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Basic science and clinical aspect of Clostridium difficile infection

( 2 K )

T4 74 Y WVH (Clostridium difficile) \—H#p 1@
WHHDOGPWINIESET 57 T ARGV R
B B o RWRA FH TR L CTHREREITDOND &
EH BN FE AT EL S LA RS, AT o B B
LHHE (MFT VA PRI UBARY) EADRS
0. PUR SRR FRE R BRI R Lo T 4
74 VIVHBE THRE (BE) (CDAD) 2338hES %0
MR VA BRESTEGIPHRAGEHETH S
Rho & E % 7)) a v kL., IBE LMo T~
F B EREGEET S LICL D, L E IR
SR D, RWOFEBENTZWIEE LB R 2.
M B B PR BB, UM, b & 2 R R
REWDH B HEICEENPIHEO R LN a
<A T ORGP AERTH DA, I CDAD E
Bl %,

2002 4F £ ) PRARICTH#EMN 71 7 4 YIVHEIZ X
LT N7 VA AR E T2 ARGRERAR LI BREE R AL
FUAEMTIZ X ) BIAL, 7SV 27 4 — )V REXIKENIC
& U North America PFGE 1 %!, PCR-J) K% f ¥~

1280 027 M %E IR 72 BI/NAP1/027 Bl & X
N, EB3DMNFI UV THINA T Y= NFI U %E
g%, F72. BROBEEEZATT 4 TITHET 5
tedCDRIERH A0, PFT YA PFTUBO
FEAETUHEDR AR BN D,

KREOREEN R Z Pk 5 72012, JRBENEREE
DO EHREEFEB L OCEEOF RV ORIT. %
FEOEANLIE, 71 7 4 2V ERGE DOTEREE
DM ED TN S,

o hy L%
A 3

Shigeru KAMIYA

( L IZC&IC )

T4 74 Y WVH (Clostridium difficile) %275 2
DR TH O . YRIEEEE N (diffi-
cult) o 2 & X 0. Clostridium difficile & fy% E 72,
AEIEIFNFI VA PRV UB N, FY = F TV
DA DHEREEET bo BRIGERHROBRITH
WAL SN, BN 7= 5 a3 s 2 &1
SO ARWORFERME LR bF Y v oEAICLD,
PUR SRS F#E  (antibiotic-associated diarrhea :
AAD) R BIEM: K% (pseudomembranous colitis :
PMC) % EDF 4 7 4 VIV BE FHiE (BB (C
difficile-associated diarrhea/disease : CDAD) % 5|
ERIT, ARTIEZT 4 7 14 Y VIEOMIEFER IR
R A FEGLRE D FRIR 2 i 9 % & & T, wmEilT 4
74 YIVRORCKIZBIT AT 2/ L. BEN &G
U R A D

((1.54 742 )AOHMBAFHMER )

T4 74 YIVIRIZ0.5 X 6 ~8um KD T LBk
AR TH 2 (B1). MSAEEORITIED
FhaxkEET 5, T, TLE, Bk Lo RER
Re b, B (7Y v, AX, 23Ry O
BB IOBICEET S, b M TORERTERIZER
WCEDRELSEL D, HARTIIRERICBWTHE
XYM EN DD LT, 2iRLIEIC R 5 L 20
M =IZ 5% LT & S s (i Tl 1.9 ~ 15.4%) -
fEEEANIZHEX, CDAD BB TOT 1 7 4 Y IVHR
HERIEE <. AAD B#E T 20 ~ 30%. PMC %

T 95%LL L& m 3", FiARTIEARE OB

BRK PR TR RGIE SR
&181-8611 I = liH )1 6-20-2
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B1 7474 3VEDOT T A Gtus

WO TRV 22 0b 53, JERITE - 72 o
S, BLRZEWLZ 212, FTAED TG F IR
FIZEDVARFORBFITTFHIDIZZ2ICHE L,
50%LL LA RS L OWMEN SN TRD Y,
FEAEDHERIEIR=V) v, ) 2ax (¥
T NI A ) saF AT =a—), U
VY FRA T U EORHEIERZETH 55
RIJIZIEIN Y a4 v BLOA M= F ) — )
SN G, OB T 4 7 4 ZVIIZT VA
O¥ ) u ViR RT I ERML N T 5,

(.5« 71« JIVEBRICH T BRE )

AWiE bFT YA VRV UBOHEEREET D
Hatke MY VEEEO L WEBKRE IS N
%o MEBHRICITHIEMED 2V, A HRIZ CDAD ©
JFRE %%, PLHEOEGICL Y IBNT7 O —F 54
GLEN, FA 74 VNVEHOBREREE bF T VAN
FRERBOREREE D, MF T AlF 308kDa
DXy Fa bFTyCHENV-TENERT (K2).

—Jiv P¥ T U BIX270kDa D A4 + ¥ Tl
Wil G EEEZ R (R3). MF ¥ ¥ ALY
(tedA) BEU ¥ B#IET (fedA) 13 19.6kb D
PaLoc & (pathogenicity locus D) & IEN % Elzs
THBICEHE L THELTWD, ZOM#EE T
12 tedD (positive regulator), tedE (hollin-like pro-
tein), tcdC (negative regulator) @ 3 2 D #EIET A%
HAE L. Paloc T 5 (K14)7,

F¥ T VA BWwWihd glycosyltransferase i 7%
2bhH, KO FRGIPHAEAKEO—FTH S
Rho & 1'% % uridine diphosphate-glucose #KAEI1C
7)) Ay ET B2 k). B LMo T 2
FURME K2 EETLIEICED, MIE RS
% (B5) Y 720 W2 dBE Lo
YA Ny vay (T) #BETHILICLD,
W bR D) 7 —HERE R IR T S 5,

AT, Wb &2 3RO RE 2 HE T 5 &
& % 12 interleukin (IL)-8, IL-6, IL-18, @4 2 1)
IVB4, A vy —T7xarypOY AL MAL Y

H2 5474 IVHEMFY Y ADOBEENV—TES
v B FGE ORGSR L BILSZBD b b
(BEAWD AB LN OREDFE)

®3 474 YIVHE MY Y BoMaEREHE (BHK21 @)

a) MALER R

b) 3~ BALBEANG

MisEE DMK A AL L THMT %



DEEZRES S, REIEELRHOLILITLD,
Mg EE &R T,

WHEOGHRIET N> v 2 AT 5, atypi-
cal BRIF N F T U BDOAEHAET L (A /BHR),
A /B BRIZIHEEENIERGZ) v 7 L. EO5HEE I
5%HHTH D LEMEINTVDE Y, Bk
TATAVIVRHIIEIDO XL Y THHNAFY —
MY UERELET D,

BEHPER, KGR L RGHINE, BRI 2 & HREAE S
NHT7 2y VEPRERTF FTH Y., YRl
WAL ST EMGER. EERE. A4 b A ke
RECHOEETLIEFAMONTVSE Y, ¥ a-T
Tz TA 74 VIVEDOMNF Y UBIZL S
Ml HEEZIHT 2 2 M s hz?s a-77 =
YT IE M F T Y BIZX S Rho GTPase 77 a ¥
WAL % in vitro (2 THAWIHIHIT 5 2 & A3 &

PaLoc (19-6 kb)

PL2 B2s PL3 A2 PL4
2-0 kb 1-8 kb 1-5 kb 2-0 kb 1-6 kb
CPL1 B1 B3 Al A3 _PLC
"25kb 3-1kb T27kb 31kb " 3-1kb 0-3kb
tcdD tcdB tcdE tcdA ‘tedC
L T T T 1L
HN HcHcH  HILH Ec P Ec E  Ncls
RR R Ha Ha S He

K4 7474 IVIHOHREHN T EIET- 5 PaLoc D

®
e
T

~
Normally promotes arp 3 .
actin cytoskeleton

formation \\f UDP Glc
4
GrP /\ UDP

Glc

=\

Collapse of actinAs/

cytoskeleton

typical

K{ytopathic effect J

R5 474 VB MR VABLID
B Ofia~D1EH

1R VIIRENLE Ty —LEET D 28 F T VI
LEe 7y =T v R A b= 212 X D AP Y
AEND 3.2V FY—=20/) V=005 4.Rho
3 & U'small GTP binding proteinA*27"V) 2 ¥ Wb 3I i b
5.7 a v WL ENT-GTPHIREER LT 7 F B OM
W LR b HET 5 (k4 X W 5IH)

(3)
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&Nz L2l 0-T 723 vDIDXH) %W
HRDRIE b2 Y AN LTI LN o7,
T/, WiRE Qumol/LULE) ®a-F7xrv it
P VA BREESE, EMBICHT 2 EE
MR MG S5, BEMe b7 72> (enteric
human defensin (HD)-5) (&/M& 2 &I CFES
5728, HD-5D s ¥ v BIHEEHIZE YD, 54
T A VIVRIEBIIRE NG IIE L b o L
EIND, T4 74 YVHORAEET X THIEIRE
IRERWT L, T4 74 VIVE bR UhEM X
D SN DIZD 00b 5 THIEREDRD b e
W2 EEO—-HNE LT, £MAI X LEENHD-5
BOECIEDL ZEPHEEINS,

(V.71 714V IVEREEDEE )

1. YAVHEF

FATAVIVEHIBRIIBUTL)AZHT2FR1IC
N B
1) A G-#

PHE O 13Kk EH W CDAD DY A 7 /AT &
The 7hvFuFsouary, 7Vry¥yvL v, &
T 7HRARY ¥, R=D) Y o553 CDAD
DEH &R D2 ENLVH, ERWICITEA LI
#HTH CDAD 2 5HE Ld b, 7R MY R T A ¥
v ¥ % — (PPI) O#%E5IXEBROSWZILT X2,
ik CDAD OFHE% 4.2 5 S &5 7
2) BB OGBE

BBOBEBEALTWLAI EIET 1 714 VIVEHIR
BV AZNTL %%, CDAD H#EIE 10 DL ED#E

£1 T4 74 YNVEBGROY AT KHF

1L UT oAb S h7- 8%
- PUEE
A= B NIV NV B SV <
NS YN (T ULV ®6-23) T AT VALE )
2.UToORMEET 5B
- SIEME R R
- BRUR B O & B
- HALE Tl 2 2 R E
-SRI RE (BARZEE)
- g oA
3. BREEIN 1
- Ak T ORI R AE
4, ATHT R
ART VT I VIME
< PN F T v B Uik oA
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BEALTW2Z20I28 LT CDAD TR WEEZ T
P eHEOEEBEA L Tl s T
w5,

3) gt

BOEIREAE, (OISR, PSRN 72 & % 20 ) 7
74 74 VIVRIEREDO Y A7 2D, FHiEEL
72 R PRI IR AR 0 JE AR D 63% T C. diffi-
cile N ¥ s Y,

4) SRR o BEAE

AVEF P I O SR GIE T B O 72 @ O PUR HE 51
T4 T4 VIVEEGD ) A 7 ]T- & b, Carignan
5% ofiE Tt PRI ETH OO0 OHH
IR EZ I 72BBOT 4 7 4 YIVHEKG) A 71
2003 ~ 2005 4E12 14.9 B1/1000 FITH b . 1999 ~
2002 4E 0.7 51/1000 B> 5 F I L T %,
5) #AETEREEE (inflammatory bowel syndrome :

IBD)

IBD BEDT 4 7 4 YIVHEGD Y R 713 2004 4F
D 1.8% 7> 5 2005 4E 1213 4.6% 2B L TWwW 5",
IBD BEIZBWTTF 4 74 YIVEIERD Y 27 035
CAHHHME LT, ViREZHHTLZ L. ABEH
AW &, REHHEZFH LW IR
BHIToN b,

6) JE

AR DRFE LT 4 7 4 YVE RS S
DRTVIEDHONT WS, 1TEAEDRFEENL
P (91%) HSEGLSE T 85 0 7230 D HL #5597 b
NTWDEDOMEY BB Y. BERK IS BHEO LM
I2B1F5 CDAD BHEZ - E L 2 TE R H &V,

2. FER

PO SRR 1%, FE8. . TR & EOREIRDS
AbNb, HRERPREEL L TET7 7 AR ¥,
TIhFuFxou rypPEBOENTHERINh TS
A FEARWICEABFEOPIR S b CDAD ©
FHELRDVHRL, MENOALZLTII =T 4
RWHENTERHOBREBEVPRETLIENDH S
(BT A 74 YVHOEHEZM), FiED CDAD
TR LWL, Bk, i, stk E KGR
(toxic megacolon), W& fL%& EARH L, BT
THIEMD H D, KETOHETIE CDAD DL
F13 1999 40 5.7 A/100 J7 A 5 2004 4E121% 23.7
AN/100 HNIZEEM L TwW5 Yy 74 7 4 2OV &Y

(4)

BT L CEY ZBHBEI b LTH,
2% THIEVPRONL HIMET 1 7 1 2 IVIERYE
DY AZHFEL LT, OYREEORMRE . @KW
B ABE, @i (6570 1), OXREBEE O,
OMREDIFE R EDDHITHN D,

3. B

1) ERIRZ K

VRO GRS A L2 T THRT A &8
BETH LD, MIREGHREZROWM LU THRL B, 5
B E ORI IR ERIEDOZMNICHH TH
%o PMC TIE R NBLEEMAIC X D KRB IS B
2B & BlgE S 5,

T, FROZTE XY A7 HTL A 55 MR
BB L% 5,
2) FEERENZN

TA T A VIVHOERENBRAD: & L TR,
AR AL, PURMIEE, PR Y VRN L
V5,
Oy 2 26

WP HDOT 4 7 4 VI OS5 #1213 CCFA
(cycloserin-cefoxitin fructose agar) B X O°
CCMA (cycloserin-cefoxitin mannitol agar) 3% HiA3H
WHMN D, FEAE AR ISR, 37T, 48~
T2hr RRE 21T 9o a0 = — 1 ZWHBAEDOHE
WKEEL (B6). KK 36004+ > 7 ta—24) @
FHRIRENC X D HOLRHET %0 T4 74 VIVRD
SEERAT O 7o ORI I LHTH Y . R
DWERZMRD 2 EFEFOR LS TIHBEDORIZL
BETHD, LorL, MiRkoWEIZ2~3 HLEL
%52, MBI BOBMPIAE L 26, 5
LLDBERGEPE I LW ERREELTHITS

X6 7474 YIVE®DCCFA;M ETHan=—



N5, 720 KWIHHKRE Bkt o720, B
SEERED AT HER AR ORI ETE
2\,
@ aE: 3% Cytotoxicity assay

Vero (¥ Vi k) Milld %> BHK-21 (/v 4 2
& — k) M7 EoR e v T, bR
ALY BIE RS s hpMilEE Riizo e
70 &) RBINUEMEE T CBIZET 5 (R3). BBk ke
TR C2HBRBEARZ T, <M 77—
FICER R S NIRRT 5, 37 TCL 1 AREE#E
%, MiReHMEZHET 5. MIEEIED 55K
KEREZHERTEELHNET S, FFT VA BWw
THNOMBHEEEZHT L. FFT Y BOTEK
VHMFBEI/N S W20, RRBIIEARIC b F
Ty BRI E 5, MR EIET 4 7 1
VIV N R U D720 O Gold standard & X
B 05, FAEHOYEIHBHEEERT I ENH D,
BB A s R 3w, BiMiia s v b (C. diffi-
cile tox-B Test) 25Tl & LT % 25, MBEREEEE DFE,
HEWIRIEZAT O LEND ). FEIBME 25,
@F 4 7 4 ¥IVIRPUE M3

TA T4 YNVREPRTH B 7V 5 I v ERBK R
#% (glutamate dehydrogenase : GDH) Z#Hi¥ %
FHiEThy, BEFEREDL (EIA) (£ &7 71— FC.
TATAYN) ETT v 7 AEEE (CD.F2 v
D-1) &43H 5 (R2), MHHRDT 17 14 TIVE A
DZ7aAM) T LAEMETH GDHZEEL., B
PLHdZ LICHEETAIULEND DY BRETFHIE
fiifiCTHAHH, KERETH Y., BEEEZR LRI\,
@DF 1474 VI F T Uik

W & U TR 00 (ELFA) . BEFEH
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BrEWAED: (ELISA), 1A/ 7u~ bkl %
Az dy 2SR EhTwd (F2), MF
YUARKMBT 53D E LTVIDAS CDA II (ELFA
) BIOZURA M) VILATA T4 YN IFT Y
Ay 2=y 21 (S 672707 M E)
Db bo MEIZRKEUHIENR TV DA, Efliz
RS LEL 2D BBERIBEELRELETH S
A, TR E o TWB MY v AJEREAEM -
N Y v BEAMRK (A /BHR) o Tah
Vo PR UVAFEBERBTAMAETFY M E
LTELISAEBLON M2 7u~ M2 HllE R
ELBESY PRI TS, BEETDH
D, L ORELMELETH S0, HHINT
Wb, MEFIYUVABRHEY PENFT U A/BBH
Fu MEHHTAIEICED, A/B BB
REE 7 5o

4. BE

1) ERERPTREEEOH L

PLR B O3 555 CDAD FIED KN & 72 % 728,
LEPMEELZ R PIE T P EETH S, il
DEGMEN 72 % B AR IR 2 PUR S O F 512
P BHZLZLIIBEHORELZHESILLDOT, H
FRLLTE RS RV,
2) PiHE OG-

FEAEDGEERIT =) v, =) 2a~v A ¥
T NIHA Yy ruTG AT ma—), 2V
TA YV EOMREIIERZETH 505, HIKD
Wik rva<wA4 vy (VAN) BXOX to=%y—
)V (MNZ) 23 sh b, VAN X 0.5~ 2.0g/H
(434) \I2T7~14 H. MNZIX 1.0~ 15g/H (4

K2 T4 T74VIVHMFYUBIORPUEOKH

PO e JE B w4 & i #
. e | ZOANIVILTFATATNVEET VA o EEETH Y. ME, A
Toxin A A0/ r70< b iE Wil b T[22 497 ] ToxinA : 1.4ng/mL A BHRO B X 7o,
ELISA 3 C. DIFFICILE TOX ToxinA : 0.8ng/mL KEMHSTHETH ), WK
A/B 1 ToxinB : 2.5ng/mL | FETH 505, K55,
Toxin A/B TOX A/B QUIK ToxinA : 0.63ng/mL | BEKETH . i, Bk,
oxin fh e b CHEK ToxinB : 1.25ng/mL | A" B ¥ROMH A3 fko
‘ X/Pect Clostridium ToxinA : 0.6ng/mL BIEETH Y, HE, B,
difficile Toxin A/B ToxinB : 3.8ng/mL | A" B'"#RDO#HA5H fE,
. e o= R R, RO
EIA AL H—=FC. T4 74 125ng/mL Ttk IR,
PulE R FHEICHFETH Y AHETH B
5T v 7 ABETE CD.F¥xv72-D-1 500ng/mL A, BREAEMR, FEEERD
XBIATE. KRR

(5)
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3F/IEH4) W CT~14HM®EST 5, @FD
CDAD ®O¥;4r. VAN & MNZ IZFBRICETT %, L
L. EAED CDAD O34, VAN B X UFMNZ 12 X
LIEEFRITIENZTNIT%B L 76%TH Y., VAN
DEFRREFERL TV, L L, VANBIOD
MNZ $¢5- B3 O3V CDAD O34 213 14% B X
U15%TH Y WHIZERITBDO N7,

Nitrazoxamide (NZX) \ZFBOPEHIETH 1),
IO THREE BB RS SN D HAEL IR G B
(RCT) O#EH. NZX X MNZ & kD HHERDE %
oL LBz, MNZ X ) RIS % arT
TAT YV A%RFDLIENRTHL " VT 7
4 ¥ VHEARTDH 5 rifalazil B X O rifaximin 237\ A
A5 —FTFIWVIZBWT CDAD O FPid L ONHH#IC
HRTHDZ LGSR, BIEHRIBRDTTH
nTwab,
3) BRI

A F kAL Y v TH D colestipol B L
cholestyramine 1274 7 4 YV ¥ ¥ v EHES
Lo MFEY UV REAETLILICLD, HWEOWHES
FIERI T ERMEINS Y, HoFRWAH
Td % Tolevamer (& in vitro \ICBWTT 4 74 ¥V
WO MFT Y A/BEZRHT 5B &R SN2,
KETIERET] ST,
4) wEIsaTY) v

ERERICTHZEME O CDAD B I2H L CTHRE s 1
7)Y OFFIRWNI G- 47 b N b, FhE CDAD 235
b b 4LOBFEITH L TRIZEZ T T ¥k
(150 ~ 400mg/kg) AATbNiz, TTOHEE THI
FOSIZRED 5T, 9% (64%) O EH TITIEROL
TR RO,
5) #AFNGD: (fecal bacteriotherapy)

JEE B9 EAE CDAD 3 X OFE51E CDAD &1
LT, EFEHEORMEZRNL., Zhzmhik, &

HONLM X 0 ERITEAT 2 HEE TbI
AL OBN 7 0 — F N % CDAD B #
DOBEN~EEG$ 50T, —HOMKHED (Bac-
teriotherapy) T 5% . 84 %D HIEL X UH I
CDAD BEIIx L CHRMEEREVER SN, 20
I 5 80%D HH THERDOEPL I L ORIEATED b
feZ IR TWD Y,

6) 7UNA AT 4T

7T INA %5 14 7 A probiotics & [ AN, HFriZ
BENOIEFMEEZAEH L. Z20ONT v A2 HE
TAHI LK EFRICHEE D764 S 2k
Wl EEFINDHP, TUNLF T 47 AD AAD
FHRRIZONWT, TNFETIZEBOMERICLD
Wi EhTnb (F3)® ™, Saccharomyces boulardii
FIEREEDRERE T, 4 O THHIED T B & A
WIZHW BN 5, S. boulardii DFEIIHS5-12 X ) ADD
DFEAEROAT & TR H B O FAL D S 2012
ENTw5b, FLBHRW (Lactobacillus acidophilus,
L.bulgaricus, L. rhamnosus) < WzERW (Enterococcus
faecium) 72 L% Wiz 70N, 5 4 7 Z12H AAD
FERIEDBA SN L, Ty FMEAEO R
YW TdH 5 Clostridium butyricum % JA\ 727154
F 74 7 AW ER G HO/NE (n=110) 2B W
TAAD OFIER KT 25 (59% vs 5~ 9%) =
EDHESINTVE Y AAD DTFROH% ST,
TaNAF T4 7 AL D AAD BHERIED Mo
TW5b, L. rhamnosus, E. faecium, S. boulardii, L.
reuteri 72 & D513 AAD &I B 5 TR
B X O AREIH 285 5 & &I, REMMO
A2 RDOLZEPRHLNPIIINT VS,

WAE, Szajewska 5 I2X ) FunNf F T4 7
BIVOT IR %223 72/8R1CBT %5 AAD
DIEFE) A 7T % A 7 RN A S Sz
(4o 6 DDMIRMZES ™ DM OXFHR L S,

£3 PHEBPEETRREICNT S 7O, F 57 14 7 ZAO%%

LR EINE S i 7aNL F 51 7 AY BRI GEFIED SCHK
TYEV) Y L. acidophilus + L. bulgaricus 8% vs 21% (n=98) 23
AL T L. acidophilus + L. bulgaricus 20% vs 42% (n=39) 24
i E. faecium SF68 9% vs 27% (n=45) 25
B-5 7 % A S. boulardii 7% vs 15% (n=193) 26
7y 2,4 &FZF—NV L. rhamnosus GG 3% vs 27% (n=60) 27
75y 2Aax, YV &FFT =V L. vhamnosus GG 5% vs 30% (n=85) 28

a) L, Lactobacillus ; E, Enterococcus ; S, Saccharomyces

b) FunNA At 74 7 AHLERLE T PO VRICBIT S AERERED/S—t > b



L. vhamnosus GG, L. acidophilus/B. infantis, L. aci-
dophilus/L. bulgaricus, B. lactis/S. thermophilus, S.
boulardii 72 £ DT UINA F T 4 7 ZADMEH E N7z,
AAD OFEHE) A7 ZHH 7oA F 74 7 A2 &
DD, S boulardii, L. rhamnosus GG T < |
L.acidophilus/L. bulgaricus TE\WEERATRE N7z,
FTRTCOWFEAERN S TUNA F T 4 7 AR
AAD FREART ) A 213 0.44 2R L. /N AAD %
FEFBIC T aNA T 4 7 ARG IENTH > 72,

( V. BERT 1712 IHE )

20024E X 0 A > &, KE, EE, T V5, X
WX — 7T A% EDORFGER A R R &
THRIEEPIE DMK T U 2248 £ &2 O Ic 31 5 4
7 4 VIV (epidemic C. difficile strain & H I-IE N
BDYIWEDBT I N T LA 2RERY AF T DT
Ny 7 IO C. difficile 595 D 2003 ~ 2004 4123
B FEHEFE (2500 ~ 4300 A/10 75 A) 1F 1991 4E1C
HA4RIZHM U, 65D Lo g Tld € obd
10k E 572, & Ok I I BREE 3 LB
FANTIZE D BIEL, SV A7 4 — )V FERKIKIIC X
Y North America PFGE 1 %!, PCR-) K% 4 ¥ v 7
I2& 0 027 B Z7R$ 72 BI/NAP1/027 B & I iEh
TWbo 74 74 VIV IZZ D Paloc i D22
L7225, lERlZ2 oM e LT, BER) 24D
toxinotype I/ X N T 5, ARiRFAEFK T toxino-
type I DBIEZFMEZ RS ZOERKTIRIERD
PEE R AT T 4 TIZHETT B tedC DRIED D 5 72
D, WHRPHROEAZ I Pa—LT 52 L8
TE9, PRI UVADOEENEDT 16/, PFT VB
DREAEVER 235, TTHEL TWDE Y, 512, Al
HEEKRTEEIOmBRELEVDODNAINSF )= F
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VUVDEENAONDL, TOHFEFEIEEEZES A
7=y be, HEEHIBYTI=v 2D
DAYR—=% v b (ZNEFN cdtA B XV cdiB @5
TIZEDa—rFaEhs) »5K0. ADPY KR IVE
ERB IO TMTRHERREZ DI EAMONTW S,
Iz T BI/NAP1/027 toxinotypelll o 5728 ik 1%
Jviad/ iy (yYrayaxHrr, 570
FHI L) IHTHMEEERLTEY. TV
FTuax/uroRS ik Rk X %5 CDAD 5
EDFHEHRE LD ELEHEINT VS, DAETI
2001 fFE ISR R ZRKROMM AR I N T S
BT RTULA 7 Lo TWARV, 20084 XD
F—=ZAMZVU T, HE FELEOT VT HIBIZE
W b BI/NAP1/027 B0 ig#H I 7 1 7 4 Y IVE D
GBI S, BRMT 4 7 4 2OV AR
AR L TV B Z e oz,

SREER T A 7 4 VOVRIRGZ X0 TR, PRI R
WD, ¥y 7 ERKEE. BHE MRS,
WiiE, BAEL EOEELZRENIGISREIENDS
ZENBH D, WHAT 4 T 4 VVHIERIED BB
L OVRFICE LIl BN 5 T & I %
Vo FEMTOBEBREB I OT 4 7 14 VVESEER:
B EAT) o BI/NAP1/027 Bl oo [a] 52 1% 8 [ Y 7
WIZEhiie CHREE %2 %0 WHHFICII N AXALA T U B
FOA MOy —UMEEN S,

( V1. BRI Rt 5 )

REIFREELET D720, WENERED (F
AL, Ry B, K E) IERL, B ARSI
BEDHIEPMOENT VS, ABREED D DOARRK
Mot ARSI S AHBI Ly 4 8 DL oo AREIC &
DHI50%E V) EWIRHELZRTEOHMELH S

T4 7unAF T4 7 AFRETIRREGEZTARBIIBITS
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