%= C-19
FEmREMWEMARRBESE
Wik 2 345 H 1 6 HEAE

: 15401
 ABHE (O)
BFZEHARS - 2008~2010
S2BEES 20592140
MERESL (F13X)

HEES
HMEER

MR EAAREMIEEEF CDT OZR/EA

MEREL (ED)
cDT
HERRE
EHEIT (SUGAI MOTOYUKI)
LEXRE - KEREEREZREMER - HiR
MZEEES : 10201568

Intranuclear action of Cel |l cycle—specific growth inhibitory factor,

WFFER R OMEE. (Fn0) @ CAtB IR CRELSE 5 &, BIERIZIER L, S/G2 #1ChHllfz)H
W& O THIRSE A L Z L 7o, DNA B RER O RIBE R L FH T CdtB O BSETEM:
WZOWTHRET LT, ZOREE. MIEHH 212 5 radb1, mrell, rad50, wrs2 KEHZAE 5
¥R CdtB 1kt UL TR E1c 72 o 72, F 7= apoptosis (ZBFH ¥ 2\ {s - RIEEL ik s H
WTHRET L 7o, ZORER, yeal, aifl RIBZHIT CAtB IEVEICHEZ B X oo 722 &
O, EEREHZET 5 CdtB 12 & 2 ESEAEAH T nonapoptotic THh 5 & B x b,

WFZER IR DOBEE (3532) : When CdtB was expressed in yeat, Cdt acted as cytolethal and
inhibited cell cycle at S/G2. Effect of mutation of DNA repair system on CDT-induced cell
death was studied. Mutants of ead51, mrell, rad50 and wrs2 were found to be highly
sensitive to CdtB. Further effect of mutation of apoptotic pathway on CDT-induced cell
death was studied. Mutants of ycal and aifl did not change their susceptibility to CdtB.
These resuts suggest that Cdt-induced yeast cell death is not dependent on apoptosis.
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Aggregatibacter actinomycetemcomitans
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WA, A actinomycetemcomitans V< DH
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actinomycetemcomitans IEELET DT H
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HUT 4 JL HE & 37~ Cytolethal Distending
Toxin (CDT) Cd %, CDT ILIHIRKAGE . ARH
H. Y ILEXTH. Campylobacter species,
T I
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Bl ® CTh o, FAE HIT 1998 FIT 4
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FEAETHZEERML, Z0BKBTFE I 1—
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(Sugai et al. Infect. Immun.1998), &

Helicobacter hepaticus ® X 9 72

\Z Aa CDT 1% A. actinomycetemcomitans H3EH
RIMZPEAET DB O E R E T2 &
(T LA EFTSTORRDTHERRD Aa CDT Z2E
A3 52 EaHE LTS (Yamano et al. J.
Clin. Microbiol.2003), Aa CDT |32 < O}
FEHIRZ B R A FEFE L, Rrlc ) gk
FAANZNTT R b — A% 3 E T 2 (Ohara
2004, Dent Japan
2004), A. actinomycetemcomitans % FERHY
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CDT DEHA I =X LIZOWTITRE S &
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et al. Infect. Immun.
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WIAD RAAL U HFfDH, D RAAL U &flio
TENIZBITT 5 2 & 2 Mila4msn Tk
Z W 5232 L7z (Nishikubo et al. JBC
2003), 4 E TOEM A J1 = X LBFIEIE K
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DNA @ " EFHUIK 2 5] &4 23 L v S IRFHE
FET D05, AL FRREIE—E 72 ST
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M\ T %, Nocodazole iZHfifia/E % G2 #i

ERExE N TX D, £z

THIfLE 2 G1 #licfE IR &

HHIENTED, INHOMREAZRE

LC, M 28T S S 7%, ka7l

AT CDTB %8Bl W, EEREDY S #14
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promoter) % W THRIL I, FORREIT
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7B L OMEERO ETREIND LV D
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A. actinomycetemcomitans CdtB |Ifi#
RECRBLSED & RHTBSERIC/EA L,
BEREIT S/G2 HICfa & #1 % 1k oo THlfust
I L7, ZOffustiE CdtB @ Dnase

TEMEICBE ST 5 B2 DN TVWAHHMET
JEROERIZE Y | BHEIN, FioBhimiE
A CENBATICNEE EZ 2 bt CdtB @
NAA R VELE LTz, - 7T haploid (Z
BT, CdtB 23 diploid & [FAEE72 A 7 =
AL > TERT % &5 2 bz, CdtB
® Dnase I&M3, BmRIEMOARELE T 5 &,
DNA GENBIEEM DR & 41272 2 " HE
YERd 5, =2 T, DNA BEEZELETO
RAAZEFRE Z VT CdtB D EFETEMEIC M
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apoptosis |ZBHE 9 2 ER T RIAL Bbk %
VT CdtB OfEM 2 apoptosis T 5 H»
ED MOV THE L2, TORER, yeal,
aifl KIAZE L CdtB IS TEIC B % 5 2 7
MoleZ &b, EEREHCEIT D CdtB 1T &
% BHAEVER X nonapoptotic TH 5 & & 2
b, ElTHR =R L T,

PARIIZ CDT %3 MOLT-4 <2 Jurkat & o7z
T MM A MRS 7 AR b — 2 R &7
THZEEHONZ LD, I AR—R
DOFREH] z-VAD-fmk &2 HWT, 7&K h—
VAZEELTH, ML A TR
ETERVWIELERWLE L, &b
z=VAD-fmk ZLER MOLT—4 #ff@ Cid CDT ALEd
(2 & o THIRI N BOGPERR SR L~ LS B2
HEERNE Le, ZOBRITT R F—
VADFHE L ERIIOFEZTHDH, I 5
|2 MOLT-4 |2 Bel2 OIBFIFEH 43584 5
&L ZOMIIZ CDT Z{Ef S E-5A.
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TR N =V AVEDOM A FHET L F A
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