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Pseudomonas Peritonitisin Peritoneal Dialyss Patients

Woo Young Park, M.D., Eun Ah Hwang, M.D., Mi Hyun Jang, M.D., Seong Sik Kang, M.D.,
Go Choi, M.D., Jung Eun Kim, M.D., Seung Yeup Han, M.D., Hyun Chul Kim, M.D.,
Sung Bae Park, M.D.

Department of Internal Medicine, Keimyung University School of Medicine,
And Kidney Institute, Keimyung University, Daegu, Korea

Abstract : Peritonitis is one of the major complications leading to mortality and technical
failure in patients undergoing peritoneal dialysis (PD). Especially, peritonitis due to Pseudomonas
species is associated with poor response to conventional antibiotics and with high rates of
catheter removal. We have examined the incidence, clinical course of Pseudomonas peritonitis.
Between January 2001 and December 2008, episodes of peritonitis due to Pseudomonas species
in Keimyung University Dongsan Hospital were reviewed retrospectively. In 820 episodes of
peritonitis occurred during the studied period, a total of 28 episodes of Pseudomonas peritonitis
occurred in 26 PD patients. The mean age of the Pseudomonas peritonitis patients was 57.6%£9.9
years, and male:female ratio was 7:19. The mean occurrence period from the beginning of PD was
16.3£14.6 months. The organisms isolated were P. aeruginosa, P. oryzihabitans, P. fluorescens,
P. mendocina, P. stutzeri and P. putida. Peritonitis was cured in 20 cases with the administration
of antibiotics. However, catheters had to be removed in 6 cases. Pseudomonas peritonitis is
associated with high rates of catheter removal. When Pseudomonas peritonitis is not improved
despite of antibiotic treatment, early peritoneal catheter removal must be considered to prevent
further injuries of peritoneum and patient death.
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Table 1. Prevaence of identified Pseudomonas species

in patients with Pseudomonas peritonitis

Organism No. of case (%)
P. aeruginosa 12 (42.9)

P. oryzihabitans 5(17.9)

P. fluorescens 4(14.3)

P. mendocina 3(10.7)

P. stutzeri 3(10.7)

P putida 1(35)
Total 28 (100)

CAlE S B 1d(3.6%)7F o
Yol n2E A7 74 (25%) A H(Table 2).
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Table 2. Baseline characteristics of Pseudomonas

peritonitis patients (n=26)

Characterigtic Value
Age(yr), Mean £ SD 576 £ 9.9
Range 38-78

Sex (M:F retio) 7:19
Duration of PD (mo) 304 = 234
Presence of diabetes mellitus 13 (50%)
Timeto PP (mo)

Median 13.7
Range 0.0-70.3
Previous history of peritonitis 16 (61.5%)

Etiology of PP
Touch contamination 18 (64.3%)
ESITI 2(7.1%)
Post-procedure 1(3.6%)
Unknown 7 (25%)
Number of case 28 (100%)

PD = peritoneal dialysis;

PP=Pseudomonas

peritonitis; ESI/TI = exite site infection/tunnel

infection.
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ofl= 2 g Aol 7k /A th (Table 3).
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Table 3. Comparisons of patients with bacterial peritonitis caused by between Pseudomonas and others

Pseudomonas Non
Characteristic o Pseudomonas Pvaue
peritonitis oo
peritonitis
Number 26 321
Age (yr), mean £ SD 578 £ 99 55.1 = 134 NS
Femae (%) 19(73.1) 149 (46.4) <0.05
Presence of Diabetes 13 (50.0) 154 (48.0) NS
mellitus (%)
History of previous 16 (61.5) 183 (57.0) NS
peritonitis (%)
15'CEP + AG
(n=26)
Dual Therapy Single Therapy

v

v

v

v v

3¢ CEP + QN
(n=7)

3 CEP + AG
(n=4)

39 CEP +TZ
(n=2)

39 CEP
(n=3)

maintain
(n=6)

QN
(n=1)

IMP
(n=1)

Cath loss
(n=9)

Resolution
(n=17)

Fig. 1. Antimicrobial agents prescribed for treatment for Pseudomonas peritonitis and outcome. CEP =
cephalosporine; AG = aminoglycoside; QN = quinolone; TZ = tazocin; IMP = imipenem; Cath = catheter; n
= number of patients.
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