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BARERIC 5T B Clostridium difficile BEZHE D
BERRE SO RERE

R - =G E
BERIRRER R E
SRR R BRI

(2015410 A 5 H32f))

Clostridium difficile (C. difficile) 1%, AFEEEIZIT T2 THIOTEELFKFETH D,
ROK TUidasmtkO 7o F 7L A4 212k 0, BED ABRMBOLER, BEREFIRLHTHID
BN KE AL 55T 3, X HIEETIE, diTREREREZ T L 7-EEs
WME SN T2, W TIEMICERN Y -4 57 v ZA08F)E SN, Clostridium
difficile infection (CDI) FHHIZBIT 244 F 54 v fAHEL, YA THHIZBEL T
BRI TW5,

—hT, KB WTIE, REERE D S O RERNOBE IR 6N EE DD,
KAUHE 5 FBEMFRIIIT DI TE ST, WEkOF BRI E 5D, CDIRAED2KRRIT
B 2k > Tk, SRl KFIZH 5 CDIDOJAE, @ik & UHEHIFRE & J
3% HIYT20134F-4 H 15 H~[A4FE5 A 31 H OB ¢ 4F 2,537 g s L7
Y= b ERRMNL, RUEREDENEE X D7,

WEBE R T ORI O CDIBER T, [1~56/4] L% L 72Hia%Ah 17.8% & it
LEAEHE L, [oBl/F] LRIE L7220 13.1% ERNTE 72, — T, [101
BILL B/ AR B S EdEh3.1% & 0, faad s CRAEBICKEAENH S5 Z LWL 2
ko7,

72, CDILEHD S btk EREEAE, MILE AL, BEMEA v o 2, WIEE,
WEE, 27 & — V0, ESMERIG RSO EE L AIHEZE - 2 BHOEGIZ OV TE
[0-20%] &DEIEHN62.6% &id %<, 2L EFFE L ZEEEHIOBIAIZ DV T,
[0-20%]) &DMIEN56.4%Eiwd %<, HELCDIEHRHATED CDIEE AAFS
IZBWTA W EARE I N,

CDIZWricHWa b+ YR+ v D55 [C.DIFF QUIK CHEK 2~ 7)) —
M AL TSR 40% 2 A, APICBOWTREBEHIh T3 v
ThdZENWLNER STz, F2, ThED FF T VRIF » M FEOTEBRE TR
PERH 21512, Ny aw Ay (VCM) R4 Fu=&U =)L (MNZ) SodiE#kic
KB A FHICRBT 5 &0 S HIERT70% L ETHE S -,

CDIDEHE LT, BIOVCM T—H S AH§ 2k - HEIZ [0.5g 1 H4Ml] »
DA% LS L, B5MEIT [10~14H] 2442% L ixE B o7, £/, 1
MNZ T—&H% < W5§ 2k - FEIE [250mg 1 H40l] 5383% &wmd %<, &5
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WIRNE [10~14 H] 2464% L wd £h 572,

CDIDiAFEEE LT, VCM, MNZ DSHZ 4 2 3641 & U T3R50 5 0,
BERoh T, [EEREEA (2 Y BMEAIR, I YBM®§E) | 2140.8% & d %<,
RNT [T 4 ZZAFEA (€7 4 4 —="82%, 7v 27 E—"§%)] T37.7%, [t
PEFLREESBIA] (T 57 a7 VOREL EA 7 2 I VRPEE) | T25.6% Th -7,

CDI DG AP IO 728, EBEDOMHEREHEOFZMOGIIZONTIE, [fToTn
3| EDRIEHN47.7%, [R5 ] 1325.6% & 70% AL i ¢ 5 b it 4 F2 0
LT3 Z NG L s 57z, BREDHHEIC O 2IHHEEOFEFIC DWW TR [
FWEF U A 1,000ppm] AL TWS EDRIED682% LR L0572,

AFFIZX D300tk AHA 57 v — FOFERD» 6, AFRIZH T 5 EREETO
CDIDRIER, REEBD 24 3 V7, BIOBEHESTEOFED A S & &
D, Kidg TOREMBOZEL KRS RELEZN DD Z LMLk
7o GHRWIC, WS EERRIS, WATHRICBE 298% 7 — 2 #ERL, AFIZBNT

Dec. 2015

t, CDIZMBXUEIEDHTA RS54 VOEEPLETH A,

Clostridium difficile (%, R % JZH T 5 M Bk
MY T ABMRETH B, ABREHICBT ST
WOFELFKFETH D, WK TIEmdEkO 7~
FTLA 2V ICkD, BEDOARBBOMER, A
Begt OB, ECHIOBEMEN K % 2 i &
BoTHD, XF3) Vi E T P o ERE &k
STEEABRNRGYEE LTHEHEh T3, %
7o, WHFEFTHRELREINDI LI -TE
D, IO TERX T2 ) 27 ME X R T
W3 Y, BCEACIRERN Y — N4 5V ZAH
FEhe X N, Clostridium difficile infection (CDI) ¥
PHIZBI$ 544 K54 Y &LF{EL, CDIVhLIZxt
FAEIEN L XN TN B 3450
— KT, AHIZBWTIE, [EEERE A & OfflH]
FAERNOBEIZREN S DD, WaEtko 7~
LA IR RN EN D, KBS
b TE 69, CDIDIAE, Bk L OVAEIK
VUZBI T A REHIE AT S 5,

Z 2T, AIICE B CDIDORE, Sk kU
BRHERERETIHNTT V7 — &2
2,537 Rl xt UCEfF L, 321 Mgk & 0 [B1E %15
770

7V —bFDOEHELTIE [CDIOEBREKIZD
W, [CDID#ZW iikiz oW, [CDIBRIC
LTl BXU [Z2ofth] &4D0HEBIZHSHL
77,

MRBLOHE

AFANT A 2,537 ek i i LT, BERFEEA
THr > 720 AR 201344 H 15 H~[Al4-5 A
3IHE L, AN R dTHRENSEiLliL 227 v
7 — bR SHEEICER L, Y5 AT
fiiL 7z (Table 1), 7 ¥4 — MIieaMb% (E4
aRE) & L7z, 72, HIETEMERLT 2729, [\l
FIERAAFKAL 72 (—BoREIZIZOWTLR
W) o

Bk, FENEDIL 1-b), 2-b) : [ THIEER+
toxin F5E (GDH B3 ER <) | 13 GDH (glutamate
dehydrogenase : 7L 4 I VBHKERER) PiHO
AEmtd 5 [CD.Fxv2 -D-1] BEDF v
M2 & %5 GDHPUE GBI + 2 » & GDH it
JH O J7 % Kt vl BE 2 [C. DIFF QUIK CHEK 2
VI =] TRENS M+ v EM &GDH i
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Table1l. BEAR

(1. CDI B&#IZEAL T]

1-a) ZEREETOEROER (1 A~12 A) O2Hi4 & LTCDI £ 50T 5 BEK

1-b) 1-a)®D 95 B FHFPELK +toxin BtE (GDH BHEIZER<) T, #&A VCM (RNrra~v A )
or 80 MNZ (X hu=& Y —/) THRESN-BEEK

2-a) FEREESETOBEMILOFER (1 A~12 A) OZWi4 & LTCDI £ D\ TWn 5 EBEEK

2-b) 2-a)® 5 b TFHPEIR +toxin BPE (GDH BEIEFR<) T, A VCM (RNraw A1)
or 80 MNZ (A b= —)) TIHEINI=BEEK

2-c) CDI &E DL VWZER (L6238 © VCM B 5-615$ L O MNZ #5515

3) 1-b)', 2-b)DEFED S HTEY, LKA

4) 1-b), 2.0 DRED I LENEROERBOEIL (0-195) (20-64 #%) (65 MLl F)

5) 1-b)’, 2-b)DEED S B, hEBEEREGE, MBI, FEMEA LY X, EHILE,
BRMSE, 7 v—98, EBERERL EOEEREIEL - TmREDEIS

6) 1-b)", 2-b) DEED S L 2 [ELL LR LI-BEDOES

7) 6)DEFEDH HEITO CDI FIEN SV 3 7 HLINIZ 2 [EILL E CDI % %5E L T 7=
BHEOBEOEE

[2. CDI mEkRIZELT]

1) CDI 2%~ 7=3BA D C. difficile bF > U HBEEROAFE (GDH A ITER<)

2) C.difficile h¥ > UBETHEHRINA TS F v |

3) bt GRBEREN R ThIVUTZER) COEEOEM (1 A~12 A) © C. difficile
b & 2 R O FEHG 12K

4) )NTEMLI-BIEKICHT D R v OBER (FF2r ADKRTHHA)

5 FFVIUBRBOEMDOZA IV (BRHLEVWLDIZF v )
OBENCDLICRET DY AZRT 2L o TRY, FHNSHBE LGS
OBEN CDLICRET LU AZNTF 2L - TRV, TROMICIERE, %\, HEigiiRe L
@ CDI %38 < 895 i & 556
OBEN CDLICRET LY AR 25 o TN TH, FROMOFTRIZT TIE, hxvv
B &2 £, B L AR D PUESROEE U S 0GR KRR L) 2EELTHT
FAFHE T 2856

6) CDI %5 - /¥ & OB R i £ i O F

7) FEbE R OBl THIITRREE) TOEROFER (1 A~12 A) O C. difficile
{HEEF M A oD FE N 5115

8) T)THEM L 7= BRI 3 5 (R DRtk
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Table 1. FAERZE (#HZX)

9) FREEREOEMOL A I T
ORENDCDIICRERT 2V AZETF 2> TEBY, FHAHBE LSS
OREN CDLICRBT D2V AR 2L o TEY, FTHRIOMIZIERR, BB, HEig R ey
@ CDI Z58< 8¢ 5 T s & 256
OBREN CDLICRABT LU ZZETF 2 b > TWThH, THISCMOFT LT TlE, Migsk
A FEREY, IR E 22 DPIEEOE T XM L2 OER EIGEKZR &) 2% L T T
DEET D56
(3. CDIa&ICEAL T]
1) CDI DI L LT, &FETRIO VCM, #& 0 MNZ 72 E 205 554
2) CDIDigE L LT, #&H VCM, #H MNZ #5863 5414 I 7
3) CDI DB E LT, &0 VCM, &0 MNZ 235 CEnETNO—F L LFT 5
A - A&, k58
4) CDIEED S HT, A VCM, #H MNZ ZfEH L7-FRORENEHF =R
5) CDI DiRE L LT, &0 VCM, #&10 MNZ DISMZ#& 59 5 KA
6) 5)C [EEWGIK |, [Zof) [ZEE LSS, T2 RERETL XA IV
OBREN CDLICRETZY AZNF 2> TRY, FHERSHIELEZDL, <56
BT, PRV UREIIERERELZE/ML, BETHo28E1E, &5 %P IEL, VCM
or MNZ BBt 5l28) 0 B 2. %
OREN CDLICRBT AU RZEF 2b->TEY, THEERAHALEZD, 3 <IC&kEH
BL, MR URBREIEEEREZIEL, BETHo THEGEMEET 25
O% Dt
(4. D]
1) CDIFD U 27 RNEWABRRE S, FHHAICITOI 5 L&
2) CDI BF |33 2 [E = MRl i oo A
3) CDIIZKIT DY R OBV S IHERIE (EEFEOERIIRL)
4) NrawA T BRI ERETS (BECRALTLS D) BICHER L TV HIEE
5) BIfE, CDIIRIROBIC, BB TR U LN TWA A GRE), FrRicif+s 2 s (B
Sk )
T : CDI @ 9 b FHAFEK +toxin Bt (GDH BtEIZER<) T, A VCMor #H MNZ Tii
BENT-BREK
1 EEE /R T ER R G/ A i/ SRRl 57 &
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BBl & ot ¢ 52 Z L X L7z, E72, 2.1) ¢
[C. difficile b & ¥ v REFROA M (GDH M #& R

3:<) | IZGDHPIFOAE B T5Fy Mok
A AN+ 5 2 L EEXL 72,

Table 2. REELETOERD CDIEEH

AT & % U 722537 Faa% O 5 5 321 fiti ik A
SMEAEGZ (HEE:12.7%) .

BRIRA [EIpasxiy % 1. CDI (Clostridium difficile infection) BEHIC
0 f5il/4E 42 13.1% LT
1~5 f5i/4 57 17.8% 1-1. FHE O CDURHRIZDWT (ibia(k)
6710 P/ 2 2-0% Wb K OO CDUEHETIS, [1~5H1)
ié:; Zﬁ ij Zij O O 17.8% £ REBENE <, [0/
2130 B/ o3 8.7% A U723 13.1% E RN TE T2, —JF
31~40 fFil/4E 30 9.3% T, [101HIEL E/4F] &S i A3 3.1% (10 fiisk)
41~50 f3/45 15 4.7% Hot (BEEL :12.5%) (Table2).
51~60 f3il/4F 7 2.2% 1-2. CDIEHZ DO TEH ORI DN T (B
61~70 fil/4E 6 1.9% [f] ]
7180 FI°F 4 12% CDUSEREIEOIEREIRILD 5 5, VHREEIL
9811:19000%2 : L 07%, IR (RIEHLA) 52000, Kithis
101 BILLL & 10 31% R A 13.9%, WML EER A 134% TdH - 7=
N3] 0 0.0% (Table 3) .
EIZ7e L 40 12.5%
Table 3. CDIEBEZEDERKER
BRI 1244 %
& 3 1.4%
Z DA B 44 20.4%
AR 2! 1 0.5%
Z DT B 6 2.8%
M-I 2% £ 88 40.7%
Fibd e R R 30 13.9%
THIbaR R R 29 13.4%
BEMEIEE - LR R 6 2.8%
FEVERESE ¢ PR ER R 1 0.5%
MRS WRERER 0 0.0%
BEMEIEE - 0 ARR 0 0.0%
BEMEIEE ik - U 2ok 8 3.7%
FEMERESS - B SAEMER R 0 0.0%
Z DAth o> 0 0.0%
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1-3. CDLEH OFHE O HIEIZ DN T
CDIEHD S 5 65K EDEH A [81-100%)
B LR A44.5% LR EEIEGNE D 5 72

(M%7 L 33.6%) (Tabled).

1-4. CDLEHE D 5 b HEEEREGAE, &2
fL, RREMEA Lo Z, EIUE, BUiE, 29—
Vs, EETERIG RSO EE L AHEE - 7
BEDOHEBIZONT
[0-20%] &AL 7= s h 62.6% é:réiu/\fp

Zh o7z, WNT [21-40%]) L MIE L 2zfiskn

2.5%, [41-60%] &V fEadAhi1.6% TH D, [61-

80%] ¥ KO [81-100%] & [ L 7= fitia%id 2 4 >

7z (M%7 L o 33.3%) (Table 5).

1-5. CDIEED S B2l Ef¥ L 7z BEHOHIE
122N T
[0-20%] &[BI% L7z Hiakh 56.4% & i & ElA

ML, [21-40%] LU 72 fEa A 9.7% & fil

TEholze —HT, [61-80%] &\ ks

0.6% (hEa%), [81-100%]) &y fiig% £10.3%

(1) & -7z (M%7 L :30.8%) (Table6).

2. CDIDEHICEEL T

2-1. CDI %5t - 72550 C. dzjﬁczle AV E o
FhOH M (GDHMAIZERL) (220 T
NEFRFIFESEL T 5] LOE L 72013 64.5%,

BEFNZ & > TIEEML TWE] ERELZD

27%Th o7z —HT, [FEhL Tz &

BLT2DI26.9% TH 7= (%% L 1 5.9%) (Table

7o

Table 7. CDI %5t~ =358 D C. difficile b %

Table4. CDIEED S 6 65 LEDES

BRI [EIpas %
0-20% 5 1.6%
21-40% 6 1.9%
41-60% 11 3.4%
61-80% 48 15.0%
81-100% 143 44.5%
EZ72 L 108 33.6%

Table5. CDIBED > 6hEFEMHE XEE
iE, HILEZET, MEM L VX, Eh
fE, BRI, 70— 0%, EEMABR
ZENEELRAELF - -BEDEES

B [E1%5 %% %
0-20% 201 62.6%
21-40% 8 2.5%
41-60% 5 1.6%
61-80% 0 0.0%
81-100% 0 0.0%
[E% 72 L 107 33.3%

Table6. CDIERED S 52BILU EHEHL 7-

BEDIE

R EIRa g %

0-20% 181 56.4%
21-40% 31 9.7%
41-60% 7 2.2%
61-80% 2 0.6%
81-100% 1 0.3%
B2 L 99 30.8%

CHREXEROFE (GDHREIEERL)

BRI [ %
IEEMEmL WD 207 64.5%
JEFNC K> TIEE L T\ b 73 22.7%
FEHi LTV 22 6.9%
EZ7e L 19 5.9%
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Fig. 1.
0.9%
9.0%

FEHINTWVWS Toxini&HE X b

W=7 Ay
m VIDAS CDA2
ETOX A/B QUIK CHEK
m1 AL/ — RCDr*¥ 2 A&B
mX/Pect FF% 3 A/B

'C. DIFF QUIK CHEK = >~ —
uZ DA

EZ7a L

Fig.2. EEBEREXRBOFE

2-2. C. difficile M ¥ ¥ VRETHHA I TN 3

F oy MIDWT (BRI )

WBETHI L T 5 Ry Uity Mid TC
DIFF QUIK CHEK 2 ¥ 7)) — b | 723424% & d
HENLL, KT, [XPect b F ¥ v AB| »
13.1%, [TOX A/B QUIK CHEK] #38.7%, [4 &/
51— FKCD vV A&B] 7384% Th 72, [ZD
fth] 14.6% D> BbIRE L >7=DIX [GET X+ A4
L 27ua~ b -CDTOXA/B] T&IKD5.6% Tdh->
7 (E¥mEA) (H%EEL :9.0%) (Fig 1),

2-3. JEBEER TOEMD b F > v R I i 5

B ERUBHHERIZONT

WWFEER TOMERD b > v B FhEHIEIZ >
W, T101HIRLE /4] 2345.5% L g BIG A £ <,
KNTE D 7= [1~10{01/4F] D 11.2%, [11~
20051 /4F- ] 0>5.3%, [21~30%1/4] D 4.4%, [0fl/
| DA1%DIETH 7=, %77, FEhiL -REK
2R N RV VREOBMEFRR, [0-20%]) A
579% &b £ <, WNT [21-40%] 73 17.8%,

mFFEFFE LT
%)

JEBNZ K> T HE
LT3

B EfE LTV

m[EER L

[41-60%] 734.1% CTh -7 (HEAEL 1 15.9%),
2-4. C. difficile fER5FEMAE IO A HEIZDNT
CDI % 5E - 72556 O R # MR A D F e D\ T,
NEIFEMFERL TW5] & Mm% L 72k
25.9%, DEBNZ X > TEFEML T3 | HEL
TR A 41.1%, [ L Tuvgn] 2123.4% T
bHorz (H&EEL 9.7%) (Fig.2).
2-5. WRBEAAR T O W O RS TR A D FhE 55
bt AR T OB O S A O FEHIE I D
W, 101 EAR] T18.7% i BIA L %
<, WNTED 57200 [1~106/4F] D 16.5%,
[0/ 4] D162% DIETdH > 7= (HIF % L :
30.5%) .
2-6. FERGEMADPHERIZDNT
FEhie U 7= BIRIZ R4 2 RGO BRI, [0-
20%]) 7336.5% B EIGHAEL L, WNT [21-
40%] 2311.2%, A 217.5% &WIE L 7=,
2-7. ERSEMAEERD 2 4 I V712 D0T
R ERE IO 2 4 3 v e LTiE [BER
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CDILIZHEET 2V AV FA2E >THD, THR
WL 223581 23355% L e EIANL L, kv
TEh->7200 [BENCDUIRET S ) 227K
THE-THD, THOMIZHER, FEE, BT
REOCDIZBLS I MM AYd 556] O
15.6%, [HEPCDICRET 2 ) 22T %
Lo TWTE, FHIRMOR R TiE, R
M % FhEd3°, B & & 2 PRS0 ZE T XM
5D (BIEELE) #FhL T TR H:
g BB D9.7% EVIINATH - 7=,

3. CDIDEAEICEAL T

3-1. M @Oy av4vy (VEM), A b
u=4J—) (MNZ)) %##53224 307
12D T
CDIDHFHE LT, ROVCM, #RIOMNZ % %

BT 584 I v 20220 T, [V 22 K+%

Lo THD, FHIAHMBILZS, Bz b+
VREFOM SGMmA A FE L, BEORE] A
T32% LEHIENE L, WANTE 572008 [V
sHTFEL - TEBD, PTHRIAHBLZGA] ©
9.0%, [VAZHTAE#E->TEkD, THAHHEL
726, HREEREEEEL, BHEOBA] D7.5%
EWSIETH 572,

3-2. CDIDEHE LT, #OVCM, FIOMNZ %
—H/E TS HY - HE, REHEIZOW
<
VCM O - FEIE [0.5g 1 H4M A42.1%

ERBEENLL, WATEh» 57200 [0.125¢
1H4] 036.1% Tdh -7z, VCM D5 AN
[10~14H] 73442% L d £<, WATE 2>
720 [6~9H] D27.1%, [SHEN] D6.5% &
WHNIETH - 7=,

MNZ O H % - H & 13 [250mg 1 H 4 1] 23
383% B L L, RNTEH» 57205 [500mg
1H3M] 024.0% Tdh -7z, MNZ OS5 MR
[10~14H] 77464% L ikRE <, WTEHh >

72D [6~9H ] D15.6%, [SHLIN] D2.8% &

WHNETH - 7=,

3-3. CDIDEREEE LT, REOVCM, RBIOMNZLL
SHMZEEE-F 285/, PSR 2 4 3 v 22D
W (B BEE )
CDIDREEE LT, FROVCM, REEOMNZ LIS

WP Hd B SEANT (k] & InlE U 7z ik o

38.9% Tdh - 7. BHIEOHTIZ, [HEEE A

(2 Y BMOMiR, Y BM®$E) ] £140.8% L d
HAENL L, AT [T 4 X AHEF (€74
H—f2%, 792 E—="8F Fv 2 E—-"fkN
%) T37.7%, [WvEFLBEEA (v 5a /v
CREL TV FE—ACHEL, LAY —CREL10%,
A7 2 I VRYEE) ] T25.6%, [727 b3
Al (72N VO, EX 7 2L 3 VORIAE,
T FIVEL A AL E) ] H221% ThH 7=
(Table 8) -

BIGERL R ARG T 544 I 07 L TR
[EHENCDICRET 2V 22 RF2E 5Tk
D, FHEERSZHBILZS, TICfEREL,
PRV UVBRAESHEEERAELFERL, BET
HoTEHRGHEMGET 5.] 2352.0% Tdh - 72,
[EHENCDICRET ) 227 RF2E 5Th
D, FHEERSHEEIL 7256, §<IcGHET 5
2, bEY URENIIMRE R AL FERL, Bt
Th - 7561, #5%%IEL, VCM or MNZ
M50 A 5] 1310.6%, [ZOffiD £ 4 2
Y7 3 12% T o7 (HEEL :30.2%) .
3-4. FRITVCM, FELIMNZ % i U 72 B o filfE

FARBHEIZDONWT
VCM % i U 7= BEDRIFERFBIRIT [0-10% ]
EDOMENRRI% LR EEENEZ L, RNTE
Mo zDN [1120%] D22%ThH > 7=, [21-
30%) BEXU [31%LL 1] & obIZEfE#E A2 -
7z (M%7 L o2 29.0%) (Fig. 3).

MNZ % il U 7z B ORI R BRI [0-10%]
EDEN57.6% LikE %<, RATEh - 7200
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Table 8. CDIMAEEE LT, #OVCM, BOMNZIUSHIBET BEH|
ESINGE (=125 %
I e A LA 131 40.8%
v A AR 121 37.7%
i P L P R A A4 82 25.5%
77 X R 71 22.1%
B4 A B A A 58 18.1%
B ¢ A AEEE A 20 6.2%
TR P4 L R e 5 7 2.2%
71 A HH A 2 0.6%
A P L B B A 1 0.3%
Z DAt 2 0.6%
TR 125 38.9%
Fig. 3. BMEROHEBEE (VCM) Fig. 4. BMERAOHEEE (MNZ)
®0-10% 11-20%  ®21-30% m0-10% =11-20% m21-30%
l31%uji I@%fib .31%JJ\J:.IE|%%£I/

0.0%
0.0%

2.2%

[11-20%] D22% Td -7z [21-30%] & ORI
FiFd 7570 5 7205, [31% L0 B & o ki
0.6% QfiEae) &-7- (&AL :39.6%) (Fig.4).

4. ZDfth
4-1. &= b oA fie

CDIEH OHEWHEZ 1T > T2 212D T,
[MT->TW3| LDOMENATTI% LR EE1E
, WATED 57200 [FHIZITFH ] D25.6%
Tho7ze [fibkn] EEELZDIE17.1%T
Hotz (MEHEL 9.7%),

0.6%
0.0%

4-2. CDUIZ X4 2 G 3R D BRI W 2 e

(BRFER HOWHHER ) 1220 T

CDIZ A 2GS OB IV B (8%
HoOWEHIMHR<) & LT RIERBT ) oL
1,000ppm ] Z i L T 5 & DOMHIEH 68.2% & i
LEIAEHNLL, KT [KEERBES MY 4
5,000ppm] D 14.0% DINETH - 7=, [ZOfth] &
ML 72013 72% Th -7z (&L L :10.6%) .

ZE

GWT Y= MZEE O 72 2O IS B
T, ledkatho CDLIE B [06/4F-] Dlia s
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Recent epidemiology of Clostridium difficile infection in Japan
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Clostridium difficile (C. difficile) is a major pathogen for diarrhea in hospitalized patients
and because of outbreak of highly virulent strain in EU and US, increased length of hospital stay
and increased numbers of severe patients and deaths have become major challenges. In recent
years, transmissions through community-acquired or food-borne infections are reported. National
surveillance has been already performed overseas. Guidelines for preventing C. difficile infection
(CDI) is available, and education activities are promoted for preventing the infection spread.

Meanwhile, in Japan, medical hospitals are reporting individual CDI incidence, however, a
large-scale research has not been conducted up to the present date and therefore the entire status
of CDI including infection of the highly virulent strain has yet to be revealed.

This time, we performed a questionnaire-based survey at 2,537 hospitals nationwide
between April 15, 2013 and May 31, 2013 to investigate CDI incidence, diagnosis and treatment.
Valid responses were obtained from 321 hospitals.

Regarding the annual number of CDI patients at all the hospitals, the highest group of
hospitals responding “1 to 5 patients a year” was 17.8%, and the second highest group of
hospitals responding “no patients a year” was 13.1%. In contrast, there was a group of hospitals
with “more than 101 patients a year”, which was 3.1%. This indicates that there was the
difference in the CDI incidences among hospitals.

According to the questionnaire results, a highest group of hospitals responding “0-20%" for
CDI patients with serious complication such as toxic megacolon, gastrointestinal perforation,
ileus paralytic, bacteremia, sepsis, crohn's disease, and ulcerative colitis was 62.6%, and for CDI
patients with recurrence more than one, a group of hospitals answering “0 to 20%” was 56.4%,
which was the highest. This suggested that there was only a small number of serious CDI patients
and recurrence CDI patients in Japan.

For rapid toxin detection kit used in CDI diagnosis, a group of hospitals using “C. DIFF
QUIK CHEK COMPLETE” was over 40%, which showed that the kit was a major product used
in Japan. And a group of institutions responding that they will start antibacterial medication such
as vancomycin (VCM) and metronidazole (MNZ) as soon as after rapid diagnostic test, efc.
showing positive results was over 70%.

As for CDI treatment, a highest group of hospitals answering that VCM is administered
orally at a dose of “0.5g four times daily” was 42.1%, and a group of hospitals responding “10 to
14 days” for administration period was 44.2%, which was the highest.

A highest group of hospitals answering that MNZ is administered orally at a dose of “250mg
four times daily” was 38.3%, and a group of hospitals responding “10 to 14 days” for



358 (34) THE JAPANESE JOURNAL OF ANTIBIOTICS 68—6 Dec. 2015

administration period was 46.4%, which was the highest.

Apart from VCM and MNZ, probiotics are also used for CDI treatment, “butyric acid
bacterium” accounted for 40.8% in the probiotics group, which was the highest, followed by
“bifidobacteria” 37.7% and “resistant lactic acid bacterium” 25.6%.

To prevent the spread of CDI, 47.7% of the hospitals responded that the patients are
“isolated”, while 25.6% answered the patients are “sometimes isolated”, which means that more
than 70% of patients are “isolated or sometimes isolated”. As to what type of antiseptic drug is
used for sterilizing hospital, 68.2% of the hospitals answered that they are using “sodium
hypochlorite 1,000 ppm”.

The survey more than 300 hospitals have revealed not only the CDI incidences, timing of
toxin test, and part of the actual therapeutic strategy at medical institutions in Japan but also the
difference in the CDI incidences and therapeutic strategy among hospitals. In the future,
epidemiological data on epidemic strain will be accumulated more in Japan as are done overseas,
and guidelines for CDI diagnosis and treatment will need to be formulated.



