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Therapeutic Efficacy of Cefotaxime as an Empirical
Antibiotic on Ascending Cholangitis after
Kasai Operation for Biliary Atresia

Dong Ho Kim, M.D., Byong Sop Lee, M.D., Yun Kyung Kim, M.D.
Jae Sung Ko, M.D., Hoan Jong Lee, M.D. and Jeong Kee Seo, M.D.

Department of Pediatrics, Seoul National University College of Medicine, Seoul, Korea

Purpose : Ascending cholangitis is the most common complication after Kasai operations. The
aim of this study is to evaluate the therapeutic efficacy of cefotaxime as an empirical antibiotic
on ascending cholangitis after Kasai operations.

Methods : Thirty—nine episodes of cholangitis in twenty-nine children who underwent Kasai oper-
ations at Seoul National University Children’s Hospital from January 1991 to December 2000 were
included in this study. Empirical cefotaxime treatments were divided into three groups : cefotaxime
and amikacin treatment group(CA group), cefotaxime and gentamicin treatment group(CG group) and
cefotaxime treatment group(C group). A diagnosis of cholangitis was made on the basis of unex-
plained fever(>38C) and either development of acholic stool or elevation of serum total bilirubin
(>1.5 mg/dL). Therapeutic efficacy was judged by elimination of fever up to 72 hours, 120 hours,
and 168 hours after antibiotic treatment.

Results : There were therapeutic responses in 51%(20/39) up to 72 hours after antibiotic treat-
ment : 54%(13/24) in CA group, 43%(3/7) in CG group and 50%(4/8) in C group. There were ther-
apeutic responses in 69%(27/39) up to 120 hours, in 79%(31/39) up to 168 hours and in 82%(32/
39) up to 2 weeks. There were no differences in therapeutic efficacy among the three regimens.
In 12 of 39 episodes, the etiologic pathogens including Escherichia coli and enterococcus were
cultured from the blood.

Conclusion : Cefotaxime can be tried as an initial antibiotic in Korean children with ascending
cholangitis after Kasai operation prior to the identification of microorganism on culture. However,
further evaluation of pathogen and its resistant strain to cefotaxime should be done. (J Korean
Pediatr Soc 2002;45:473-481)

Key Words : Ascending cholangitis, Biliary atresia, Cefotaxime, Therapeutic efficacy
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Fig. 1. Therapeutic responses to emperical antibiotic treatment including cefotaxime for ascending chol-
angitis developed after Kasai operatlon and isolated organigms at Seoul National Umver51ty Children’s
Hospital, 1991-2000. "E. coli, Paerugmosa H. influenzae, S. marcescens, ¥, epidermidis, *E. coli, E.
faecalis, 'Streptococcus Gr. B K. oxytoca, “E. coli, "'E. faecium, TS, pneumoniae.
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Table 1. Comparisons of Demographic and Laboratory Findings among Three Antibiotic Treatment Groups
Including Cefotaxime for Ascending Cholangitis after Kasai Operations at Seoul National University Children’s

Hosptal, 1991-2000

CTX"+AMK®  CTX+GM? CTX Total p-
(n=24) (n=7) (n=8) (n=39) value

Time till cholangitis after Kasai operation 14.3+18.8 11.6%+11.2 189+22.8 14.7+18.3 ns'
(months) (1-73) (2-31) (1-64) (1-73)

Time till fever subsided after antibiotic Tx 48+3.2 46+3.7 3.0*19 43*31 ns
(days) (1-11) (1-12) (1-5) (1-12)

Duration of antibiotic treatment 20.2+96 153+124 14.6+54 182+96 ns
(days) (5-43) (5-41) (7-25) (5-43)

Serum T-hil." pre-cholangitis 58152 58%£29 50£5.0 56£4.7 ns
(mg/dL) (0.5-19.9) (1.7-9.6) (0.7-15) (0.5-19.9)

Serum T-bil. on admission for cholangitis 89+57 77149 6.4+3.2 8.2%5.1 ns
(mg/dL) (1.6-23.1) (2-17.6) (3.2-12.5) (1.6-23.1)

serum T-bil. on discharge 70*£73 6.5+t47 52149 6.5+6.3 ns
(mg/dL) (0.3-29.4) (0.8-15.4) (1-15) (0.3-29.4)

serum total bilirubin, 'cefotaxime, Tamikacin,

¥ gentamicin,

'not significant
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Table 2. Factors Influencing on Therapeutic Efficacy of Empirical Cefotaxime Treatment for Ascending Chol-
angitis after Kasai Operation at Seoul National University Children’s Hospital, 1991-2000

% of therapeutic response P-value

At 72 hours after empirical antibiotics

<1994 vs. >1994 27%( 3/11) vs. 61%(17/28) ns’

<6 months vs. >6 months after Kasai op. 71%(12/17) vs. 36%( 8/22) <0.05

<9 months vs. >9 months after Kasai op 64%(16/25) vs. 29%( 4/14) <0.05

Organism isolated vs. not isolated 33%( 4/12) VS. 59%(16/27) ns

Ascites vs. no ascites 54%( 7/13) VS. 50%(13/26) ns

Serum total bilirubin <8 mg/dL vs. >8 mg/dL 46%(12/26) vs. 62%( 8/13) ns
At 120 hours after empirical antibiotics

Organism isolated vs. not isolated 42%( 5/12) VS. 89%(24/27) <0.01
At 168 hours after empirical antibiotics

Serum total bilirubin <8 mg/dL vs. >8 mg/dL 96%(25/26) VS. 62%( 8/13) <0.05

"not significant
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