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ABSTRACT:

Background: Of the etiology of nosocomial infectious diarrhea,
Clostridium difficile infection (CDI), related to the production of at least
toxin A and B, is a well-known disease. Changing epidemiology of CDIs is
noted worldwide. However, the epidemiology of CDls, including the
ribotype and toxinotype distribution of C. difficile strains in medical centers
in Taiwan, is not clear because of the lack of prospective studies. In
confronting the difficult-to-treat antimicrobial-resistant pathogens, we
should prevent the spread of these pathogens. So infection control
measurements, including antibiotic control, disease monitoring, and hand
hygiene, should be emphasized.

Methods:

C. difficile infections in medical settings in Taiwan: A prospective study
was conducted in three medical centers, National Cheng Kung University
Hospital, National Taiwan University Hospital, and Chung Shan Medical
University Hospital, from January 2015 to December 2016. We surveyed
the epidemiology and clinical impact of CDIs. We harvested 690 C. difficile
isolates, and 156 were non-toxigenic and 534 toxigenic. Of the latter, 47
(8.8%) isolates had tcdC deletion and binary toxin, which rendered them
regarded as being hypervirulent. The other 487 isolates had no tcdC
deletion nor binary toxin, but of them 35 (7.2%) isolates had tcdA deletion.

Infection control bundles of CDIs and their_efficacy assessment: We
assessed the overall efficacy of the effect of hand washing in removal of C.
difficile isolates from the hands of healthcare workers caring for the
patients with CDI.

Significance: The epidemiological information would be summarized,
clinical impact of CDIs in Taiwan revealed, and preventive efficacy of
infection control bundles evaluated.

Keywords: Clostridium difficile, ribotype, toxinotype, infection control
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g. o> w, ¥ ECY EF L v PR metronidazole (75.6%, 300/397)

h. In-hospital mortality rate: 17% (67/393)

B.171 5 A 4 & Tk 2 %7 CDI (X i{ ¢ A 4 tedB+ 744 & 4% (A2 T
hGURE) , R HEFETA R o B A FIBRY 3 binary toxin ¥ ix
binary toxin gk b A 45 I Y o T T Bri ¥ <4+ binary toxin

FITARE 4 o

Case (%) P values
Characteristics Binary toxin, n=15 No binary toxin, n=156
g 8 (53.3) 78 (50) 0.91
E#, K 62+8.0 60+14.9 0.28
5 g B
feilop % 3(20.0) 34 (21.8) 1.00
T > 10 (66.7) 93 (59.6) 0.78
A e 2 (13.3) 27 (17.3) 1.00
B T
B oo R 5(33.3) 61 (39.1) 0.57
HE PR 4 (26.7) 31(19.8) 0.99
R 2 (13.3) 17 (10.9) 0.82
B2 % om % (Cer<60) 1(6.7) 33(21.1) 0.19
3 1(6.7) 13 (8.3) 0.84
e & 4 (26.7) 14 (8.9) 0.02
T R 1(6.7) 12 (7.7) 0.88
= F R 4 (26.7) 38 (24.3) 0.77
Ff 18
B& CDF¥ 3(20.0) 28 (18.0) 0.85
VRE # 2 1(6.7) 38 (24.2) 0.20
s 5 (33.3) 37 (23.7) 0.53

Data are no. (%) of patients, unless otherwise indicated.

*Antibiotic therapy within three months before admission.

*white blood cell (WBC) count of >15,000/uL or rise in serum creatinine 150% of
the premorbid level
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