IR RNYIHFAT A T4 7 4V (Clostridioides difficile) 027 ¥RIZ2W\T

20194 5 H
E S ERR RN o X —be ERREGYEE X —
R,

ESZEFRERIE Y o 7 —fit AMRERIRY 77 Lo Ak o # —
Ho W, MER— BARES. KiER

1. ZuXRbYPFATFTR T4 7420 02T KB EE Shi- &

BEROEND 7T LTI ZTERCT 2 B R 28 1935 fFICIE SN TE Y, ZANBIED
JaARN) A AT A T 4 7 4 W (Clostridioides ditficile) DI DL L STV A[1]. 1970 4%
27 U B ~A vy ARG R OB ER ST b [2], IO S blos SR frbn
T-AER, o C difficile BMEEMERGR DOJRIR & 72> TD 2 E N Lz & n7=[3].

C. difficile &, THIZEVGIEEZSNDIBIIETH L7 0 A N DAL T A T 4 7 4 VIVEGYE
(CDDIZE, 2000 FARICA > CRIRICBALAFE LMD L9 IR o7z, Ak E HuDIC 2 OREFIES B
ML, ERLEFEML TN EREoNTTHD., BFF - Xy 7T 1991 4005 2003 F£E T
@ CDI % % 7N AT L7ifgtl4] <X, CDI %43 1T 35.6 45,/ A0 10 J7(1991 )25 156.3 45
/ ANH10 75 (20034F) & 45T L Tz, R 65 L B @il iIc B\ T, 10241, A H 10 15(1991
E)N D, 866.5 B, AH 10 (2003 4F)E THIN L T\ e, HIEFORAERE 7.1%(1991-1992 )5
18.2%(2003 E)IZHAMN L, 30 HFET-RIT 4.7%(1991-1992 4) 7> 5 13.8%(2003 4F) £ THAM L v 7=, CDI
DI FEIELDJRE Z PR D 7218, 2004 T2 7~ v 7 M2 & 5 12 DL T — A 2 b v —/LAf5E[5]
WENE S ALT-FER, CDI OBFIX 7 VA nx ) v U RHEEOR (v X 3.9, 95%CI 2.3-6.6)F L Y
77 rARY URHIEEOEREG (> X 3.8,95%Cl 2.2-6.6)% %< I CW\WH Z L hbiolz. £ L
Theth &z C. difficile DERIL, 84.1%03 A T U — "XV UEABRKRTEZALTEBY, tedCEBInT
DRIELTWDZ ERbhoTz. Fiz, 822% N7/ A ax ) a U it - 72, KEIZBW TS [R UK
(= CDI DJEGIOHN & BREALARE S TEY, 1R EITRR DB LVEKRDRAT LTV 2 RN T
S, = UUEROEKEMRITT 52 LIk > T, v 27D C. difficile & A DK Z o,
BED BUNAP1/027 #R(EL T 027 BRAFAT L T\ 2D Z & 3 fifgas S 7z [6].

2. 0278k in vitro TORK
O " fMFV—IFT»

C. difficile D% <\ hF U AL FXT U B LW HELEEETD. ZhbD MV O RBENTE
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AR, BERECIRVIAEND Z & TRIENLZ Y, CDI OIEREA LS. —EHORMK ClLEE % iE
BT DRI TFEZRTZRNT LD TEY, TO X0 REKITREMEZFZT, CDI bz v
WbILTWb., —J, TORFVU A FPFRTUBIIMAT, HllHE 3O RTINS A T
V= RX v bW BREELETDIEENGET D Lo TE . N1 F U — hX 2 (Cdifficile
binary toxin: CDT)iZ, CDTa & CDTb &\ ) “ ORISR N LR bmHRTHDH. A F U —FrF v
EPEAT DHRIL C. difficile D THR LI TODA, 027 BRIZZ DS F U — "X U ZFEAT DO
VLD THDIT. ZOFEFRBENEREORIRMEIKE U TH S HEIOFEMITZ2ITITMH S Tunzgn.
L L—EOMEMRRICLD E, NA TV — "2 3G E ERMIENICIDIAENS &, MlEiksz
T 277 F 2 VRUAL L THHEST D Z LB bhoTE -, Z LR KT 27 7 F
DRSNS &, ARIZZOT 7 F Ui ko THEZIED SN TWEM/NE A IR % TIEONTERE
T 2 X 912720, ZoRELFM LU CHENGE LRI L MEICHEE TE LR HIRD Lnbh
Tn5I[8].

VRAAT LD RFT L A, ¥V B, ATV — b UV EADFEEIZOWT FRtORICE L
7.
F, BNV UDELEORBELE YV REZ AT

PEAET D FFv Uiz AT e

019, 023, 027, 034, 045, 063, | 078 |4 Z > & THIMH, BT 3 & H

A(+), B(+), CDT(+)
066, 075, 078, 080, 111, 112 | 122 <, 023 IFEJNT 10 FHIZZ V.

A(—), B(+), CDT(+) 036, 237, 280, 281

A(—), B(—), CDT(+) 033 AR ESE D B E S .

A=F¥T U A B=h¥o U B, CDT=~AFJ—F*so
(SCHR8] 2 — i e Z)

@ NAFV— T LSD 027 BROFEHK
BI/NAP/027 BRIZ/SA F U — R F 2 UAMZ T, I b W< O OMBEFHR A A L TRY, Zi
5 OB FH 7R R ERR 2B D IEN ) T SREEE L BH L TVD Z EARBEN TS, £
T, ZOBERII R A L bRV BEMBIT 2EEEZM S TedCBZ TR RKBELTWSI. Zoiz
D, ZOBEKRTIERRT R APBFERERD 16 %, FF v BREFEKRO 28 b EAIND Z LN
IRENTWA[10]. 512, in vitro DAFZETIE, 027 BRO T THIERE KT HRENNE VR H D Z &
DRINTEY, TOFTHLHFTHRKETT U N7 LA 7 &2 LTeRRITFERE T DRE 103 @m0
TEDRBENTWDIILL —FHT, 027 kkE 027 LSNDORET, FERETZAT DRI & AeidEn s

2




WZ e A TRTHEN2]bH Y, FREBKTIENE T T LA 7 DORZ VLT SICHONTIIEARE L
TR 72 AR I3 STV 7w,

@ 027 BROFTE K

027 £k & Z LIS DR O PR SRS NEICB U T2 2E[18] ClE, =% o 7 v 0o U MPERR O S
1%, 027 #RC 92.2%IZxt L, 027 UAADOFETIX 11.2%I2 8 EF > Tz, FEkIZEZ b U 7% UitERE
DOBEFEIE, 027 BET 78.2%2%f L, 027 LSO TIL 15.7%72 272, £z, A ha =% —Lilitix 027
BR, 027 LSOO WT N THERDR Mo 7208, 027 LSO TlE MICoo=1ug/mL (ZxF LT, 027 ¥
1T MICoo=4pg/mL & B 502 EH LT, ANraw A vuioxt LT 027 B, 027 B OBRD WL
t, MICoo=2pg/mL ThHV, 74 XF Y ~A T x LTIE 027 #£ T MICoo=2pg/mL, 027 LSO T
MICgoo=1pg/mL 72> 7-.

3. 027 BROERERE 72 R
O =HEE

2014 FEITFE KR S 472 2,057 Bl D CDI Z iRt L 7-F5E[14] T, 027 #RIEA L o A0 Bt E RS IIE,
TAIEIERG 2 & o 72 CDI O FESER 2 = Lo < GR%E OR 1.74, 95% CI 1.36-2.22), ICU AEEUIFE,
30 HLANDFEL & o 7o FRE R BR)R 25 ) o9 W EH%E OR 1.66, 95%CI 1.09-2.54) L Wbl T\ 5, =
DOFFETIT 14 HIETEDS EF LT 7@ OR 2.12, 95%CI 1.22-3.68). [AlEkIZ, 1,144 o> CDI SEH]
(ZD 55, 027N 137 H) & x5 & LI-#FFE[15]Clx, 027 Bk CTEIERF] 232 < (OR 1.73, 95%CI 1.03-2.89),
30 HAETHE L EH L TV (OR 2.02, 95%CI 1.19-3.43). T L6 OWFFEIZIVTIE, 027 HRIERRA 72 T
BHEDNREZEZ BN TN D.

—J7, 292 > CDI % fighr L7-#F7E[16] T, 027 BkTie L A FEAEEHIZHED LT Y (55 OR 0.35,
95%CI 0.13-0.93), BENETHEEED L7k -72(0R 1.02, 95%CI 0.53-1.96). [RIEEOHFILRE FiE, 123
Bl CDI(ZD 5 5, 027 ¥kAS 51 BNOHFFE[17]<°, 236 Bild CDI(ZD 5 5, 027 ¥k2% 59 #i) O#F7E[18]
THRINTND.

@ BROEHE

KERKINTO T — 2 T, 027 Bk CDI B#F I ORD B & il U TR =R DMK D 5 72(87%
vs 94%, p<0.001). D7, D> CDIIZ AT 027 FRITIAIZEER: Lo W ATREMED VR ST 5 [19].
F7z, 027 BRICK T DR va~vwf v b7 4 8%~ A v DIBEFEDFEIZHOWVWT, extended-pulsed
fidaxomicin(200mg 1 H 2 [A] day1-5, 200mg/[r]% 48 K5 day7-25) vs /N <A 2 (125mg 1 H 4
[5] 10 H#]) T 30 H H OIBEMER R4 i L72aF7E[201 ClE, 02T RO TIX 7 4 ¥ ¥V~ A1 v 80%
vs N avA T 40.9%(p=0.006) &, T 4 XXV AT DIEFPEWIBEHERRREZ R LTV, 727
L, ZDOWFZETIE extended-pulse &9 7 4 X V<A 2 DOFFIRENFIZH LT, BEED/NN

O AV VI HBEEAZRELTEBY,027TRICH L TRy a~vf Y L0 b 7 A~ A v & ff
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AT RETHLHEWVWI ZLEEARLELDTIERWVWAICEENLETHD.

® BEEXR

027 Bk & non-027 ¥k CDLICHBIT LD Y X7 7 7 7 & —%fat L7I-F9E[21] T, 027 #Rickn
TA hu =4 — LA (subdistributional HR 2.38, 95%CI 1.549-3.60) & Gk #E(sHR 3.116,
95%CI 1.906-5.090)3FHFHED U A7 77 7 X —LWMESNTND.

— 05, T AHEEICONWTIE, Nrav ATy vs 74X F V<A 2 DB CHERICHRE
REBEITRO RPN av A 31.83%vs T4 XXV~ AT 23.3%, p=0.23)[19] & Vb T
Wh. Fiz, AL UOFFEBET 2014 HICHE LT 027 KOT 7 R 7 LA 7 (a=14DIZB T D fiEpr[22] ¢
%, BAaRvaw A OEBEM vs TERDIBEL VA (X ha =% —/L 1500mg/ H FAk 10-14 H
D, N v A AR 125me4 [B] 10-14 H i) T, FE3EER238.6% vs 44.7% (p<0.01, OR 0.091, 95% OR
0.028-0.294) CTH v, FETHEE 0% vs 7.1%(p=0.058)7 > 7=.

THEDOFRERMNSIE, D ELERRLE V) AICBWLTIE, 027THRICES CDIICHLTA ha=4
VR DIERE Y b avw A VOB K DB ERET RETHLLBER DI LENTELIEASD.

ZDIED, CDI OFFE AT 5 L E LT, @HE OGO Bezlotoxumab (37— 75 /3®)
aRGTDE, TR L TEMICHERELELTSEDL LIRS TVD. ZOHFZEICIE 027
BRI 18.1%FZENTEY, ZD 027 FRICBW T H RO R Z S TWH[23]. £0I1Eh, WlETED
72N C. difficile (nontoxigenic strains of C. difficile, NTCD) MFENICan A XL TW5D &, Mk
D% C. difficile |23 LT PR ERIEST 22 L3bhroTETHY[24], ZORERE AV iREIE
DRFELIFES TN D,

4. 027 BROMFHI R

CDI e Z F@#RICiTd & b EHIgERH Y, 77 T 001 £, 002 ¥k, 014 £, 017 £k, 018 #k3 %
KHESINTEY, FHTILO0LBE, 002#k, 0144k, 046 £k, 078 Bk, 126 Bk, 140 KAV . BRI
LK TIZ 001 KK, 014 Bk, 020 £k, 027 #k, 078 KL\ & I41E 1, FFIZ 027 #RA3 Z @ 10 4 THINME
Mz 2 [9].

2011 2L, KEO 10 OHIEIZIBWT, 027 FRidtt S ivd C difficile D TH - & BHEED RN
& 720, EFRMRRBE CDI 2D 31%% HH D K 21272 -72[25]. LA L 2018 #7525 2016 £ £ TD
KEDH LB TIE, D 4 FEMOEFD 027 ROMRIHRITE C. difficile ' T 22.0%TH Y, HFIZIT
B9 5 & 2013 4F 26.2%, 2016 4F 16.9% & fRAFERIAR TR 2~ LTV 5 [26].

B ETH 027 ROWATHN A SN TVDR, ZORIFITHIRIC L > TERH Y, BHEhs4 C
difficile D727)>C 10%IZiM 7272 W HBE N D, T5%ICE TETHAHIRE CIEIETHL L Vb TND
[27].

KM Tl 2005 ELLEE, 027 BRA S ENZIL2 > TR Y, PrE RO M b BRAEEI TR AL L T\ ([28].
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HE[E] TIE 2007-2008 45 A T OISR C C. difficile D 40% LA 232 D 027 k72~ 7= L\ vbiu T 5 [29).
L L EE I EARRICED 2010 FEICITHEETO 027 BROMHEFRIL 21% F TR Lz E@EINTE
v, TOFROOEDIEZT VA X)) n R L 7 7 0 AR Y U RHIEEOEHENMET L7
ZENRFEFT LR TWAI30].

T VT HENCB O T 027 BRO S BEEEE 13D /e E VWb TR Y, T ORI ME LIRS TN 5.
Hi[E T CDI 8V O B A L7z 2016 4E005 2017 )T TOHFZETIE, 839 fildd> CDI %V EBH D
25 107 Bl C. difficile B &7z, 2D 55 02T KIZOTH 1LFI7ZF Th Y, ZAnHEN G
PN STz 027 Bk & Wbt T 5 [31].

5. BARIZRIT B 027 RO

AAIZIVTIE, 2005 RITHEAMEMURE D 72 BB RIBRIEHE T 0D 30 5L PEDSIEIE L 7oA 2k
DN 02T BRI S TE Y, Zhds HARD SNSRI E S iz 027 MO BRKIER TH
5[32]. ARIZBWCTTZ 4 ZF Y~ A L OREEZ R LS 3 HRBRI33]TIL, Ny a~ A ookt
THILMEEFEATE o728, T OBFFETIE 027 MRz 1 RORTE o 7=, F£72, BARICENT
NAFV— "XV UPEED C. difficile B S - BIER CDI O 46 i EBHE I HIX, 027 R Cidre
<, URHZA 7 ts0592 N ST\ 5[34]. Z 0 BHITHEERO LI T# 52 PPI NAR, Tz &
DY AT 777 &=L, EERFEMFIKT L THIRMIRIEONRNH D DR o0, Rava~
{2 2(2,000mg/ H)+ A b1 =& — )L A CHRAE BT ZIERE 22 < JBBR LTV 5.

ZO X9, BARTIX 027 BROSTEEEE TR, FRLoE v BROIEFIHES, £ &% o IERRO
FRICE D TEBIORENHE SN TNDEDHTHSH. Pubmed REFFETOMRBE TILARENOAK
BT U RNT LA T WEITRD DT,

6. &

027 KRDT 7 b 7 LA 7 1FALKSCERMN THE S TR Y, ZOMAM IR X ORI O T
DA TWD. L LEIEESHERR SICO0WTE, TNEFRK TR RENTWDH L
WL, WERIZHALNI I THWRWE S B E V. RO RN =B LeWEERIE, T 1 0
REBE, TNV A X0 C. difficile DR LR E, SESERBERDBEHKRLTND EVbitTn
5[9]. ¥£72, in vitro OFFFE TR SN TWD K5 RIERERT HEEOENS, FLEIEOSZ D
BV, EHTAHEEKICHT2ERBROEN R EIZHONTY, FEEEHFEOSHAEINLTVS. S
HIZ, BARIZBWTIX 027 B EROWAEDNIEF D72 <, BNSOKENC BT 258550 CDI DR L
VAU HEZETHIETRE N E, EEICHETALERH L. BRI T, 02T TH-TH, Thbl
NOKRTH->ThH, AN CDI O TR 71T 2 HIEIEE ERIF &, CDI OLK B < 7o OHzfilk
YextiR, Wik EARICE D TR, BREEfHREEZH 2 LI1TH) ZENKRETH L. Fio, HREZEK

DFEFADRFEIC 21202 DT <, B ORI 24|08 O 2« O &, MEREICSCT, 16
5



WHHZREL TV RETHDLERD.
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