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Clostridium Difficile Colitis in Childhood: Associated Antibiotics

Byoung Chan Kim, M.D., Hye Ran Yang, M.D., Su Jin Jeong, M.D.
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Eui Chong Kim, M.D.* and Jeong Kee Seo, M.D.
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Purpose: The following study was performed to reveal the relationship between Clostridium difficile
colitis in childhood and associated antibiotics.

Methods: From January 2000 to June 2002 at Seoul National University Children’s Hospital, 85
symptomatic pediatric patients who showed positive stool culture for Clostridium difficile were included.
The implicated antibiotics within 2 months before stool culture were analyzed. Of the 85 patients, there
were 50 males and 35 females, and their average age was 2.5 years.

Results: There was a history of implicated antibiotics within 2 months in 55 cases (67%). Forty-three
patients (78%) of them showed Clostridium difficile in stool culture during antibiotics treatment. The
time interval between the initiation of antibiotics and stool culture ranged from one day to 7 weeks
(mean 10 days) in these patients. In the remaining 12 patients, Clostridium difficile was detected after
the discontinuation of antibiotics. The time interval between the discontinuation and stool culture ranged
from one day to 7 weeks (mean 12 days). The associated antibiotics were cefotaxime (20 cases), amikacin
(15 cases), ampicillin (13 cases), cefazolin (8 cases), vancomycin (8 cases), etc. In 31 cases, more than
one antibiotics were prescribed.

Conclusion: When diarrhea occurred in young children during antibiotic usage or with a past history
of recent antibiotic usage, Clostridium difficile should be investigated as a cause of diarrhea for proper
management. (J Korean Pediatr Gastroenterol Nutr 2002; 5: 143~ 149)
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Table 1. Age and Sex Distribution of the Patients

Age (yr) M F Total (%)
0~1 17 12 29 (34%)
1~2 15 10 25 (30%)
2~5 10 9 19 (22%)
5< 8 4 12 (14%)

Total (%) 50 (59%) 35 (41%) 85 (100%)
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Table 2. Time Interval between the Institution of Antibio-
tics and Stool Culture

Time intervals No (%)
<1 day 5 (12%)
1 day~3 days 9 (21%)
3 days~1 wk 10 (23%)
1~2 wks 10 (23%)
2~3 wks 6 (14%)
4~5 wks 1 (2%)
6~7 wks 1 (2%)
TMP/SMX* prophylaxis 1 (2%)
Total (100%)

TMP/SMX*: trimethprim-sulfamethoxazole, *: This case
has received prophylactic antibiotic during 10 months
due to severe vesicoureteral reflux.
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Table 3. Time Interval between the Discontinuation of
Antibiotics and Stool Culture

Time intervals No (%)
1 day~3 days 2 (17%)
3 days~1 wk 3 (25%)
1~2 wks 5 (12%)
4~5 wks 1 (8%)

7~8 wks 1 (8%)

Total 12 (100%)
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Table 4. Frequency of Implicated Antibiotics

Antibitics No of cases

Cefotaxime 20
Amikacin 15
Ampicillin 13
Cefazolin
Vancomycin
Ceftazidime
Ceftriaxone
Piperacillin
TMP/SMX
Cefixime
Gentamicin
Teicoplanin
Cefpodoxime
Imipenem
Meropenem
Acyclovir
Cefotetan
Cefmetazole
Tazocin
Amoxicillin
Metronidazole
Clarithromycin
Ciproploxacin
Amphotericin
Unknown
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TMP/SMX*: trimethoprim-sulfamethoxazole.
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