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WRIERAE OB (Fn30) « JRYRFIC A FINE A HELS T 21EMNEZH T 5, REO~NY a7 72—
v'r U (H pylorD>=7 =7 % =51 OWBE & ENE Ui, T OREF. DNA SRS 2 vk L7c
in silico T HIX, =7 =7 #—RNA & L COFRREMD SV H. pylori RNA OREIZITE S
7ot b OO, H. pylort &I L - TN OFIERE D KT 5 microRNA % [FE L7z,
FRICHE R B 122 B 4072 microRNA V3, &Y AE T MG O I 58 | C 52 B 4 B 2 5 FTREPE 37
e X7z, H. pylori JEYLRFICAIIIN THBLE KT 2 microRNA X, H{E)H RNA 2317
TLHDOTIEFRL, EHEFMEORBEEICHRT D22 ERHALNER ST,

WIEER R OBEE (J£30) : The aim of this study was to explore effector RNAs in Helicobacter
pylori, which disrupt host responses. In silico analysis revealed that there is no effector
RNAs possessing human microRNA-like conformation in H. pylori genome sequence. We
found that the levels of several microRNAs were increased independent of the bacterial
RNA transfer in H. pylori-infected epithelial cells. The effect of the identified microRNA
increased in H. pylori-infected cells was estimated as the cell proliferation of host cells.
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~U anyg Z—r nl (Helicobacter
pylori, H. pylor)i%, t kO BREEIZ R
RZglEEZIWREMETHY . HR, Hk
PSS, B MALT U2 o5HE, B/ v D%
EBET 5, KE D cag pathogenicity
island (cag PAD#ER FHEIC 2 — RS iu T
% IV Ry E (Type IV secretion system,
TFSS) Hipkpksr & 2 D% %I L CkTE
FHIRNICEZE W SN LM — DR KT 7
=7 =27 CagA 1IARE OFHIFME
WCEHETH D I &3 AR IO IR A % A
MOBRBENTWD, HEHE OITLEIN G,

JEYLRF D CagA OIEMICHE H L CHF%E AT
S>THEY, CagA PEEMEANTHEET D
SRER D FREE T TNV A — K%
B &2 L C& 7= (Mimuro, H. et al., 2002,
Mol Cell; Suzuki, M, Mimuro, H., et al.,
2005, JEM; 2009, Cell Host & Microbe).
S BT YE EAEKRNTIE CagA 12X %R
IS, YE B 2 — v A — N
—IZ K D1 EOWRIEMERZE > X T H DK
xR L7256 L, H pylori DR HIRYL % T S
BHBHAN =R LZMHA L Mimuro, H. et al.,
2007, Cell Host & Microbe; 2009,
Bioessays). 8 THaEIEME O ELAY, AH
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LLZ23 6, EYI2 L D NF-xB 7280
R GG MBS T 251325 H 5 23,
CagA <% O BEEFE FUIK 1720 Ciddstt
DETEHHATE LN LD, KA
=7 X —DFENBESNLTWD, HFEED
HEEHE L OFRREN N E TILEEICE
1T DEIRZ /)7 'ES° DNA ORISR
R TND S DD, AP DIFHTE R D — i
EHIIMT BDIEEER O R =7 ¥
—DOFWEIRTE R,

EEDT ) LABHFEAIC LY . YD)
5 H. pylori (Sharma et al., Nature, 2010)
REOMEIZELHHDDLEMD T ) L
SERE X172 RNA I21%. mRNA O & TiE7
| WRFEEDOZ Gk a— KL
non-coding RNA (ncRNA)AFIET B Z &M
S »72, ¥ 1Ce b ncRNA © 95 5
20-25nt ®— A& RNA TH D microRNA
(miRNA) (X, &%/ 4D 6 EIREDORIRE
HELTWEEEZLNTND,

t b miRNA OJEMHEFLEBIT Tnt 25 &
FiR/N SN DI FHRIEL S & 7 2o T R ncRNA
DAFET DTN+ PRREhD 2 &, £
7-. A F THIED RNA MEFITBITT 50
HENOHE TN D H. pylori DHEIH
RNA 7=/ 7 —DRIEEHE LT,
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ARG TIE, BRY R BN B A il S
HEMEHT D, Ko H. pylori =7 =7
=T ERETHIEEZHNE LT, RO
ez Uiz, (1) H. pylori &Y X v 1#
FEENPE KT 57 E miRNA S 2 RET 5,
(2) in silico 2 X V. H. pylori )8 =1— K
T LM RNA ##%ET 5, (3) 1&2TH
bl Tr—4nbx7 7 X —& LTHESH
THAREMEDH D RNA ZiBET 5, 4) %
i RNA 015 EEM ZGEET 5.
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(1) miRNA microarray fig#r

H. pylori & 24 WEHILEF48 L 7ol Bz
HRE AGS Alfid & FERRYL M . small RNA
iy % & T total RNA Z3R% L 7=, Total RNA
DOWERFE RIS X W ¢cDNA pool ZEHLL 7~
miRNA 3¢~ 1 7 » A /L%, TagMan Array
MicroRNA Cards A (Applied Biosystems) %
FAWTHEAT L7z,
(2) miRNA 7 7 7 7 A VR

FAEND miRNA DFRBLT 1 7 7 A Vi,
A ACtIEIZ X 0 figHT L, U6 FBLA NERAE 1
ELTHRBLA VAR L,
(3) in silico fi##T

H. pyolori &/ /7 AP H D mature miRNA
B IO stem—loop sequence B DA T,

miRBase
(http://www. mirbase. org/search. shtml)
\Z K0T LT,
(4) miRNA OfF EHIIZ I 1T 250K

miRNA (318 EMARN ©, MRS 2 H 35
e E D mRNA B FNT A L CHBL & ALl
THERERET I ENMbNA TS, £2
T, miRNA OFBHKIZ L - TRABENE D
% mRNA Z fEFERIIZ REMNT 2 2 & T,
miRNA (2 K D0 EEM A JEH#ET 2 2 L 23 AlRE
E7e%, AGS HiIfEIZ 50nM @ pre—miRNA
Negativo control H L<IFZF&EH L72
pre-miRNA % Lipofectamine RNAiMAX
(Invitrogen) Z FHWWTE AL, H pylori %
e 3% X5-7-, Total RNA X RNeasy Kit
(Qiagen) IZ X VR L, Bz 1581
profiling {3 Affymetrix Human Genome U133A
Plus 2.0 Array (Santa Cruz) Z M\ T,
47,000 transcripts Zff#fr L7=., T —# 1%
GeneSpring GX7.3 (Agilent) TENT L 7=,
miRNA seed Bd%!iX. Human TargetScan 5.1
(http://www. targetscan. org/) Z A\ THiz
Brite,
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H. pylori 738 BRI A A5 &G U 72 B
(2, =7 =7 % —RNA M8 I EAS
NWTERZ BT 25 510E, mEENTYZ
RNA ERERTHZENEZOND, 2
C. H. pylori &7 LR~ & FR 8 U 7 308
% miRNA microarray fE#TIZfik L | &Yz X
DTFEENHE KT S miRNA 2 E L7z, £
DFER. B D miRNA OFEEN KT 5
T ENHERTEX T,

H pylori ®7F ) MG TOZEREN
rEgy R & <, AEICEA TS0, &
MZBWCEwmESRE2 AT D H pylori D
J LS ERAE L LC, =7 =7 ¥ —RNA &
M2 RETHLELRH D, E-oTE FD
EYUER U L-E R, HiEE, BEEE
T B AT R KRG ATCCA3504 BRD 47 ) I
Bl 2 AR L L CHEBGREZIT) ONEFE
LW, £ZTCTET. de novo fEATIZ LV
ATCC43504 BRDEY ) AEFIE R Z 157, &
I, Yo =k 2T — X MR %17
W, BETEETHBSIOT ) 7T—va VR
Wrasit Uiz, K7 7 NMEFTICE L ik, B
TR TE [ ) K8’ OB E =TT
RN B AT > T2,

W, i LT=2s 7 AESIE® % Tic,
in silico T % AT > 72, T LT —REH
T2 52, £, mature miRNA & FHEHED
FWEY =BT 5B & M5E L=, 100%FH[E
BESZATDLDIERIETE RN H D
D, Score 60 UL FOEE AT HEEH] %K 5300
FETRE LTz, WRIZ, B2 EtIic 3o
< FUAEE TR EIT, ~NTEUEEE LD
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#4900 A AT OELFI A [ E L7z, tRNA <° rRNA
RN 2 B e pEIRE A & BRI L7212, AT A
EANICHI S T AN E OB LI, b Ok
miRNA O > — REFIE R U S D& & T %
R L2RER. ST 2 ERE TE 2
ST, FZTWRIZ, H pylori Bz X V15
T ERMET CHEEENRERNTIZ LA

7€ L7 miRNA @ A7 10 FEIZ2>W T, fHET
BHEHNDS H pylori 7 7 LAEEHIHFICHFAET D
DERRET L7208, 100%F8 R OBLHNEAFE L 72

WIZERHBMNERST, ZTHHDRRND,

H pylori &G X0 B LM CHEEEN
WK 25 niRNA 1. H pylori PH DT T =
7 2 —RNA DFEANCERT 20 TIE R, £
WZfE EMOFRBIE K2 EOBEBIC X YR
TBHIZENREBENT,

In silico BeHIMRMTIZHESE B Ho pylori
Y X0 F BRI CRENRE KT S
miRNA [ZDWT, B BRI CofE E/EH
G 272012, 2% miRNA 8 55 B4 A
I & > THRBENLE)T S nRNA 2 microarray
ENTIZ K VE L, ZOME., MiakEhmEic
B RABEORBIANLEEIHNT D Z LS
e o,

AWFZEIT L - T, DNA SEAEMEE 2 ik L 7=
in silico MBI, =7 =7 Z—RNA &
L COABEMDEYH pylori RNA OFEIEIC
XESR oD, H pylori EYRIC X
o THIFAN OFEE B AN 5 miRNA % [ &
L7z, FRCHERMPBEEICA SHIL72 miRNA (X,
Y AR O M B I B A B 2 B AT
REMEDN RIS NIz, FT7-. H pylori ERYLF
AR N CREELE AN K92 miRNA (X, HEK
M5 RNA BBATT D D Tid7e <, EIZmE M
JaDOFRBEBBNICHK T HZ ERP LN E
>77,

miRNA @ seed BeF D Z < WRIF L7845 720
ZHTDHRNA TH-TH, B b~ miRNA BRIEME
ZETHAREMNENG D Z b, 5%IL, in
silico fRMTIZIT 5 cut of f {2 ¥ DA%
SHICHHTANERD D, £, EBRIT in
vivo COIRYLFIZ H pylori BAPNIZIEE4
% RNA Z T35 2 & ¢, 45 N T miRNA £R
DIEMEZ 7~ A 5K RNA 28 [FlE T & 5 Al RE
MENREZEZ HSNDHZ ED, 5T RNA-seq fif
Bric k0, #riz 7o lc B 537 % RNA [RE
ERFTRETHA I, AMFRETRHE LT,
YN CEIEEN B R T 5 niRNA 1, =
NeEX—727y e LEBREST 7 F 0
DI AR TX 5,
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