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Peritonitis in Children Undergoing Peritoneal Dialysis:
10 Years’ Experience in a Single Center

Se Eun Lee, M.D., Kyoung Hee Han, M.D., Yun Hye Jung, M.D.
Hyun Kyung Lee, M.D., Hee Gyung Kang, M.D.
Hae I1 Cheong, M.D. and Il Soo Ha, M.D.

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

Purpose : The organisms causing peritonitis and their antibiotic sensitivities vary in diffe-
rent regions and centers, and these data are necessary to establish regional treatment gui-
delines. The aim of this study was to investigate the changes in incidence and characteristics
of the organisms that cause peritonitis in children undergoing peritoneal dialysis (PD) during
recent 10 years.

Methods : We retrospectively collected and analyzed the data from medical records of 110
children on PD during the period from 2000 to 2010.

Results : One hundred and forty episodes of peritonitis have occurred in 57 patients. The
overall incidence of peritonitis was 0.43 episodes/patient - year, and similar incidence have
been maintained since 2003. Sixty percent of the patients experienced peritonitis within 1
year of PD, and all patients commencing PD in infancy experienced peritonitis. Gram positive
(G (4+)), gram negative (G (—)) organisms and fungi were cultured in 58%, 38%, and 4.1%
respectively and cultures were negative in 13.6%. Staphylococcus was the most common
G (+) organism, and Pseudomonas and Acinetobacter were 2 most frequent G (=) organisms
isolated. Fifty—six percent of the G (+) organisms were sensitive to first generation cepha-
losporin and 91% of G (=) pathogens were sensitive to ceftazidime. Methicillin—resistance
rate was not higher in children less than 2 years of age than in those more than 2 years.
Conclusion : An additional breakthrough has to be made to further reduce the incidence
of peritonitis. Treatment guideline customized for peritonitis in Korean children on PD need
to be established through a nationwide co—work. (J Korean Soc Pediatr Nephrol 2010;14:
174-183)
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Fig. 1. Trends of annual incidence of peritonitis

o}, in children undergoing peritoneal dialysis.
Table 1. Demographic Data of the Patients Undergoing Peritoneal Dialysis with and without Peri-
tonitis
With peritonitis Without peritonitis

(n=57) (n=53) £ value
Gender (M/F) 29/28 29/24 0.707
Type of catheter tip (coil/straight) 9/48 6/47 0.584
Age at commencement of PD (years) 8.8+5.2 10.5+4.9 0.092
Total duration of PD (months) 33.9+24.1 27.3+15.3 0.087

Abbreviation : PD, peritoneal dialysis
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(Fisher’s exact test, P=0.013) (Fig. 2).
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Fig. 2. Peritonitis rates in groups of different
ages at commencement of peritoneal dialysis.
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Table 2. Causative Organisms Isolated in Peritonitis

Incidence (%)

2000—-2005 years (%)

2006—-2010 years (%)

Culture (+) 121 (86.4)
Gram (+) 70 (57.9)
CoNS 23 (19
S. aureus 19 (15.7)
Streptococcus 9 (7.4)
Corynebacterium 6 ( 5
Enterococcus 2 (1.7
Others 11 (9.1
Gram () 46 ( 38)
Pseudomonas 9 (7.4
Acinetobacter 9 (7.4
E. coli 7 (5.8
Klebsiella 6 ( 5
Serratia 4 (3.3
Others 11 ( 9.1)
Fungus 5 (4.1
Candida 3 (2.5
Others 2 (2.5
Culture (-) 19 (13.6)
Total 140

54 (83.1) 67 (89.3)

29 (63.7) 41 (61.2)
10 (18.5) 13 (19.4)
5 (9.3 14 (20.9)
3 (5.6) 6 C 9
4 (7.4) 2 (3
1 (0.8) 1 (0.8
6 C 5 5 (4.

22 (40.7) 24 (35.8)
3 (5.6) 6 C 9
7 (13 2 (3
2 (3.7 5 (7.5)
3 (5.6) 3 (4.5
0C 0 4 C 6
7 (13 4 C 6

3 (5.6) 2 3
2 (3.7 1 (1.5
1 (1.9 1 (1.5

11 (16.9) 8 (10.7)

65 75

CoNS ' haemolyticus, warneri, capitis, simiulans, caprae

Streptococcus : viridans, sanguinis
other G (+)
other G (-)
Morganella
Fungus

Abbreviations :

. Rhodotorula mucilaginosa, Acremonium
culture (+),positive culture rate; culture (=), negative culture rate; G (+), gram

* Micrococcus, Bacillus, Peptostreptococcus
. Burkholderia, Aeromonas, Stenotrophomonas, Moraxella, Enterobacter, Arthrobacter,

positive organisms; G (=), gram negative organisms; CoNS, coagulase negative staphylococcus;
S. aureus, Staphylococcus aureus; E. coli, Escherichia coli
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