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B _KE%  Vancomycin #&i&H » vancomycin 125 mg PO QID {55 14 REHE

125mg PO BID BiEHE 7 K » & 7T REES » Bl 125mg PO @K
FERA—REE 4R 125 mg POB=RERA—RIEES K

= . " BN BENIEEE vancomycin O REIE » ## F{h LB AR T 44 metronidazole &

F o

B RT3tk iz (19] - B EER
MEFRLHENE - BRI BE
MELSTEMARHES > BWER
HHERFEERRFDT T ZFHNEK
i HHEAERRABREFTFEA
(CDAI1) ¥ B(CDBI1) » % — HE o
S RERBEHARERCES
RS FRFEARHT L SHH
REFAWEERTIHM > $tH 2000 AF
EREBRAREERL R ELTH
5 0 2B HiE 10 mg/kg By B AR B R
ZRFE > TERRAE AR T EAN
BRLRE ARG  BHEREHD
HRERHER  #RBEH > BEXERR
BHEREE  SARBKUEBWEHENR
TR REEI A (7% A8 B A 25%; P<0.001)
C REANTE o IERREERERE

# (BI/NAP1/027) B # > B3 HE ##
R E AR K (8% A8 32%; P =0.06)
[20] - EREEHRAK LS R AHE
ZR (BEMRTBATHAIS K TR
Bl A9.4K) - ZBEHRAEHNT XK
RIF> BEXERREAR BURESR
ERETARRE(AFECHBES - &
Pzl Bk BB KM B
R MR E - B E /B Ak
&) HBRNEMEAN 28 (P=
0.09)[20] - EHEARERET » BEHR
MBHBEERTUA BB KRR ERN
BE > AREEHARY > TABEE
IEEFE AR BRABESHR
ERTRAAEREERREARS
ER e

BT RBEZS HEREGHE

RRp RS



WRAETUAZRRY BHERREE R
F HERCDAD B4 » B H M
AEEERE R FHELE  BE
AR EEREURRFAE EFHE
o BMBHERERLEBRRBEEN
EHRZBETHEMERE > WEEES
o MAEELEBRRFEFAHT
B AUBEREERNEBRES
M1 - FHMEFE > — W5 >
CERHNTHHESERERLER L
thIEE BE KA R EERHLETRE
BEBERRBEFRT  BAXEHR
R ARNEZRAUSCERNFH
HEEREZTHREMABRREE
Rp®, XEKRERNEERER
A R#E A CDAD B> EUER
BHEAKKBF122] - BARBRREHE
HFEERTLITUFEHRA  FE
RATERFTRAFE VYRR
BRERAEENRAEERT > BEW
B ARA R EENTREREFHRA
BRBEMNWMEENEE - KTHAE
FURAREEBR RS ARLR
CDAD A B > R¥EIMAEFERAREHE
EH R P T LA 2K B KB ) CDAD %
4 F[23] -

% A
M AR ARAT A B R R
EEREAN RREAERER
FRHD B URE#ER B REY > B
ERRFTUMNBRE  REEW > %

RERTRRER R A RERER
RREEEABLENEE -

hERE 99 F8 ABZ+BHE MY

229

2E M

1. Johnson S, Samore MH, Farrow KA, et al:
Epidemics of diarrhea caused by a clindamy-
cin-resistant strain of Clostridium difficile in
four hospitals. N Engl J Med 1999;341:1645-
51.

2. Bartlett JG. Narrative review: the new epidem-
ic of Clostridium difficile-associated enteric
disease. Ann Intern Med 2006;145:758-64.

3. Loo VG, Poirier L, Miller MA, et al: A predom-
inantly clonal multi-institutional outbreak of
Clostridium difficile-associated diarrhea with
high morbidity and mortality. N Engl J Med
2005;353:2442-9.

4. Pepin J, Valiquette L, Alary ME, et al: Clostrid-
ium difficile-associated diarrhea in a region of
Quebec from 1991 to 2003: a changing patt-
ern of disease severity. Can Med Assoc )
2004;171:466-72.

5. Pepin J, Valiquette L, Cossette B. Mortality
attributable to nosocomial Clostridium diffi-
cile-associated disease during an epidemic
caused by a hypervirulent strain in Quebec.
Can Med Assoc J 2005;173:1037-42.

6. McDonald LC, Owings M, Jernigan DB. Clostr-
idium difficile infection in patients discharged
from US short-stay hospitals, 1996-2003.
Emerg Infect Dis 2006;12:409-15.

7. Riggs MM, Sethi AK, Zabarsky TF, et al:
Asymptomatic carriers are a potential source
for transmission of epidemic and nonepidemic
Clostridium difficile strains among long-term
care facility residents. Clin Infect Dis 2007;45:
992-8.

8. Shim JK, Johnson S, Samore MH, et al: Prim-
ary symptomless colonisation by Clostridium
difficile and decreased risk of subsequent diar-
rhoea. Lancet 1998;351:633-6.

9. Thomas C, Stevenson M, Riley TV: Antibiotics
and hospital-acquired  Clostridium difficile-
assoc-iated diarrhoea: a systematic review. )
Antimicrob Chemother 2003;51:1339-50.

10. Bartlett JG: Narrative review: the new epidem-
ic of Clostridium difficile-associated enteric
disease. Ann Intern Med 2006;145:758-64.

11. Pepin J, Saheb N, Coulombe MA, Alary ME, et
al: Emergence of fluoroquinolones as the
predominant risk factor for Clostridium diffi-
cile-associated diarrhea: a cohort study during



230

an epidemic in Quebec. Clin Infect Dis 2005;
41:1254-60.

12. Musher DM, Aslam S, Logan N, et al: Relative-
ly poor outcome after treatment of Clostridium
difficile colitis with metronidazole. Clin Infect
Dis 2005;40:1586-90.

13. Aslam S, Hamill RJ, Musher DM: Treatment of
Clostridium difficile-associated disease: old
therapies and new strategies. Lancet Infect
Dis 2005;5:549-57.

H4. Wilcox MH, Howe R: Diarrhoea caused by
Clostridium difficile: response time for treat-
ment with metronidazole and vancomycin. )
Antimicrob Chemother 1995;36:673-9.

I5. Zar FA, Bakkanagari SR, Moorthi KM, et al: A
comparison of vancomycin and metronida-
zole for the treatment of Clostridium difficile-
associated diarrhea, stratified by disease sev-
erity. Clin Infect Dis 2007;45:302-7.

16. Cohen SH, Gerding DN, Johnson S, et al: Clini-
cal practice guidelines for Clostridium difficile
infection in adults: 2010 update by the soci-
ety for healthcare epidemiology of America
(SHEA) and the infectious diseases society of
America (IDSA). Infect Control Hosp Epid-
emiol 2010;31:431-55.

17. McPherson S, Rees CJ, Ellis R, et al: Intravenous
immunoglobulin for the treatment of severe,
refractory, and recurrent Clostridium difficile
diarrhea. Dis Colon Rectum 2006;49:640-5.

18. Herpers BL, Vlaminckx B, Burkhardt O, et al:
Intravenous tigecycline as adjunctive or alter-
native therapy for severe refractory Clostrid-
ium difficile infection. Clin Infect Dis 2009;48:
1732-5.

19. D’Souza AL, Rajkumar C, Cooke J, et al:
Probiotics in prevention of antibiotic associ-
ated diarrhoea: meta-analysis. BMJ 2002;324:
1361.

20. Lowy |, Molrine DC, Leav BA, et al: Treat-
ment with monoclonal antibodies against Clos-
tridium difficile toxins. N Engl J Med 2010;362:
197-205.

21 Bobulsky GS, Al-Nassir WN, Riggs MM, et al:
Clostridium difficile skin contamination in pati-
ents with C. difficile-associated disease. Clin
Infect Dis 2008;46:447-50.

2. Siegel JD, Rhinehart E, Jackson M, et al: Heal-
thcare Infection Control Practices Advisory
Committee 2007 Guideline for Isolation Prec-
autions: Preventing Transmission of Infectious
Agents in Healthcare Settings, June 2007 (http:
[lwww.cdc.gov/ncidod/dhqp/gl_isolation.html).

23 Valiquette L, Cossette B, Garant MP, et al:
Impact of a reduction in the use of high-risk
antibiotics on the course of an epidemic of
Clostridium difficile-associated disease caused
by the hypervirulent NAP1/027 strain. Clin In-
fect Dis 2007;45:112-21.

e Gtk F3



231

Current Management of Clostridium
difficile infection

Ying-Chih Yeh!, Cheng-Long Liu?, Chun-Yu Wang!

'Department of Pharmacy, Shin Kong Wu Ho-Su Memorial Hospital, “Department of Infection Control,
Taoyuan Veterans Hospital, Taiwan

In the last decade, the prevention and control of Clostridium difficile
infection in healthcare settings has become a global public health challenge.
The widespread use of broad-spectrum antibiotics places patients at the risk of
C. difficile - associated diarrhea or colitis and has changed the epidemiology
of C. difficile infection. This change has been characterized by the emergence
of a hypervirulent strain of C. difficile and an increasing risk of treatment
failure and recurrent infection. Standard therapy for C. difficile infection,
which involves administration of oral metronidazole or vancomycin, has not
changed since the 1970s. Although antibiotic treatments are effective for
inhibiting C. difficile infection and for treating symptoms, these drugs do not
permit the reestablishment of normal bowel flora. As a result, 15-30% of
patients develop recurrent C. difficile infection after the treatment ceases.
Besides antibiotics, investigators have developed human monoclonal antibodies
that target the C. difficile toxins A (CDA1l) and B (CDB1). A preliminary
study showed that the addition of these antibodies to antibiotic regimens
could significantly reduce the recurrence of C. difficile infection. We
reviewed the recent advances in the epidemiology, treatment options, and
recommendations for control of C. difficile infection.
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