., mHFER 100 T AR
BNRALEZE S K50 FANENATHE
CLTWb, #TH, HARITEDADORS
FEE L THLI, BENS TANERA
Tz & TR FENTND, H A

FEIXAAREROA R LTENHICESTYH
KERfEHETHY ., BERATLRIZ AT 720
RIS HLERRBEREET D,
ANYanRyz—.raEO3ER (1983
) Efice b B EEREOBE ST —
ZEL, valEIsCHE K CHEIEEE O
FRRE L TMESTLNATND, S
DI, O RBIEE FHREDORE LN S,



BOAFRIE L B U YL & OB KR
BB RENDICEST-, v'a VU EiT cagd
B TFOAEIZED cagh BHIERE & FEMERR
(CRBIE 0, A DFIEIIT cagh B IERK
DEVEFRF RGN HE e EHZH S5, 20
BRNADEEZIED cagd Bia 1357 &
130-145 KDa @ CagA # > /X7 E %A a— R
%o B U BEKRNTREA STz Cagh 1,
DERAT D 7 a OESE (1IV B e )
WL DAER L 72D H ERA NI BB A
b, B BRI A LTz Cagh 13
RN BT L7, Sre ¥ —EIZ X
DFu ) Uik ESIT S, BEEE I,

Fu U U hEivic Cagh Ak MEX
RJEELTHBILD SHP-2 Fr v R
A7 7 A —BERREMNICHEETHZEE A
Hi L7z, CagA EBEGRIERIT K0 B =
A7z SHP-2 1 XZ D Tt ® Erk MAP %) —+&
PRI 2o 5 < T DRGSR, B oM R g SH
T NEEE T A (Higashi et al. JBC
2004 Higashi et al. JBC 2005) CagA IZ K&
D IEMAL &7 SHP-2 1% & 512 focal
adhesion kinase (FAK) Z WiV ek LM
Ja-ZERMHEAEEHZR TSI Z LTk
D, MIEBIRE ) OF LWL &
9, (Tsutsumi et al.Mol Cell Biol 2006),

AERNTE R Y EREOS L 70 2 BRI,
TE S - FE S M 2 A9~ 5 Hi g o b Rz
Jag bR SN TW5D, 20k 9 ekt
b bR Mfa fg 12 E N & 4U7z Cagh 1E, tight
junction OHEEE: 5 ONT bR AR HE K %
FJlERZ U TR E 2 g 5, Cagh °
AT EREARME O EEIEE IR E 2 U EIC L D
HR - AHGRIED T L 72 21X 0 T
72 BRI DO B AABIZ B L B 5D AT
REMEZ RIS 5, £ 2 CHFEE L Z Ok
TEVENEIC B G-3 28 7- 7% Cagh #5650+
DR ZHED | et DR & MERF o~
A —LFalb—F—LLTHLNAD
PARL/MARK % [A] & L 7= (Saadat et al.
Nature 2007) (X|2), CagA IZ PARI O
FT—B P AL ACEERA L, £DF T —
PIEME A IHI9 %, PARL 114k 5 M5 56
TH BN D Peutz—Jeghers JEBERED R K &
f5¥-PEY) LKB1/PAR4A O FIAZEM) 31 CTH &
V. EEFENAITEIT D PARL O FF—EE
PERNHIOEE R RE I 415, Cagh 1L S
51 PARL EDOMEEHZNM LT
E-cadherin/b-catenin & & 1K % K& EAL
L . adherens junction O HEEL 7 & ONZ
b-catenin ¥ 7 /DO REIEMALHE] &
Z 9 (Ren et al. JBC 2006; Murata—Kamiya
et al. Oncogene 2007; Kurashima et al.
Int J Cancer 2008),

2. MFEEOBBY
ERAIFHET DR 10% % HD D ENAIE. £

DIFFETH~N) ansZ— o UEHD
BV 2 AR ICHIET 5, HEEFIT N
FCTOWNFE T, Bu ) ENEAET DIRR A
VRTED1HOTHD Cagh Bk FDOFN
AFIEIZ LB 29 Z L 2B 5
WL TE 72, AR TiE, AR THID TR
H S T-MEBSEN AL HZ X Cagh D
H RN~ DR ABEAE, 1R A L 7= CagA
NelXiE 238 BN Y 7 AR =
DAL & AR 2 AL Doy RS, Bin 1
WA~ 2% T Cagh 12 L BRI
NAORFZERI) 7 1 A & 521 Cagh
D 5y - SEARKE SR RE I B O fjr 58 & HEEE T
Do T I AT—ANBREKLNVICESL Z
NHEBEREOHFTEN OB D RS2 £
BT AILICED, ErUE Cagh
WCEDERENAUA TN =R LDORKEH L)
2L, Fo7at A Z M4 5 FIEORMENL
il U CEBM 2 E BN AIREE - YHIED
BHF DT 5,

3. WD Ik

v'r UE Cagh OF EEMENERERAICET
DA U AR E o B 72 b TR A
CagA 7% PARI OARIEALE L Chl&EEZ§
R AR ERE D RN AICBIT D EHRE .
AALFH) - MRAED N TEE A CTHS
MIZT 5, 2, BEMNT v TEL
LC/MS/MS & B/ &2 A& o 2 N Cagh
DHLHE ST DN A X X7 L TD
SHP-2 7R A7 7 Z—F OB Y o B4t
HE A BB - RET 5, 512, Cre/loxP
VAT NEHWTIELE R R Cagh F
Blv o AZERL | Cagh ICX DB AT B
T AR L)V THENTT 5 & E b, U
VORERFFRDE) Cre BB~ T A L O % @
LTve U wEEYEDNEREE S5 MALT U
VONEFRIEIZR T D Cagh DOEHE & METT
%, — ), ML Z Cagh & 7 B & @R
BRERLL . fEAE 7R & NS IR T E &
D,

4. WFIERR

(1) rm VH Cagh ©F EREAIONE AR
. ~Vanxrzxz—.vol (o)
. HODMMEET D 27 o O EREE
(IV RS IHERE) 2 W TN AL X
'Z CagA Z#HEM L 725 H LR MIEPNIC EHE
HEAL., MDD AACIZ D720 HFE A DM
FakgREfEE 2 5| X 4 =4, SEEDOHFEIC
X, v¥o VR CagA ZEAHIRNIZE
TSR THREPALNE ST, £T
R E ISR Wb, el
HNTEA SN CagA 1T IV A4y it
OFEIICHEE LioREE T v U EiRFKm I
BHLCIFET DN, — ., B
) B AN ELRERER U 7= B b R AR oD S e i

Wl oY

v



Fmifl (Fh3E) 12, ASRITHEBEANEIC O
BIFET DV VIEE R A7 7 F VLY
(PS) MXEEBEHTHZEERH L, =
OFERFIEREICEH L7 PSider Y
HREICIFET D CagA LHHAEEHT 5,
CagA-PS A /EH Ofs 5 AL 2 R

T 8 B \ET v RN EROREE DT S AL,

CagA 2NAEENICEITT 5 Z E BB
Llpolz, SHIZ, PS AT 5 CagA
NI O FRE ZITV, 0 TR AF
ET5 25007 V¥ = EERxR) N HE
RE|ZMY) ZENRHALNE ST, TD
TNF =R ERZEANL PS SHE
T& < /po7- CagA BRIKZFEATHE
2 UEiL, CagA ZHENIZIEAT HEE

oo T, fEEH EEHRNICEIT L
7= CagA |FHIIEANEEIZ/HTET 5, CagA
DOHBEBREIL, DAAbIZBED D CagA O

TR A ISR BB E 2 40 > TV DA,

CagA LA s oM AEERICH, NEEIZ
IHE U CIEIET 5 PS & CagA MOFHAE
HAREH 5, ZOMAEER ML X7
FRARIZEBS W TEEFICRD b, EEE
PEALIZ L 0 MRS PS A &ENEET 5
ATREMEDNRIR S iz, AHFZEIX, CagA-PS
MWAEERZ N&MIIZHIET s Z 2iIck b,
vr UG L5 ERGHIE S AL &R
IETCEXLRREMEZRIZ L TEBY, £-o72<
T BERAD THERNL~DEZHL B
DEZZD,

(2) Be U Cagh WET 5 h&
NRIZBORIE: b M FaTsd—aIZiL,
e VB Cagh OF v U U E{bEAr
Td D EPIYA EF — 7 AT 5% %
JEN S EELMNMAELRY, I b
EPIYA & X > /87D &> Pragmin
Ne NN TSre 77 IV —F%F—F
WXk TFuer U rofbansZ xR
W72 L7, Pragmin I EPIYA Fr )
UERVARTERIIZ Ste FF—F DA e
H—XF—FPThHsbHCH¥—IF/ SrcF
J—F (Csk) EFEA L. Csk ORI LT
T AR, Sre ¥ —¥ OEHIIE
ML T Z ERHA LN o Tz, 2D
HE/ S, Pragmin X Sre 77 I U —F
FT—EBDOEOHIERK & L THEET S Z
R ENT, B r U F CagA IX EPIYA
o> UER{ERIIZ Pragmin—Csk &
TERk A THE L. Csk ZMiHET % & &g
\ZSre 77 XU —FF—BEMHITHZ
EMBHGMNE o T,

(3) CagA # /7B OREE LW SR
B ZnETOEL DRRBIT LD D
T BRI 8 DT D2 E LT LA M
2B R BEORBNE DO THEH LW
INTEZ 1B FuFLhrofLEro
U Cagh O KIGHEIZEIT DM 2 ¥

VNI ERERBURBINLICKE) LT, £
CTCEERERL LA 2 Cagh X R
78w RO TRES b 2R A, B O
b2 R348 LB X RS
7 — 2 OB LTz, BT —#
ENTRE RN D | MBS 3.6 A 7 A kb m
— LT, Cagh # 2787 B OSLARKEE DY A
Dk ole, fEiE. Cagh lIHEHD R A
A EEE LD N KM 100 F X kv
FEIK & EE LT AR IS A R 7 WO R M
R4 L A CRM35 31 4Lk AEkIC
TN ERIREI T, BE. 7
JEZ P CL X0 REM R ST AR SR E &
D TWD,

(4) v'a U Cagh 2 L A5 FRALA
EOy T v o ) EREYE T, Bk
f5E b R S b R RRRE IR A - 2 S B
HZEL (=i ERibE) BERShD, 20
B ERALAIZERADRINARE L EZ D
NTW5, ZNETOMIENL, F BRI
IWERALEZER VE Cagh (285 Wnt > 7
VDO EFEIEMHAL, &b Wnt OO
&> CDX1 B0 BT B 03 15 LAk
HFICELBES T2 2 R0WE LW, £
ZCAMEE X, CDX1 ST ELA E _ERGR
WIZHED BT 15 LR B E R B R~ N U — 7
DOAHEZ DNA microarray, ChIP-on-Chip fi#
WAl L CHEDT-, TOREE, CDX1 2 HAT
MRS LEH ERMBANTREZEINLD
BEFHOFICMEY a7 o v 7ieh
D3I B PEER B 7 SALL4 35 X OY KLF5 23 F
L, b 7ua s o AR+NE MR
ORG B EALICEE Ao El 25 2 L &
B 572 L7, BITE. Cagh % Hir s B2 36
WIEE T4 Floxed Cagh h T v AV xz=vw
~ 7 ZAONERL « BISCIZRIIL, 2D~ T A%
WAL~ LB 5 Cagh Y 7
T A TIESERET LTV D,

5. TR ERUE
(WFgefRgess, WFZEo 8 K OV EERF TE
I TR

(MERERm ) (BF1 81F)

@ Hayashi, T., Morohashi, H. and Hatakeyama,
M. Bacterial EPIYA effectors - Where do they
come from? What are they? Where are they
going? Cell. Microbiol., 15, 377-385 (2013) (&
B D)

@ Yamahashi, Y. and Hatakeyama, M. PARI1b
takes the stage in the morphogenetic and
motogenetic activity of Helicobacter pylori CagA
oncoprotein. Cell Ad.h Migr., 7, 11-17 (2013) (£
M 1)



(®Fujii, Y., Yoshihashi, K., Tsutsumi, S., Mutoh,
H., Suzuki, H., Maeda, S., Aburatani, H. and
Hatakeyama, M. CDX1 directs gastric intestinal
metaplasia via induction of stemness-associated
reprogramming factors SALL4 and KLF5. Proc.
Natl. Acad. Sci. USA, 109, 20584-20589 (2012)
(EREdH D)

@ Tsugawa, H., Suzuki, H., Saya, H.
Hatakeyama, M., Hirayama, T., Hirata, K.,
Nagano, O., Matsuzaki, J. and Hibi, T. Reactive
oxygen species-induced autophagic degradation
of Helicobacter pylori CagA 1is specifically
suppressed in cancer stem-like cells. Cell Host
Microbe, 12,764-777 (2012) (& H V)

(® Hayashi, T., Senda, M., Morohashi, H.,
Higashi, H., Horio, M., Nagase, L., Sasaya, D.,
Shimizu, T., Venugopalan, N., Kumeta, H., Noda,
N. N., Inagaki, F., Senda, T. and Hatakeyama, M.
Tertiary structure-function analysis reveals the
pathogenic signaling potentiation mechanism of
Helicobacter pylori oncogenic effector CagA.
Cell Host Microbe, 12,20-33 (2012) (&7 H V)
® Lee, K.S., Kalantzis, A., Jackson, C.B.,
O’Connor, L., Mutaya-Kamiya, N., Hatakeyama,
M., Judd, L.M., Giraud, A.S. and Menheniott,
T.R. Plos One, 7,e30786 (2012) (&7 &H )
(DKikuchi, K., Murata-Kamiya, N., Kondo, S.
and Hatakeyama, M. Helicobacter pylori
stimulates  epithelial cell migration via
CagA-mediated perturbation of host cell
signaling. Microbes Infect., 14, 470-476 (2012)
(EEH D)

(®Yamahashi, Y., Saito, Y., Murata-Kamiya, N.
and Hatakeyama, M. Polarity-regulating kinase
partitioning-defective 1b (PAR1b) phosphorylates
guanine nucleotide exchange factor H1 (GEF-H1)
to regulate RhoA-dependent actin cytoskeletal
reorganization. J. Biol. Chem., 2 86,44576-44584
(2011) (EHEH V)

©@sSafari, F., Murata-Kamiya, N., Saito, Y. and
Hatakeyama, M. Mammalian Pragmin regulates
Src family kinases via the Glu-Pro-Ile-Tyr-Ala
(EPIYA) motif that is exploited by bacterial
effectors. Proc. Natl. Acad. Sci. USA, 108,
14938-14943 201 1)(FEFHidH V)

Nagase, L., Murata-Kamiya, N. and
Hatakeyama, M. Potentiation of Helicobacter
pylori  CagA  protein virulence through
homodimerization. J. Biol. Chem., 286,
33622-33631 (2011) (FEFHH V)

@ Furuta, Y., Yahara, K., Hatakeyama, M. and
Kobayashi, I. Evolution of cagA oncogene of
Helicobacter pylori through recombination. Plos
One, 6,e23499 (2011) (FEFHiH D)

@ Takahashi, A., Tsutsumi, R., Kikuchi, I.,
Obuse, C., Saito, Y., Seidi, A., Karisch, R.,
Fernandez, M., Cho, T., Ohnishi, N.,

Rozenblatt-Rosen, O., Meyerson, M., Neel, B. G.
and Hatakeyama, M. SHP2 tyrosine phosphatase
converts parafibromin/Cdc73 from a tumor
suppressor to an oncogenic driver. Mol. Cell, 43,
45-56 (2011) (&7 dH V)

@ Hatakeyama, M. Anthropological and clinical
implications for the structural diversity of the
Helicobacter pylori CagA oncoprotein. Cancer
Sci., 102,36-43 (2011) (&FHH V)

Saito, Y., Murata-Kamiya, N., Hirayama, T.,
Ohba, Y. and Hatakeyama, M. Conversion of
Helicobacter pylori CagA from senescence
inducer to  oncogenic  driver  through
polarity-dependent regulation of p2l. J. Exp.
Med., 207,2157-2174 (2010) (& H 0 )

® Murata-Kamiya, N., Kikuchi, K., Hayashi, T,
Higashi, H. and Hatakeyama, M. Helicobacter
pylori exploits host membrane phosphatidylserine
for delivery, localization and pathophysiological
action of the CagA oncoprotein. Cell Host
Microbe,7,399-411 (2010) (Fwed V)

Ding, S-Z., Goldberg, J. B. and Hatakeyama,
M. Helicobacter pylori infection, oncogenic
pathways and epigenetic mechanisms in gastric
carcinogenesis. Future Oncol., 6, 851-862 (2010)
(EEH D)

@ Tanaka, H., Yoshida, M., Nishiumi, S.,
Ohnishi, N., Kobayashi, K., Yamamoto, K.,
Fujita, T., Kutsumi, H., Hatakeyama, M. and
Azuma, T. The CagA protein of Helicobacter
pylori suppresses the functions of DCs in mice.
Arch. Biochem. Biophys, 498, 35-42 (2010) (£ #¢
HY)

Ding, S-Z., Fischer, W., Kaparakis-Liaskos,
M., Lietchi, G., Merrell, S., Grant, P., Ferrero, R.,
Crowe, S., Haas, R., Hatakeyama, M. and
Goldberg, J. Helicobacter pylori-induced histone
modification, associated gene expression in
gastric epithelial cells, and its implication in
pathogenesis. Plos One, 5, 9875 (2010) (7t H
D)

(FERESRfFREO ) (G 58 1)

1) BIWEH]: “Helicobacter pylori Cagh,
a bacterial protein acting as an oncogenic
scaffold/hub in mammalian cells” 3™ Max
Planck Institutes—University of Tokyo/Med
Joint Conference. 2013 4£ 3 H 7 H (Ito
International Research Cencer, University
of Tokyo, Tokyo)

2) EIWLWEH]: “Helicobacter pylori Cagh,

a bacterial oncoprotein that directs
gastric carcinogenesis” 19t
International Charles Heidelberger
Symposium on Cancer Research -

Carcinogenesis and Chemotherapy. 2013 4F
2 A 15 H (William Wills Hall, Kagoshima
University, Kagoshima)

3) B W B H] : “Mechanisms determining
subcellular localization of SHP2 tyrosine



phosphatase” 10t International
Conference on Protein Phosphatase,
Special Lecture. 2013 4 2 H 8 H

(International Lecture Hall, Foundation

for Promotion of Cancer Research, Tokyo)

4) BILERA]: “I:D).7jxh§(//\7 CagA

D 3WTThEE & AT R 2 4 ET“XC*Bﬂ

LR FFINEIRIFTE TASA KR AR R

%’7)»& 201341 A 29 H (TG ' 2 -,
R

5) EIWLWEHR]: “Helicobacter pylori Cagh,

a bacterial protein acting as an
concogenic scaffold/hub in mammalian
cells” 3" International Symposium on

Carcinogenic Spiral. 201341 H 24 A (=
7B NVHBRT IV, 4IR)
6) BIWEH]: “Helicobacter pylori CagA
act as as an oncogenic scaffold/hub
protein in mammalian cells” The 2™
Japanese—French Cancer Workshop. 2012 4F
11 A 30 B (Grand XIV Naruto, Tokush1ma)
) ELERL: “Er U ERA Y > S E Cagh
PR ST ﬁ%ﬁk%?%zvxﬁﬁjﬁ'ﬁ
I —. 2012 11 H 15 8 (HEKRFUA
ll/xﬁj#ﬁfﬁ\ HHR)
8) HEILEHI: “Roleof He]jcobacterpy]orj
CagA oncoproteln gastric
carcinogenesis” & 71 IEIEIZIKW%/\”A\A:T

TIURY TN, 201249 A 19 H (Xo1F

A ICEEEH, FLIG )

) E'UJEBIJ )Iﬁ‘h?//\7 Cagh
D =IRILST % TRk 2 4&&%@@%

%L!K%fﬁ?ﬂ?ﬁ] %ﬁﬁn%x s D —

T x =L EORER. 2012 £ 9 H 18

H (it{ﬁiﬁjﬁﬁé%? W7 77, FLR)

10) & b B H] : “ Three dimensional

structure of the Helicobacter pylori CaghA

oncoprotein”

European Helicobacter Study Group 2012

Opening Lecture. 2012 4 9 H 11 H

(Ljubl jana, Slovenia)

1) SBWER : “Er U @Ry X7 H

Cagh DIED AEME” 55 4 [0 7 KU it s

T FIREES 7 1 — /%)L COE AFFE it -

ff%/”:'hﬁ(ﬁii 2012427 H 9 B (MRIKEZHEEEER

BTN A’Iﬁﬁ)
12) BIWEH] : “Pa VEEEN A~/
fEMNT 5 R e %D%ﬁ‘éﬁ’ %12 [BIHRRE A
B v aRT L (BIO UT). 201246 H 30
H CERKFZHERE, W)
13) BILER] : “HEMERAZ 78 E L
Tovrr U n Cagh DIEAMAE" % 18 Bl H A
~Y a Ny - S - KRR GE
. 2012486 H 29 H (flu=> Xy g vk
v — )
14) @A : “r ) EIC L S 2 AJIE
HHE™ B RAEA AER BRI ZE T <
—. 20124E5 H 17 B (BIRKFEND A ’ﬁ@?ﬁu

TR, 4IR)

15) BIWER| : “H pylori—mediated gastric
carcinogenesis; a new paradigm of cancer
development” £ 98 [A] H ARVH{LARIN TR
2 [EHEERW T A —F A, 201244 H 20 H
(RETTHHRT I, FH)

16) BEILWEH : “How does H pylori cause
gastric carcinoma?” American Association
for cancer Research (AACR) Annual Meeting
2012, Meet—the-Expert Sessions. 2012 4E 4
A 1 B McCormick Convention Center,

Chicago, USA)

17) 2 1 B H|] : “Cellular targets of
Helicobacter pylori CagA oncoprotein”

RCAIC 2nd International Symposium on
Infection—associated Cancers. 2012 4 3 A
13 B (Frate Hall, Graduate School of
Medicine, Hokkaido University, Sapporo,
Japan)

18) EILEH]: “Role of Helicobacter pylori
Cagh in gastric carcinogenesis ” 9th
China—Japan Joint Conference of Cancer.
2011412 A 22 H (Oriental Riverside Hotel,
Shanghai, China)

19) &1L EH| : “Parafibromin/CDC73 is a
nuclear SHP2 substrate that connects RAs
and Wnt signaling pathway 7  1Ist
Japan—-Taiwan Bilateral Conference on
Protein Phosphatase. 2011 4 12 A 2 H
(National Institute for Basic Science,
Okazaki, Japan)

20) 21U EH| : “Molecular mechanism of
gastric carcinogenesis” 1°% France—Japan
Cancer Meeting 2011.2011 4 11 H 24 H
(Montpellier, France)

21) BILE J:“ED)lbihﬁ'//\&g
Cagh 75\4%% BT 5 b f\&//\? g D[EE”
5 60 HANEEGEYS B 1 1 aRT Y
7 NEHE T Hj(/\ VURT T L.
20114F 11 11 A (s A v, T3)

22) B 1B Hl : “Oncogenic Mechanism of

Helicobacter pylori Cagh ” The 21%
Hiroshima Cancer Seminar (HCS)/The 5%
Three Universities’ Consortium

International Symposium “Recent Progress
in  Carcinogenesis, Progression  and
Management of Upper GI Cancers. 2011 4F
11 H 5 H (International Conference Center
Hiroshima, Hiroshima)

23) &ILEH : “The Role of Helicobacter
pylori oncoprotein CagA in gastric
carcinogenesis ~ Berlin Life Science
Colloquium 2011. 2011 4% 10 A 20 A (Paul
Erlich Lecture Hall, Max Planck Institute
fur Infektlonsblologie, Berlin, Germany)
24) &1 EH] : “Infection, Inflammation
and Cancer %70 [FH ZIKJEE DT — =
V7V Fy—. 2011 4 10 H 5H €=
EFRa#S, 4 HR)

25) EILEHI: “Role of H pylori in gastric
carcinogenesis’  European Helicobacter
Study Group 2011 International Workshop:
Symposium. 2011 4 9 A 11 H (Dublin,
Ireland)

26) SILUEH]: “¥u U @RI i%)ﬁﬁ/u
%%f&&%%” %49 [ KA Y FERF ST 2. 2011
F£IH1H (ROBERT IV, KR )

27) BILEH] : Searchlng for the origin of
H. pylori CagA in mammalian proteome” CHRO
2011, Concurrent session A: Helicobacter
pathogenesis. 2011 4% 8 A 29 H ( Vancouver,
Canada)

28) SILEH] : “m”‘“%&"ﬁ@ TR 5

6] B A AR 2 i %/”J'Juﬁ(ﬁi.
2011 4 7 H 23 H ($L¢5é:z PR va

& —_ FLIR)

29) LS : “HAAFEEE LToE R
U B D d B A R 238 [al~ L 2 A TGS
201147 A 13 H (HIEEREBESEE, HR)

30) ELEHR: “t"mu&%'b?/u” o



H A 2 ﬁRﬁ%ﬁ@.mu&mﬁ4a

(ﬂ@ﬁ@ﬁ?& Hig)
31) BILEH] J ln search for the origin of

bacterlal EPOIYA effectors in mammals”

1** Joint Symposium of the Max-Planck
Society and University of Tokyo. 2011 4
5 H 18 H (Parkhotel Schlangenbad, Germany)
32) BIWEH]: “~Uanxyxz—.va g
Z 878 Cagh OIEMBEME” 565 97 [AI AR

HLRRIR e VR Y T A, 201145
A148 (REF 7%3“7/&%'?\\ )

33) BILEH|: “BEBECRBTILIErVHE
OE” F %Nmﬁﬁxfﬁ%éﬁé//¢
UL, Y- RIEL B, 2011 4F 4 A 29
H (/\‘/74’:1%/\\ FikE)

34) BLER: “tr Y HRkE L H JFF*” R
HERER S NES  ilfhEs. 2011 4F 3

H 23 H ((%l:l:gfﬁ/\ﬁﬁ W)

35) EILEH : “Carcinogenic mechanism of
Helicobacter pylori” 9" International
Gastric Cancer Congress (IGCC 2011).
Symposium. 201144 H 21 H (Coex Center,
Seoul, South Korea)

36) BILEH]: “HREBEDON A=K
%7 A ARELEFERSFINES - HFRE
ﬁ.mu&ﬂﬂ1mﬂﬁia%l%£%ﬁ

HAR)

37 BWEH] : )3/\757“*' == Nel
£5 Eﬁ'ﬁ%\éfi@ %l‘%%l‘%i’ % 30 Eﬁiﬁ/@mlﬁ
fLEREMA S (DX Y—FEIF—)
S 2 BRI 3T X —RF5eas. 2011 4
2H16R (A—277ar7 4T RT V2L
X, o< iEh)

38) B BRI : “Helicobacter pylori and
gastric cancer The 26" Nagoya

International cancer Treatment Symposium

- Current Trends in Translational Medicine.

2011 4E 2 A 12 H (BEENAYE X —#5E

AT, %EE)

39) BIWER : “BNRABIEICBIT 5 EER
iﬁﬁi%@’ EH” PR 2 2@#75%1?%%@1
INBRSUET AL 20112 H 9B (A
Al H— K

40) E%IJ_IEEIJ : “Role of SHP2 tyrosine
phosphatase in gastric carcinogenesis” 1%
Symposium on Carcinogenic Spiral and 9%
International Conference on Protein
Phosphatase. 2011 4E 2 A 2 B (ERRKFE
5 Bf%ﬁ'lﬁ_%\ ﬁ)ﬂ)

41) S EHRI: “Role of Helicobacter pylori
CagA oncoproteln in gastrlc
carcinogenesis” % 33 Bl A Ry AT

T /% 83 Bl H AL L= kABmzmo
v KR Y7 A - Protein Phosphatases:
Basics and Diseases. 2010412 H 8 H (&
— hETHET I, M)

42) BILEHI : “Helicobacter pylori CagA
oncoprotein and gastric carcinoma
Frontiers in Cancer Research 2010. 2010
4 11 A 10 B (National University of
Singapore, Singapore)

43) B ILEH : “CagA positive H pylori in
the pathogenesis of gastric cancer” 18"
United European gastroenterology Week
(UEGW 2010)  Symposium: Insights into
gastric cancer pathogenesis. 2010 4 10 A
26 H (Barcelona, Spain)

44) BILER : o UL ADHE < A
*E%Z@JEE” TBROKBAET HTITE 61

M2, 2010 4E 10 H 7 B (ER & KFES
. B N
=z

45) BILER] : “~VanNsFZ— .. UHE
MAHE NI E Cagh DOFH ERAIMENBEIT A
= AL 69 B HAEFERREE—=
V7 Fx—. 2010449 H 23 B (CKBPxEER
=%, KR)

46) BILEH] : “Yu UEN A X L RIHE
Cagh IZ X 2 H B AIIED 77" 25 61 [
HAREBERKE P - FeBIlGEEE. 2010 49
fllé')lg H (B R%7 77— 7 SfEi#E, fL
5

47) SEIER - VEICK D HERENAA

A - EYE L LTOH
WA %IEE%ﬁ/77v/x 2010 4
(BB, 3J)

49) BILWEBHR: “Helicobacter pylori CagA as
a bacterial oncoprotein” 9% Surugadai
Symposium at the Tokyo Medical and Dental

University. 201049 H 8 B (B REFRthEH

K, %E{)

50) S LEH : “HERAC kﬁé«]zn
JH— . T:D )0)1’“ill” %7 |8l H AR EL T
éﬁy7TVyx.mw¢8ﬂ B (L=

51) BIEH]: “vu ) lﬁ? N E Cagh
@%Eﬂ/ﬂﬁﬁﬁﬁ 5N rﬁ@ﬁ‘lﬁ%\éﬁlﬂ%l‘%” &
16 [\ H AR{E L #9765 Fﬁﬁf*ﬁ%{ﬁuﬁ(ﬁ/\
mm&ﬁﬂllﬁ(@%A% L)
52) BIIEH] : “~Vansx—.alo
FEIEA B = XL T [ HAR AR fhok
)mm&7ﬂ75(a£77ﬁT7w W
/Fl\
53) BILUEH]: “Mechanisms for delivery and
pathogenlc action of the Helicobacter
pylori Cagh oncoprotein” The 17" Seoul
International Cancer Symposium “Gastric

cancer’ . 2010 £ 6 H 1 A (Seoul, South
Korea)

54) E W EH] : “Helicobacter pylori and
gastric carcinogenesis ° The 7% SNU

/U-Tokyo Med. Joint Conference. 2010 4F 5
H 28 A (Seoul, South Korea)
55) EILUEH]: “Er VEEHE 8 2 B
A TEER ~o0PkEk ). 2010 4£ 5 H 25 H (T
%74’ 7#4’::/7&@/5'—\ KB)

56) BILUEHI : “Helicobacter pylori and
molecular pathogenesis American
Association for cancer Research (AACR)
101st Annual Meeting 2010. 2010 4 4 H 20
H (Washington DC, USA)

(Zofh)
R — Il

http://www. microbiol. m. u—tokyo. ac. jp/

6 . HFFER

(D) WFgEiEH

g1l BRI (HATAKEYAMA MASANORI)
WK « KEFBEESFRGTRL - Hd%
g ®&s5: 40189551

() wrgemisE
() EgEN S



