EBRNERNMT R ERE RN R A

mEM  ETMR - BE

IM*
¥

# &

FIEE R A SR ) B A ® AP p R o §5lAe A IRE R
LEEEDZDYER R RN FRIBRINR FEaNFRL %f&%ﬁﬁﬁf#
MR S ER 2 o AFT Y 4N 5O HRTFIELH K 5 1A F FRE 7 toxinotype 4 1 %
Clostridium difficile binary toxin(CDT) cip] ®_» iz & Ftk £_% 2008 2 2009 & 4~ & p
Fp ¥ 28 3"»\%?1‘%1 5 3K 2 7\5551&% » ¥ @ ¢ s PCR-ribotype 3] %] - 59 tR Ftr ¥ >
3 48 HRAE A A A+B+> 3 11 Jf%{f;i 3 A-B+ A4 AHB+? > 3 46 FR AL
toxinotype 0 » % £ 4| VI *“J 1k A RN W TNLIL K A2 5 2 A-B+Y > 5 %

BAIVIHI 3] 6 & > V-like 3] 3tk » % 73 7] %] TN2 2 $& - Toxinotype 0 & 7 7
#f8 PCR-ribotype > @ VIII ] & 1>t B — o7 PCR-ribotype » &7 i3 VI 3]~ 4
BRkplF- BFCR-CDT 4 %> 5 »59 %7 3 61%x(10.2%)% CDT & % > 3 2
HhEAFEAB+ Hv 44k E A3 M ABre AT HFREN AB+H% B B
(SR SR ’Pf’ﬁ T IR R T e V-like 2 VI AR H v VR RAF R
¥oeba I 2 A Frentoxinotype & %[ (TN ~ TN2) ©

MatF : FlELe k4% ) Toxinotype ; PCR-ribotype ; Clostridium difficile binary toxin

A=

IR & M2 AR A8 B (Clostridium  difficile) & 5| #£ A 28 C. difficile-associated
disease(CDAD) » HIEMR AT & HFRMEAVIEE ~ 450532 - B e AllE AR R 48R 3%
CDAD grE#4 i mle ~ IR T ~ (EHBEGUAER - AEESEAR AL - 5[
CDAD Y E AR HINE INME R T R A(TcdA) S #53 B(TedB) » 2 W (5 2= A
PR tcd A~ tedB o fi7 fEZL (B 44 5 544 19.6 Kb YR firkik(pathogenicity locus)[2] -
H Rl E AR R ES IR 5 89 593 Y74 toxinotyping Kz PCR-ribotyping »
toxinotyping /2 73T B L ik IRV SR » (R4 ¥R {E 2R LA tedA ~ tedB #E1T
PR 1] B [l 5 73 A7 (pulsed-field gel electrophoresis, RFLP) » RSy [l f B8 A fr
VPI110463 1y R toxinotype 0 EE¥%T - Eid toxinotype 0 N [E]HYFE A8 AT » Vi {kFpan
#4[1] - if PCR- rlbotypmg Eﬁ%ﬁlﬁwﬂa* rRNA(rm) 4y 165-23S fi 2
A RTYHETIEE - DI SRIRVEEEE Ry BRE3] -

BEEMNEERETISMAIRE  REEH 2014 F 09 B 16 H

B E TR EZHE 2014 F 12 509 H
WIES © A DOI : 10.6524/EB.20151208.31(23).003
E-mail : slwei@cdc.gov.tw
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RIS EAVRITE - B Hm A 3 BEEHY toxinotype ZIRIR 111~ 1V ~ V ~ VI »
IX~ XN[1] 37 - 2R i A A R B IR AR B R 35 ik BL/INAPL/027 ‘2 3514 A+B+ >
732451 By toxinotype 111> PCR-ribotype 027 » & B ig sl (R B 14505 32 A = AR -
WAEBKSED RE AT N B R E4] - HRTEAETOMNAYERE] - A > N 2=
tHEA[S,6] - FEARL A LA EH M A+BHIVEMEA &5 R EIER - 2B ESE
A-B+IY IREE M IR TR [EI R & 2 B AR IR R4S RS R [7] ZE 7514 A-B+/toxinotype
VIII/PCR-ribotype 017 HYERHR M FEMITE - JABSR B2 5 [REHe N B RR B8] i A 2
M: A-B+/toxinotype VV/PCR-ribotype 078 FNERRE SrEkH R & » [ERFE 5 [#E AJEE,
ERGEIEIR > a0 R AN B HIRR 9] o ARIE e B 2 S PRI EERE IR AR B B PR
M - S EENE A-BHIVEMREITRENEGERS © 28 RT3 —RE
=M A-B+/toxinotype V/PCR-ribotyping 0126 ( 078 HYAHEERY ) #E Rk i AR AR 45
B3k o G5 [REEE R AH R JRU [ 10] -

Clostridium difficile binary toxin(CDT) & & {7 R E SRR EA N S —FEHEE »
B CdtA F cdtB BRIy Al 4wt CDTa B 25 K CDTh R4S & & - 4G
MR EEZR  cdtA K cdtB BRI AE IR EEM IAR B S G A A1 2UR A ks [11] -
CDT frAesME S i i B0 [11] - (EEEH IR Tl iR & 2om [ 12] -
TR E G i e S o H BT CDT AY{EHIFE B A toxinotype 1Y 73 Bl 22 % [1]
—IAE LR BV E S > CDT BRI TR 6%  HEHIHVE R EZ SRR
K> SFE 0.2% % 12% 2 ] - 75 P Re B B e i THYEE 344 1] J¢. toxinotype I
FA[1,11] - [N CDT & E (FA{EE B 4 A-B+HY toxinotype S 5ATRFI[11] -

HeAMIAE 2008 Jz 2009 FHETTIREEMIRF AV ET%[13,14] - EIRIERfg Y 59
PREE T MEREE IR T - #E1T toxinotype 7381k CDT H&EAM - DL T s e
PREVEIH K o fiiiRovt » Feff—3k28 5 7 6 fd toxinotype » Hrsg 2 2 HrAY AL -
FHYNWTE VI R V-like & oo sz /b LAY AL R > [G] I 5% & T toxinotype B
PCR-ribotype HJRE {4 °

RIS
— B BRKERERZ UL
(—) EFRk R
H 2008 41 HZ 2009 412 H  ANEhE 8 5Pl K 2 586
e L EBthE S (F - Wik C. difficile EbR M AwiG - B&he s
iy C. difficile EPREEBRERIZE (LUNEMERES ) btau O T
—U R A - BB PRI IR i AR (E iR EG - EARE
PRIFE - 1 24 /NRFPEE EPRE E R 0 HETT C. difficile Y BESIE -
(Z) BiFk
HElERb ke 1T 7rBk 175 #x C. difficile BER > #Ebr - &% PCR
ke ELISA J57A#E H 59 PREEFEIR - AIEAERIR 3 PRI H SE B ETE 0
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AY

(NCTC, London, UK) » 435Il : NCTC13366 4315l & toxinotype 111 >
PCR-ribotype 027 ; NCTC13287 43 1-%I5] & toxinotype VIII » PCR-ribotype
017 (AWFZEAYR17); K NCTC13307 47 1% 5[ £ toxinotype | PCR-ribotype
012 - S—HREAER R BCRC17702 (VPI10463)% H & in LEMFTATEY)
FRFL - 734U A1 Fy toxinotype O -
K72 LTV RS RO N B RIS B imiZ B g S iR
HiT (4E5E IRB980009 ) -
(2) BEhliss -
HEfFEERMAZER AR EE 2 EA] - BAEFHHE ~ J&E
fai - SR E - BB - FEREEE - EIREER -
BRI B S EE R B
fmAa s E 7> Cycloserine Cefoxitin Fructose Agar (Oxoid, Hampshire, UK)#&
SRR BERORERE  —HE%E L ml 4K RiZnaesE
i 15 578 1F Ky DNA AR fik Lemee 55gat197774[15] DA tpi-F K% tpi-R(52—)
b tpi LRIk B2 15 Ay C. difficile -

Ze— ~ C. difficile #&5 » tcdA ~ tcdB FHZAIE » toxinotype ERTHEIF » cdtA ~ cdtB HEEHE

il

PCR annealing  reference

=W 57 FF 7 BT R/INMKb) temp (C)

tpi tpi-F AAAGAAGCTACTAAGGGTACAAA 0.23 55 [15]

tcdA  tpi-R CATAATATTGGGTCTATTCCTAC
tcdA-F  AGATTCCTATATTTACATGACAATAT 0.369/ 55 [15]

0.11

tcdB  tcdA-R  GTATCAGGCATAAAGTAATATACTTT
tcdB-F  GGAAAAGAGAATGGTTTTATTAA 0.16 55 [15]
tcdB-R  ATCTTTAGTTATAACTTTGACATCTTT

B1 BiC AGAAAATTTTATGAGTTTAGTTAATAGAAA 3.1 57 [16]
B2N CAGATAATGTAGGAAGTAAGTCTATAG

A3 A3C TATTGATAGCACCTGATTTATATACAAG 3.1 47 [16]
A4N TTATCAAACATATATTTTAGCCATATATC

cdtA  cdtA-F TGAACCTGGAAAAGGTGATG 0.353 52 [11]
cdtA-R  AGGATTATTTACTGGACCATTTG

cdtB  cdtB-F CTTATTGCAAGTAAATACTGAG 0.49 52 [11]

cdtB-R  ACCGGATCTCTTGCTTCAGTC

& e tedA-F Kz tcdA-R(F=— tiE C. difficile Ay tcdA FEA[15] »
GEEAE 369 bp By R BTN ES R A R R A+ 5 110 bp HY R B
BRAELATER A BoR Ry A- 5 DLtcdB-F J tcdB-R HiiE tcdB EA > FHEA:
160 bp F &7 - RoRELEHE B Bon/s B+ o PCR KEAYLEEGTR 20 pl - 2HAE
53552 ul DNA » 0.5 uM 5[ > 200 uM dNTP > 0.5 U Tag polymerase (BioVan,
Z3%) > 10 mM Tris-HCL > 50 mM KCL » 1.5 mM MgCl, » 3B K7 FE (&4 (1)
denature : 94°C 5 43# ; (2) cycling : 94°C 30 #b~55°C 30#p~72C 30#) 30
{E[fEEz 5 (3) 72°C 3 77 -
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1]

PCR [ FETE M By A+B+E¢ A-B+EViEITE - FLL C. difficile 52 A}z B i
sl B4 (Remel Inc., KS, USA) - fikiFpR 015 - BLELISA JT/RRIE B AT
R TR BT -

» PCR ribotype 43%l :

s B Seriiviigt - M Bidet 3zat 2 5[40 (F2—) H4fE C. difficile iy
rrn AA[3] > 517 L FAM 8250 - PCR SZFERVAREGHR 20 pl - 4HEC T Ry 25 ng
#J DNA » 5 nM #J5]F » 200 uM dNTP » 1 U Tag polymerase (BioVan, =)
10 mM Tris-HCL > 50 mM KCL > 3 mM MgCl, - ;5 & K7 FE(%{F F5(1) denature :
95°C 5474 (2) cycling:95°C 30 %6~57°C 1438 ~72°C 15344 35 {HEE ;
(3) 72°C 3 7y - EEAEAY R ETLL ABI3130 5 Efr 734 (Applied Biosystems) 7T
THHEE KT o HE PCR-ribotype[13] -

M~ TFERERIE (toxinotype)

1<% Maja Rupnik i 7534[16] > i C. difficile e 30w ALl > tcdA
FHEARNT A3 HE Y B e tedB HZEEARY BL HE 7515 B> FLARH
L PCR EY) » 5|y M FERENZF— - it - PCR K EAY4E
HEFE 50 pl » 4HR% 57 B 0.5 uM BY5]-F » 200 uM dNTP » 0.5 U Tag polymerase

(BioVan, Z& ) 10 mM Tris-HCL > 50 mM KCL > 1.5 mM MgCl, » JE[E 7 [E
{6&{4 F5(1) denature : 94°C 5 47#% 5 (2) cycling : 94°C 30 )~ 47 5, 55°C 30 #) -
72°C 10%) - 45 {E{EER 5 (3) 72°C 3 47§ - A3 | VISR LA EcoRI PR
B2 - Bl /R ErHvsEimEYILL Acel K Hincll fR3H » [ZELEESHE 10 ul » &%
[V Fy » S ERIEIRAEY) S ul > RIS 10 U » &RENE 1% > 1R 37TCK
JE 4 /NI » S8 BBk oy M P 31 2 [B s AU =B - (http://www. mf.uni-mb.si/tox/)
ERIPVRIRILEYS - SRIm R R[] -

CDT HZDAEFHEHIFE] cdtA F cdtB 17 51 - cdtA LIS [+ cdtA-F K
cdtA-R; cdtB DL5|F cdtB-F & cdtB-R (35— ) 31T PCR [ZJE[11] » 7 fELA B
s 10 ul > &Hk 453 5 0.15 M AY5 [~ » 200 uM dNTP » 0.5 U Tag polymerase

(BioVan, Z& ) 10 mM Tris-HCL > 50 mM KCL > 1.5 mM MgCl, » JEFE 7 fE
{6&{4 F5(1) denature : 94°C 5 47§ 5 (2) cycling : 94°C 450 ~52°C 1434% ~ 75
C 157 > 30 {E{EER © (3) 75°C 3 7 -

+ Toxinotype ZUFI[43 4

£ 59 PREFHERS - A 46 #kFy toxinotype 0 - 1k 78% » HEMHIEEHE
V-like(5.1%) ~ VI(1.7%) ~ VII1(10.2%) % fi&; %82 Rupnik 1953 RIEEE 2R R -
HefM7r pilansaFs TNL(1.7%) 2 TN2(3.4%) () - KEM7HY toxinotype A
14 7 —{E5 L _E#Y PCR-ribotype IR > toxinotype 0 A& T 11 {#
PCR-ribotype ZUHI[; VIII £ 6 ¥ » /&> R17 A PCR-ribotype ; V-like &
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3 Bk 3B RS R23 Bl K, R23 FH{LIZIHY PCR-ribotype( £ — ) B A: AUl toxinotype
0 Bz oM ME & B8 he - mH EERR R AREF N ERR () -

. ~ B9 KR C. difficile EEREREM: - EREEAER] - CDT -~ PCR-ribotype ~ KRBT
SHEBE  THRBUA FEREE SR

| EN
HERB 7

EmM: Toxinotype CDT PCR ribotype* B&f** HE  EERE

wan
A+B+ 0 - R10 CA,CC,CG,CH,CI,.CK 13 3/4/6 2/0/1
0 - R106 CA,CI,CJ,CK 9 2/5/2 1/1/0

0 - R18 CA,CC,CG 4 0/1/3 NA

0 - R18 related type CA 2 0/0/2 NA

0 - R4 CG 1 0/0/1 NA

0 - R41 CM,SO 4 07212 NA
0 - R45 CA,CG,C1,SQ 8 1/3/4 0/0/1
0 - R45 related type  SQ 1 1/0/0 0/0/1

0 - R66 CH,CI 2 0/2/0 NA

0 - ND CM 1 0/0/1 NA
0 - R29 SQ 1 1/0/0 0/0/1

VI + R32 CA 1 0/0/1 NA
TN1 - R15 CcC 1 1/0/0 1/0/0

A-B+ V-like + R23 CA,CG 2 0/0/2 NA
V-like + R23 related type CG 1 0/0/1 NA

TN2 + R8, ND CA,CJ 2 1/0/1 NT
VIl - R17 CA,CC,CH 6 3/0/3 1/0/2

*ND ForAAfi

**CA, CC, CG, CH, Cl, CJ, CK, CM, SO, SQ & E i thE

BN SAH AR RIERITE N (265 5%) ~ HHE (15 £ 64 5%) ~ /% (<15 5%) HIEIH - NA FoRaZ4HHEHE
HEE - NT BrtiaEfant

— -~ CDT HRHVBEITHR
59 Fkef » H 6 PR E CDT+ » HEHEME A+B+HINA 1 £ EHlE A-
B+HYAE S #k () -
=~ EBRNRITRER S
59 HRE TR A 30 HRARITIRERER] - H 13 YREAFEIEARE - EHAE
NI AR EIR R E /Y toxinotype () - 1F 30 MRATTIREE
BHVERRT - A 26 P2 A+B+ETIK » 4 PRE A-BHEZEME - 1F 13 HRAREA
REEMRT » A+B+EER(E 69.2%(9/13) » H.f~ toxinotype 0 {5 61.5%(8/13) >
toxinotype TN1 {5 7.7%(1/13); A-B+ZE (5 30.8%(4/13) » H: 5 toxinotype VIII
{5 239%(3/13) ; toxinotype TN2 {5 7.7%(1/13) -
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£ 13 PRAVAE SRR () > & 38.5%(5/13)/2 7 H 65 5kl I
B - BEERE T 23.1%(3/13)8Y E s A+B+/toxinotype 0 FHfE 5 8%(1/13)
HIEE SR A+B+/toxinotype TN1 Fikk 5 8%(1/13)#YEEF 14 A-B+/toxinotype VIII
ke 5550 46.2%(6/13) & 77 H /N~ 15 BRHY G E  iE Lo FE | 30.8%(4/13)
fEE S A+B+/toxinotype O Eik ; 15.4%(2/13)fy7E M A+B-+/toxinotype VIII
LRIk e

~ LRI PR G

Toxinotype TN1 ZURIh » FEERELAfir ik (pathogenic locus) A3 E&IHY
EcoRI [RH[E#: F55 1 A » BL [&I%4% Accl )M 1.2 Kb Kz 2 Kb K/ B
B B1 58 5 ZIFH[E] 5 4% Hincll 74 0.5 Kb & 2.5 Kb X/NYREr (B—) %%
& A3 Kk 1B WYIRIE R - @A E Rupkin #5535 20AH BT 2L 51
(http://www.mf.uni-mb.si/tox/) -

Toxinotype TN2 B irh » 1 20 AR HE PR HIEEEEL VI BIRIAE{LL - A3
&I HY EcoRI fRAEFE 25 3 1Y - Bl ISR & ERE 525 5 Y (E—) - fEi—
Bl VI BIREEYE - VI BIEBME Ry A+B+ - [ TN2 8% A-B+ > fi6/A1E Rupkin
ETRZE G B (9 250 51 (http:/Avww. mf.uni-mb.si/tox/) «

1 2 3 4 5 6
EAHM M EAHEAH MEAHE EAHMEAHWM

'l ul-uy
.’fﬁ : | b

(o)
Y 4

i
i
(3

T RIL
)
A
)
Wemn il

B— -~ B/ C. difficile EEPRSTBERREY toxinotype ZURY o &4 lane A E ~ A~ HER
YEFARIFR&IES » E o~ EcoRI 5 A FoR Acel 5 H 7 Hincell » M & 100 bp-3 kb
B o ERGEHE 1-6 47 Ai{FRAYE 1 ¢ toxinotype 0 » 2 : toxinotype V-like » 3 :
toxinotype VI » 4 : toxinotype VIII » 5 © toxinotype TN2 » 6 : toxinotype TN1

S

BT 7R E 10 ¢8Ry C. difficile #E{T toxinotype 73R - DU T B#EA

C. difficile fy 55 Z BRI A K S ik -

AWFERIREE A-BHERAIRIAE 17% (F) » BEHETIMNEIZAY 14.5%

FHAT[16]1 = HY BRI AT 1.3%-119%[2,18] - #RHE Rupnik EHE - EBOMNRMTT
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YEIRHIE toxinotype 0 ~ I~ VI > HZE IV~ V ~ VI~ IX ~ XI[1] - ££ 2003 4 -
—IHES B TR A H A - EEE R EIJERY C. difficile EikAY toxinotype ZUAI[17] - 5%
SN THY toxinotype BRI [FEFREIGH - Bi 1 EFAERIHY toxinotype 0 — Ky it
ZAh > HWERTRTTIRAIPAZEE S A-BHAYE RIS > 40 VI~ XIX BTG > FHER
ATV~ DX XISz rE A+B+EYATG] - BONE ZHY VI~ VI BT 3537
[17] - BAPRYEZRTAA Ry 0 - HARESEE A-BHAYSEEAL > 41 VI ~ V-like
AL~ R TN2 BY(FR ) » Horfr V-like - TN2 BURAEH Eni IS H[17] - BUREE
FEME A-B+E R FRITR » BoONHERIZAREL  (ERi TR ERAA
(5] o B HF AT FE IR BRSPS th Bl R RS E s/ D B Ry & e > i LR AT
BB Z iR - AREA RN AREB(EZENRN - P RGEHERE R
RE E BRI HI B PRRARI TR

FEBEIE A+BHEY NI BURIE: H AT F S B R MRS RS SR H BRI [2] - 2 BIONE
SRR (BRSO R TR A7) > AENE N H AT R A I RIS
BERECARE - FEEEE A-BHHY VI BIER(EME R & - EEONEA VI RS
FRAVEER EGRI8] > SENEES VI AR R PEASHE Sk Y ZEBI[19] - {E o S AH B A
B > AlyA ERTE  #EH VI BRSO N A &R - A[EFL toxinotype 0
RIpl Gl & T # {5 PCR-ribotype - Abt7E 6 £& VII By B Ok & & 5L [E —
PCR-ribotype 017 » BEZIE L BERAKE 3 (AR [FIHYEE R - (EHREE Z AIHIBTFEIELE
TEERRAHIAY T 2 E A E AR Y534 ) (Multiple-Locus Variable number
tandem repeat Analysis, MLVA)RURI] » SRS L6 53 BERRED 2 A [F]—(E 2R Pk (clonal
origin)[13] » iE#1 Johnson F3Afr 2k B A [EEIZ¢HY VIO Bk - 358 EARE AR
PREVIBIZ—24[20] -

BIAEEIR TR CDT NIRRT (8.5%) = AR 6% K =B 5.8%[2,
11] > > CDT ENHH FE A-B+EETFIEHY toxinotype SEELRY - HEIEEN N EE 75
P A-B+E SRR S B TR(17%) 5 -

HFEE3R 7 R ERFTHY toxinotype AU » TN BU5IELE LR iy XXI Bl B
AT AEEUR AR LR A3 &5 [F]HY EcoRI iz > £ B & A [F]HY Accl YL >
{EAE Hincll 2 —{E[RFEFUIL - 45k 0.5 kb 2 2.5 kb B R Bz » 5541 > B XXI RLj]]
HED EHTAE A+B+ #i B CDT (CDT-) [AIEEHAEMN] & XXI y—{[E minor type;
TN2 A50HY B1 fRAE RS R 3 B > A3 [RAIEEE Ry 5 A > B2 VI RIH[E - (HAlEES
PE A-B+ > PCR-ribotype %5 R8> 81 VI TRk R32 A [E] > [NIELIE Ry A [F AL 51HY
TTBERR ©

AR FERE Ry A CDAD Z B ENIEE: > 5 /4T CDAD Bt
FA R[] AHT7E T 13 PREETE AR E PR - o7 E 2 A (R DRI E toxinotype
IR B EREECRBURE R 778 E A 15 Bk 5l E( £ Y toxinotype
0 (4%%) K toxinotype VIII (2 ¥%) - ifiERI(E R 514 2 o L PREVEPRE ST EEE T
2EE - NS ERER S (R - FMHVEEREURAER) CDAD Bes
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R E M - S8 FIRITFE— 2] > M@ R AR RIR R e 2] -

P p A UL RE TR HOE 2 > AT AR 5 3R B R R E IR 68 2 1R e 1] SR Y
toxinotype B - ATRERYIFRIAE I RAIRE R (B S H R ESE - H A& khehs - ik
FEFIRIEHIGER -

Grey bt - ARWE9E SR IRE] C. difficile HYH R AR 1A A BIREE » BR T E
ERN - e E BRIV A-B+ toxinotype SRS ST - 15 LS RAT AR
TRIVRE ST > INBEAEREIRY - ARE(EE BN AR THYE BT A+B+AYIEREEE -
MR HE R -

i)
BRI E B S BT T 2EREM IR THIR Z 5T ) -

il

SR
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