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%", C. difficile 1&, HNBOIRETT VI —VEDHHHIZ
fECTH Y, EIEBFRLMEREES Y ) 7 oMM e & I8
s, B oy Eodultr 7 2 LB E T A BRES
TIBOWTEREEHS LW L2 5, ERBEEGE L LT
ML 22, ElEORMAR, MEEENAT®S WH
AT, Wb ERN (IEN) 77 T LA 703584835
SFRICHERT 50 F72, SRBBICBVWTHIkA Ry —XT
PUH MBS b 720, HivEge LTd, HHLT
WHRITNIE R S WIREETH 5o

Wk T, CDICHR LT, % 280 TR I 3 48 S0 ik g
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Prevention (CDC) #5547 S L7z RENZ BT 2 FHH
YD #K 2019 4| TIx, C. difficile 3L X0y [BE]
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EENDBSWHEMROOEDIZ, VAT v FTENRTWDY, i
& TiZ, 2007 4E X 1), 9 XT® National Health Service
(NHS) Z2Mwike <, 2%l Lo CDI o4&k h 51k
ENize 51T, JFETRE HIE, C difficile —~X4 5~
A - Furzgauibs LT, C difficile Ribotyping & v b
7 —2 (CDRN) 25y Sh7zZ & ThsY, wEmWIc, H
RCIIARESAE BT 2 0k - FUREE AR, BRHEREREIC
BOUTHITHELTYH, (=S5 2AfEEEL) K
STk E IR L TH LK BER TV S, il S niz%
Wi AT TS BT, WA TDbN: 12 EHEEHICE
V7 541k CDI 584:31% 7.4/10,000 patient-days & WK [F] £k
WKEWI EHLNMIE DY, HROERBH TIIZ D
CDI BB HBTINTELEHESNSY, E5I, L
LT (BififkE LTC), CDIZHEHKR C. difficile WAERNT D
FoF ) Y FTRBITDN TV ARWD, 4E (B X U HhER)
TELFoT—FiE BV, KRTIE, SEREICBNT
PCR-ribotyping f##T % .0 & A ¥ ¥ Z N 2397 b Uity
ENTE7, HRATOMERE, BLXO, 79 TLAH
Bl RS2 L2 —352 L2k Y, HEAD C diffi-
cile 53 FEFIZOWTHEHT 5,

PCR-ribotype (RT) 018 (smz) BH:EZ 1 7IZ2W1T

Stubbs & ® 7 )V — F AN L 72 PCR-ribotyping fi#
Mrix?, PCRIC X Y C. difficile @ 16S-23S rRNA &= T ® in-
tergenic spacer region ZI4IRL, ZOWIEY A X - /Xy —
VR WBINTT A A Y TET, 7947 =ty bR, C
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1. PCR-ribotype (RT) 018 B3 4 A 7°® PCR-ribotyping f##T
R IKEN 5
Lane 1, RTO18 (RE&HWIZ:HiMK) © lane 2, RTO18 (Merck
Sharp & Dohme Corp. %* 5 ®%-5-HFi#k) ; lane 3, RT018
(EGF2I8HR) & lane 4, RTO18” (RYMFZHERK) ; lane 5,
QX239 (Dr. Collins 3 X U¥ Dr. Riley 7* 5 ®4-5-Hikk) : lane
6 B X Wlane 7, RT052 (Merck Sharp & Dohme Corp. 7*
5 D5 5-HWFk) ; lane 8, RT356 (Merck Sharp & Dohme
Corp. 7*5 D43 5-H%ikk) : lane 9, RT173 (Merck Sharp &
Dohme Corp. 2*5 D4 5-Wi#k) ; lane M, 100 bp ladder
(DNA ¥4 X=—5—),

difficile Bikk7D* 5 @ DNA $ith{:, capillary gel electrophore-
sis x ZOMWIET a7 7 A VOBRMEDFEIL, K4 0%
BRE T RAMZ SN as, RPCELHWLNTE 2,

A7z B, 1990 SEH 5 H A D ERFEKE CTHEETH - 72
PCR-ribotype (RT) %, RMIZOEEIN-BEOWETY I X
ICHRAT, type smz Eff LIRELCTEA"Y, 512,
Z D #H D Miyajima B & OF Roberts & & D IL[FEFZET, type
smz 7% Stubbs 512 & D #ifr 7z RTOI8VICHIYS T 5 Z &
WS E LY, RTO18 1%, toxin A itk toxin B Btk bi-
nary toxin &t (A"B'CDT ) (clade 1/toxinotype 0) T&
%o Senoh & OMFTTIE, 2009 4FI12FE4: L7z 1 KBS 0
T NT VA 7B AATHES, RT0I8 LNy Fo¥% —
UHFEBLTWAH DB DD, intensity DIV NY R TR o
TwWaZ et (M1, F£1), RT018 (type smz) &
XH LT RTO018 (type ysmz) &% Sz, BLREEWS
& 12, RTO18 1% 2012 4E~2013 4E D A A MFIZ b, 7] B FR 4%
BIABEEH 2 O 50 S 7228, FREICRRGET L 7z IR %
B2 5 O EERICIZ 1 BRD RO SNk o727,

E4bCld, RTOI8 &, MWEB LA ¥ 7BV THES
T&H WY, RTOIBICX BIEA L HIE LT v b A RIS
EOBESHREINTWEY Y, £ 7)) 7Tk, RTO1S i,
2006 F XD, FNFTHIETH -2 RTI6 & ALkD T
BHEERY, XI5ICZ0%, RTOSEZOHTH L WY A4 7
(closely related emergent ribotype) RT356 25380 St b &
IR DA, WMHITEW LRV OEHFERBD LN &
A5, RTOI8/RT356 AMEH L 2% —HE LT, PHIEMH
W& BBINEDHELE S /2", Whole genome sequence
(WGS) ffrick »Td, 44U 7 ®RTOI8 #kASHUIH FE %

RIETHIIFICOA Do 722 AR ENZY, HAB X O
[ T4k X 72 RTO1S, RTO18, RTO018" (fhik) 2B W
TH, EFT70RHI R0 vy~ ¥ VEITHT B
VTR SN BRI PR EBE S e ST X
Motz b, RTOIS I ¥ 4 TR EH L 2o 72—
LEbN A7) TN IT—a v ST, ®iE, 7TV
AR NA Y OEBEBEBICBNT, RTOISIZEATY T L
A 73EPMESN, FEHINTWAYY,, EEREWZ &I,
bk 26 FRFBEE A S IUE S 7z C. difficile 940 HFRIZ B
FAWFFETIE, 2011 4E~2012 4E O AR T RTO18/RT
356 D4 HEIE T o 7278, 2013 4E~2014 4FB X OF 2015~2017
EOHETERDONDL L HITHRD, B Y £ 7 (emerging
ribotype) & L CRtak & 7%,

—J, 04 4FEEHI Y, NV FRF—YHAPTWDELOD
RTO018 & RTO18 & b MEIC R b % £ 7 TH % RTO18”
HHARDEHREE THEE S UL U, RTOLS 5 RTO18” ~
DEBRD D7~ &) BIRDFED 5720 b,
Collins B X ' Riley 2 5 435 & 1172 QX239 HRiZ D W\ THE
L., RT018 7%, QX239 & —%3 52 L%&MELAZ (K1),
12, Collins 1%, 2014 4E~20154FED 7 T 7 K% IC
BT AR5, RT018/QX239 AS#EE & HAIZ BT Hik
S, BIRIRWZ &1, MEHSSM L 72 H RO
HR#ETIE RTOI8 IXFB® H 19, xR, QX239 & HA
VAo 12 22E D & O 53 MR R IZIEFED SN h o 72 & iy
L7279,

MO HADZ fEEHITEIZ BT, RT052 (28%) D4R
ARTOI8 (19%) & 0% <, RT052 25 RT & iy &
N7z RTO52 12BY L TAIEDACIEImER 2w &0 b,
FA7zH1X, Merck Sharp & Dohme Corp. a subsidiary of
Merck & Co. Inc. Kenilworth, NJ USA (Merck Sharp &
Dohme Corp.) 2, [ TRTO018 (2#), RT052 (2 ¥k),
RT365 (2#%), RT173 (1#k) &FHE S NzWkko 55 %K
WL, BENLEEGENTZERT (RGnh) TSRk E LT L
T\ 4 RTO018, RT018, RTO018", & 512, Collins & 2* 5
35 & N7z QX239 bk & DILIEIRET 24T - 72 EAIKEIR %
LIWRY e ML 72NV $88 =2 THDH DD, RTO18
(lanes 1, 2), RT018' (lane 3), RT018" (lane 4), RT356 (lane
8), RT173 (lane 9) D5 %4 TD/)NY K37 — VI,
B S e 25 B3R S N7z, QX239 (lane 5) 1, Rk X
12 RTO018" (lane 4) &[—T& »7z. RTO52 IZfEMT L7z
2HEHDH B, 18 (lane 6) DikE) /¥ % — 13 RT018” (QX
239) EH—TH-o72%% 9 1# (lane 7) Tt intensity
DFFWINN Y FIZBWTTIEH L DD, RTO18" L8R 5N
YRR T—=UHFROON, MR L OEBRCTHIEMEANER S
7z (K1) RN 2 51%, RTO1S 1, £ %Y 7 CTHE
Lo T\WA RT356 LIidH 75 2 L IdHERE S L7243, RT052
WAL T HEH LavEdfmieohidroiz, 22T,
A THARTORT 5 i 2 BT 512H 72D, RTO18
(type smz), RTO18 (type ysmz), RT018" (QX239), &
KO, RT052 & ¥ 4 7 EN7-WHRICDOWT, RTO18 BY &
A 7L LTEE, M2 TIERTOIS & it L7
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# 1. PCR-ribotyping (RT) 2

L D WIS AT/ CDL 77 b7 L A 7 i)

JELE A

WATHR RT (FFRELESY 1 T)

T NT VA ZHERD S A E T IRHTRE R

2001

2004-2005

2009

2010

2014

2015

2019

RT369

RTO018

RTO1&

RT369

RTO018
RT369

RTO002

RTO018”

RT027

(A-B*CDT")

(A*B*CDT")

(A*B*CDT")/
(A-B*CDT")

(A*B*CDT")/

(A"B*CDT")

(A*B*CDT")

(A*B*CDT")

(A*B*CDT™")

LIHBTT Y M7 LA 7 EPRD LN, CDLEE 28 B0 ) LGN T

7215 B 5 o 15 Hkkd 10 HikkiZ, RT369 (type trf) T -7z,
BMRIRNT %247 5 72 39 B> CDI B E D 5 B 28 145, RT018 (type smz) (2
X BEYTH o720 WMICE > TCDIEBERIRY ZH b 00, AR
RIS D 5 S X TIZBWT, RTOISICZ X S CDIERD Lk
b 1BNERRD Bz,
2009 4ED T b7 LA 7 54RO CDI BE KT, BE TR TH -
72 18 HikkD 9 B, RT369 A9 Hitk, RTO18 258 Wtk THh > 720 FIEHFE
BIZ BT B 2012-2013 4EDIET 7 b T LA Z BEDMZEBIH & O 2 Hekk & %
BrL7z& 25, 10 Witk 6 HWikkAS RTO18 Tdh - 720
LIBTT 7 b7 LA 23038 SN, BRI AT T dH - 72 Rtk
ABECDIEE 136105 5, §BIARTOI8 12 X % &Ge, 5#123RT369 (2 &
BIEYTH 572 RTOISIZ L B EYBI DS 5, 1BIACDIIC & » THLEL
7‘:0
LM 35\ T 9 Bl R L > CDI A AHE Tl 2051, Z09HH 1
KRR E CEE L, b9 16X C difficile \= & 5 T IMLE % 1 9
¥a v ZIERDE bentoirm2m%AU5m#%®ﬂ%%i¢«f
RT002 G- 720
U707 D2HEMTT 7 N7 LA 70D 5N, MEPIRETH 7215
DI B, 14 REHEARTOIS Tho 720 0 D 1 BRIZRT027 Tho 72
g} RTO27 BEAS 73 fE & 7= B 3 Be 2> © O BRBERE I 37 CIT FIERAS
Of:o
LIRS BWTT Y 7L A 258D H D, MalT & 2R RE CDI &
Fps B DS BERR 11 BRI 5 <T, RTO27 Thorme —J5, MBI R
BE DA DL D CDI B Rk 5 ARICBWTIE, RT027 1 1 BEb iR 5

T+ 5 9
AHEATS

Senoh, M 5 12

Senoh, M 5 12

g4 5 3

U S

LT S

Nanro7z,

A"B*CDT-,
toxin A B toxin B Fatk binary toxin Bl

BARDEFEHRI T PCR-ribotype NABESEE & E1L
HAOE#EE O CDI % £ ) 458 s 2z Bikkicow T
PCR-ribotyping f##TIC & % 8 MRET">7 19" multilocus  se-
quence typing (MLST) f#HTIC X % 2 REFICTBWT®,
HEINTy AV TR E, BARRIUEIRIC, K212Fed
720 BERIEEARDRITFERICE TN TV 235 TIE, toxin
B Btk % 100% & LTHFHL 2B L, MLST 12 X % fHr s
Rk, YT 2 RTEFUMTRL, 1R TIrbiLiz 2
ﬁﬁfu%%rbﬁ&éﬁmmmusﬁﬁfu,RmmGn
018 B3 ¥ 4 7, ST17), RT014 (ST2, ST14), RT002 (ST
8, ST48), RTO017 (ST37), RT369 (ST81), RT001 (ST3)
D65 A THT70% LAEZ \FHP7-10mmm g ¢ RT018 B
Wy A TPREHTH o 7207702205 CDT Btk (#k)
R, KETHRESEEMHE O E W RTI06 (A'B'CDT /clade
D#iE, EORGEHIBWTY, B TE R o7 ZOH
AD RT 50BEGA DML, 20 £ TRE 22LIE %L, H
WHICBIF2ELBOONEVWEEZ SN, &KkDRT &

Aild, BED SO LY L T2, K2 ITRE L0

728780 9 %, Okada 512 & % 2012 4 ~2014 412 1 fizk T
TN RTOFERTIE, BRTELORELS 4 712
MY$ 5 Hikk (RT014, RT002, RTO018, RTO001) i&, RTO014
ks 4 7 TdhbHRT020 2 A TH 34% (46/135) TL

ot L ik COMAL V) HEYD L5 Lhw?,

—7%, Tokimatsu 52 & % 2013 4E~2014 4F |2 25 [ e b
2B L 72 167 WHRIC BT 5 RT N 1%, RTOI8 B
WH AT EDED LN VE, MoOWFZekERe K& (R
BbI0, REETELT LI EHPRETH - 727,

RTOI8 Bg:# # £ 7, RT002, RT369i%, 727 v 7L A~

12 HAREERMAEFSHEE Vol 31 No. 2 2021,

toxin A &Pk toxin B 1% binary toxin Bk ; A*B*CDT-,

toxin A Btk toxin B Bl binary toxin f&% ; A*B*CDT*,

FAhkE D250, %1
EDFFHTO CDI FERPEHOENE o722 L h b
T MTVUA T RSN, R IC B v TPCR-
ribotyping fENT 2572 SN MEFH 2 K L F & D720 RT
018 By £ 12X BT b7 LA ZiATHRICBW T,

12, BRI AR D B v idhs

Bk & MBIC, RTOL18, RTO1S 253 7 b L, 2014 4ELIB&
TIERTOIY 12X BT 7 M7 LA 7 9%w iR (3

1) 11)12)30)

o RTO18 1%, FAEBIRCFIE% i 0 K 3HEBI 2 S b 43
HES A (R2), BUREODD ABRHFIZIHIEL TWbH
CENEH o2, 20104EDT T N T LA 2 FITIX, RT
018 IS X B 1 BB BD B (1), RTOIS B
WE A FI2K B CDIAS, REHMEEGEE L CHEETHD 2
NS, HREBID S OB D BT E B,

RTO002 #kix, RTO18 & [kkiZ A*B*CDT  (clade 1/toxino-
type 0) THr, HISIZE ) HHE SN/ RT0212L BT
7 b TUA RS, 2HPFEHICCDIICED P a vy 72
%Y, ZOHBL 1AM E L (FEDY, —F, Nei 5729
L2 RT002 12 & 2 BIER RIE AN, & TH D,
Helicobacter pyroli BRI G % SO 72V KRB ICB T 5
CDI WO EEMAHEf S 7z (F£2)%, RT002 1%, = —
Ty XTI, EICXDEIEH L 00, IEHEICGHESh
6&47@0&0@%0”,%H$~%N$®*l®ﬂ*

SESEENEL ho CELPFH I A T LTS
7”:“)0 E 512, Wong 5 1&, & d 2011 4£~2013 FE » 3 &

WRERIIC BUT B AT BFZE A 5, RT002 AN IREEMTH -
722k, RTO02 12 & 2 G EAEALEBHE L TWDH T LI
DWTHEL, FlEHE, RT0021EEHTXERT TH 5
LEZ LN,
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a) 1996-1999 (N=84, 3 hospitals)* b) 2000-2004 (N=148, 1 hospital) ¢) 2003-2007 (N=87, 4 hospitals)

Othe;

RT001
8%

RT017
6%
RT002
10%

RTO014
7%

d) 2005-2008 (N=71, 1 hospital) ¢) 2010 (N=111, 1 hospital) 1) 2011-2013 (N=120, 15 hospitals)

Other types

RTO14

0% Rroo1

3%

RTO002
10% RT369
16%

) 2012-2013 (N=95, 1 hospital) h) 2012-2015 (N=54, 35 hospitals)

RT369
9%

15%

2. HARDEHFEIZBIT % toxin B Btk C. difficile Hi#k® PCR-ribotype (RT) & % \>i& MLST 4-#E S
FIATAE (MRt RREL, MR R B O
HRIEFEAERIIBT 2R ETENLMEITB WL, HERIEEAKRZBRVCTHEEIL, RT018, RT014, RT002, RT017, RT369, RT001
D6 RT (HAHWIE, ZNHD6 RTIZHINT 5 MLST), BXU, ZoMhd v £ 7 (Other types) D7 (%) THIRL72. RTO1S B
Wiy 47 & LT, RT018 (type smz), RTO018 (type ysmz), RT018", RT052 & ¥ 4 7 EN7-Witk%E & A&, KMTIERTO18 &Kt L7z (K
XBLUOH1SH),

a) CDT BptERIZ oW TidlaF S TwZaw ™ 1 b) CDT Ftk#kid 5/148 (3%) TRT027 28 1 BRopEE S 7z® 1 ¢) CDT Bfhtkix 2/87
(2%) TRTO027 251 #RorBE S 7z 9 1 d) CDT Batbkid 4/71 (6%) T RT027, RTO78 (Fi bz o721 1 e) CDT Bpthtkid 12/111
(11%) T RTO027 1378 SN o725 1 f) RTO18 (41/47) & RTO18 (6/47) %&b+ T RTOI8 &al#k. CDT Mpthtkid 5/120 (4%) T
RT027, RTO78 A 1 #k 308 57212 1 g) MLSTIZ X% 4 4 ¥ ¥ 7% 35 M adidhiE vk & Brv TR, CDT Bith#kiZ 3/95 (3%)
T clade 2, clade 5 WHRIZIO 5N aho72% 1 h) T TIERT052 (15/25) & RTO18 (10/25) % &+ T RTO18 &Fd#. CDT Ktk
SRR S TV WASRT027, RT078, RT244 1350 S e h o722 1) RT018" (26/42) & RTO018 (16/42) % &b+ T RTOI8
Litil. CDT Fath#kid 3/146 (2%) TRT027, RTO78 IF#D LN Zeh oz 1)) MLSTIZL 25 4 ¥ r 7fiR%E 11 tkoaRIEEAE
B CHERE. CDT Bathbkix 5/177 (3%) € RT027, RTO78 A5 1 #k§™ o 5z %,
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# 2. JHEWHRICIB T PCRribotyping (RT) f#MTAMT DN 7= EEES, FHIREGIHEHI

st o ey gy TP BRI BESE ik

1907 MLk, BEOWSEN, 2 HH 70 RICKHE {25 5
Y AR O7-0 AR, HEATO YRR £ 2 il (FhIT 7z, A 2
RT018 (A*B*CDT") BATTEBETIRER D TR DAL, MRS L ORI BT, C. difficile 7355

BES7zo Ny axATy (VCEM) WIRB XOHHEDPHIC X DinHE s T TbI 7z, B
FIZBWTIE 2 MHFEARD LNz MiEALS, WIS L U2 [0 H O IR
FMHARA S RTOL8 2353l S 7z,

2003  W¥EkE, 1 MBEOMIEREE 70 AL IS S 32
(LN [Ny L“Cﬁﬂiﬁﬁji@ﬂ‘fﬁfl‘f?ﬁfﬁfﬁﬁéﬂ, MR P DS S 7z, frﬁfi'i 8 H
RTO018 (A*B*CDT") HIZTIRE IR & 58 242 780, CDI L2 W 720 VEM WARIC KD RIFE L7228, #1338
2 MHOFRISMRI 25 AR 2 MO FF A D AL, D5 X OF 1 I H O F 5 S i, RTOlS(type
RTO014 (A*B*CDT") ;;nz)fc difficile ﬁ‘ﬁ%ﬁéﬂt?ﬁ‘ 2 MH®OF3E, RT014 (type hr) 12X 2&EYT
D720
2005 PUEEWE, FREEEEMEMA 30 Atk Kato, H & 5V
RT027 (A*B*CDT*) EH ARG ROWEAN TAREL, PORSERHE 2 CTnee ABE 1 2 HBRICHB

FEMA IS L0 I B AT RO S o ALEREIRIZEREE T, VCM PR T lal {8
L7z0 2 HBICHRL, V\Vfﬁfﬁ“(ifﬁﬁﬁ ABIR g SNz, Aba=g Y —
JUMNZ) PRI X 2 GBI SN 72208, JERDOEGEED RO S e 572728 VCM
PRI B2 Sl L7z,

2007  FEMEMAK, PRI S 60 mAU KRTEE S 59
72 [l W A% S L8 S ARHERS O3 5B RO B R AE \20 LN ARSI RE BRI BEASHEA T S, ALiE T H 2
RT018 (A*B*CDT") SR E CLAMLELE BUREMN) 2Tbniz. itk 5 AH X0 LR

ARRHOHN, 10 HHICY 3y 74REE 2D, B 11 HHICKB &Mz frbhiz, &
M, TG BIE A RO SNz BRATMRT OB W IR S 7z FAERIA,
BLO, %Wﬂ:l@ﬂ]‘fﬁéht(ﬁftﬁﬁ%ﬁ 5, RTO18 C. difficile H35#E S 7z,

2007  #fERRf 60 AT Kato, H5 9
RT368 (A"B*CDT") BRI L, P Rl (S P AN THLM &R, e i) 23

FEAT S, ﬂ‘thmH CHUREEDME I Sz AiTeR 12 HHEL 7"?"75 HY, IREEEY
hEB L OTHIMIEE 2 Lﬁéhhﬁ%(ﬁ#ﬁﬁ‘ﬁﬁﬁuéhto itk 14 H HVZ{HALE IR 2552
HoHh, Wﬂﬂ’](’*a@ RIS LRz, B, RG2S EAT S 7ze L)
BEs A SN TR E CIBIET R AT ty)"oﬂto MWith, EFEREILIETHo7A
A L 720 20 EER#RIZ A" B*CDT T, RT368 (type sgf) Th o720

2010/ Case 1 Case 1. 60 @At Tagashira,Y & 59
2011 FEMERAR ET&HJIIIA%JZU“M“ liﬂﬁ%@%?li)f’@]\l‘%b, PUR S EHRI T, ARE 8 HH
RT ash1101 (A*B*CDT*) I FHIFERB LY 3 v 7Rz 380, ICU TOWERWDLEE RoT20 FHIFEAE 28
Tfﬁﬂ%’: SHTE L7z, SR “CJ‘JT%‘*E@—%P% S WA F TR A RO bz,

Case 2 Case 2. 60 Attt
UL TN Case 1 ® CDI 34 6 #HHIC, case 1 DSABELTWZRAAARBEL, < ST
RT ash1101 (A*B*CDT?) (kU Tz 13720 T 2 M, ZbEE B 45 L O IUED BHRED 72D i
ﬁf) SN ze 18 HHEIOHUR S #F?ﬁ THIEIRA D SN, ICUICAE LT
HEDATOIZA, THISIE 4 HIRIZPETE L7z,
ﬁ@%%‘?&‘%ﬁ%ﬁéﬂf: C. difficile 1%, CDT Btk CH— RT Wtk TH o7,

2012 WIFEEIEALRRAR 70 i IE Ak Esns ©
RT019 (A*B*CDT*) TIRERE BRI Z S L, BUKIC X DERRRACT, eIk ASO S, i

ABEL 720 FERET 2 A H BMICHUR AT AIEE - ABEIED 7% <, ﬁqﬂﬂm BED NGRS
PHIR SNz DERABPE L7z, WA TN 72L s, MBIREED 5
CDI & @l &7zo MNZ Il XD R L7205, 1 2RISR 2580 b iz,

2013 JEfik 30 i A Nishimura, S& %
RT027 (A*B*CDT*) kb g (frrhig) OBWICARL, PURERHRICLD I@Lto ARt 9 HEL Hﬁ(JI[L

J"Ték/a v 7 ZSHEL, ICU AL o7z, WHLEIHUA CIEE B I BB 32
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Clostridioides difficile infection in Japan: Molecular epidemiology

Haru Kato, Mitsutoshi Senoh
Department of Bacteriology II, National Institute of Infectious Diseases

We overview the molecular epidemiology of Clostridioides difficile infection (CDI) in Japan by reviewing articles including

outbreak reports and case reports, in which typing analysis was performed on recovered C. difficile isolates. The most com-
mon PCR-ribotype (RT) associated with CDI in Japan was RT018-related type, including RT018, RT018 RTO018", and RT052,
which has not significantly changed during the 20 years from the late 1990s. In most studies, RT018-related type, RT014, RT
002, RT369, RT017, and RT001 accounted for more than 70%. In addition, RT018related type, RT369, and RT002 have been
reported to cause outbreaks in Japanese hospitals. Isolation rate of binary toxin (CDT)-positive strains was low (2-6%), except
in one study (11%). While there was a report of a nosocomial outbreak due to RT027 C. difficile in 2019, isolation of RT027 as
well as RT078 was rare in endemic settings. Infections by CDT-positive C. difficile such as RT027 in Japan, may have differ-

ent features from those in North America and Europe. Comprehensive surveillance for CDI has not been implemented in Ja-

pan, resulting the low awareness and understanding of CDI not only in healthcare settings but also in administrative set-

tings. In order to understand the CDI burden in Japan, a nationwide strain-based surveillance system is needed.
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