Clostridium difficile
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Clostridium difficile
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Figure 1. Pathogenesis of C. difficile infections. Taken and modified from Reference 2.

* Toxin A2 ﬁiﬁﬁiﬁa“r’%‘ﬁiﬁﬁﬁéﬁ A8 0 il Eactin
S AR mmy FRARIRRMEIN ~ EE L ETt

+ Toxin B:AHIAEZE 2 » R ERZAIRAVERTE ~ SR ~ IREEERSE



51-8

<
(=
o
N
J
<
=
o

SEPUICON SERLDIN PLE Lo%ey4 suLen




Table 1. Antimicrobial Agents that
Predispose to C. difficile Diarrhea and Colitis

Frequently Infrequently Rarely
Ampicillin Tetracyclines Farenteral aminoglycosides
Amoxicilliin Sulfonamides Metronidazole
Cephalosporins Macrolides Bacitracin
Clindamycin Chloramphenicol  Vancomycin
Other Penicillins  Trimethoprim
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CCFA ( Cycloserine Cefoxitin fructose agar)
e2BTHFfE] > 48 hours
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B 2R e A (BIA) R A - 52RrE] < 1 hour
® Glutamate dehydrogenase assay (GDH)
* C. difficile BYRFE AR

* R S
. D-EIA resits Interpretation
* ,;Fﬁ‘i}ri,f& GOMTowne [:> Positive
® Toxin A and Toxin B
* Toxin A,Toxin B or both B
oy J =
* ,;FTIE% rﬁlﬁ GDH-Town- l:> Negative
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® Real-time PCR
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| Screen with GDH/toxin A/B EIA |

GDH POSITIVE
[ ] Clostridium ditficile
Toxin EIA Toxin EIA negative
positive negative
Presumed CDI Clostridium
difficile PCR
|
l
PCR POSITIVE
CDI Nontoxigenic carriage

No CDI
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R E R ARFERR(CDI)E R

mEEE BEER o R ST
#R WBC<15  Metronidazole 500 mg PO TID,  Flagyl 2 tab TID
B-pfE SCr<15fF 10-14X%
R WBCz15  Vancomycin 125 mg PO QID, Vancomycin 1 vial in
EY SCrzl.5f 10-14% " I I) 1 \ NS 80 ml,

10 ml PO QID,

A LS h =~ 2-8°CIRFIAR
R {EM™® -  Vancomycin 500 mg POQID +  Vancomycin 1 vial in
EES 5 - Metronidazole 500 mg IVQ8H NS 40 ml,
+HSE  BEE - 20mlIPOQID +

BERIE SABS 1 bot Q8H

m—WEHE - B #)RAYa
F_NEH - Vancomycin tapered and/or pulsed/®72

SCr: serum creatinine, WBCEI @ =10/ mm? Ref: Infect Control Hosp Epidemiol 2010; 31(5):431-455




mEEE
IES

PE

5E

{7 S84 A

F—NEY

22-RiE3%

ESFRAR
WEREE(-5 /XK - RAHAE)
HE FREEIAE - HE

PERER - IEE - B0 - iRK
WBCz15, SCr, BUN==

BE - mMEEE  EE - E
REE - HIEEEER

awim > 38.9°C, WBC=20, AKI
albumin<2.5 mg/d|

BUEEEE - BER
FREE - EME - 5
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o 0 A

FLFEARER CITER) -
Metronidazole 500 mg PO TID

ZIE R

Metronidazole 500 mg PO TID g,
Vancomycin 125 mg PO QID, 14%
EixamE

Vancomycin 500 mg PO QID +
Metronidazole 500 mg IV Q8H

gl Fidaxomicin 200 mg PO BID, 10

MEREL ; EBTEFRI -
VancomyciniSigET |
HEMNEYBES

Vancomycin 125 mg PO QID, 14%
gl Fidaxomicin 200 mg PO BID, 10%

Vancomycin tapered and pulsed/® i
5t Fidaxomicin 200 mg PO BID, 10%
EENENEELE

Ref: N Engl ) Med 2015; 372:1539-1548




