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Table 1. Patients Profiles on CAPD and Acute PD
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CAPD Acute PD

(n=114) (n=150)
Age(yr) 10.5£6.6 3.44144.53
Sex ratio(M:F) 1.4:1 1.2:1
Duration of dialysis  20£16.9(mon) 10.311.3(days)

(MeanxSD)
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Fig. 1. Incidence of CAPD
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Table 2. Original Renal Disease of CARD (n=114)

Original disease Cases(%)
Focal segmental glomerulosclerosis 19 (16.6)
Reflux nephropathy 13(11.4)
Chronic GN 13(11.4)
Tupus nephritis 4( 3.5)
Polycystic kideny disease 4(3.5)
Alport syndrome 4(3.5)
Obstructive uropathy 4(3.5)
Hemolytic uremic syndrome 4( 3.5)
HSP nephritis 3(2.6)
Membranous GN 3(2.6)
IgA nephropathy 3( 2.6)
Congenital nephrotic syndrome 3(2.6)
Congenital anomaly 3(2.6)
Others 8(7.0)
Unknown 26 (22.8)
3 ez
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obstruction(6.1%), leakage of dialysate(2.6%), late
bloody effluent(2.6%)% °} v}ebdo} (Fig. 2).

Leakage (2.6%)
Late bloody effluent (2.6%)
Malposition (1.7%)

Peritoneal adhesion (1.7%)

Obstruction (6.1%)

Exit site infection (7.9%)

Peritonitis (69.2%) Inguinal hernia (0.8%)

Fig. 2. Complications with CAPD (n=114)

Total No. of patients with complication = 90 (78%)

Total No. of peritonitis = 125

Total No. of patients with peritonitis = 79

Incidence of peritonitis : 1 episode / 18.2 patient-
months
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Table 3. Causative Organism of Peritonitis (CAPD)

No. of patients(%)

Staph.aureus 15(27.2)
Staph.coagulase neg 14 (25.4)
Fungus 10(18.1)
Pseudomonas 7(12.7)
E.coli 3(54)
Enterococcus sp. 3(54)
Acinetobacter 2( 3.6)
Serratia sp. 2( 3.6)
Proteus 1( 1.8)
Klebsiella sp. 1( 1.8)

Total No. of patients with Cx(+) peritonotis = 55(69%)
Total No. of patients with Cx(-) peritonotis = 24(31%)
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Final outcome(%)

Ongoing CAPD 36 CAPD 39(34.2)
Transplantation 46 Transplantation 44(38.5)
-> CAPD 2
-> HD 1
> Death 1
Hemodialysis 15 (= | Hemodialysis  11(9.6)
> T/P 2
-> CAPD 1
> Death 2
Death 4 Death 7(6.1)
F/U loss 13 F/U loss 13(11.4)

Fig . 3. Outcomes of Patients on CAPD
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Table 4. Height SDS Change Pre and Post CAPD
according to Sex

S Mean duration Mean Height SDS

e of CAPD pre CAPD  post CAPD
Male 23yr -1.58 -2.66
Female 1.02yr -0.96 -1.34

BhEA AR Aol wek SH) g, 59,
10-1441, 154] o8] w7hx] i Zoz vie] Hu
=4 %9 height SDSE Wlmsho] mml 154 0]
o A AHPAN FHF Fasert 154 o4 o}
FoAE FAF 2718 21 B (Table 5)(Fig. 4).
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Fig. 4. Height SDS Change Pre and Post CAPD
according to Age Group

Table 5. Height SDS Change Pre and Post CAPD
according to Age Group

Ageat No.of Durationof Mean Height SDS (% of <2SD)
CAPD Patients CAPD(mon) pre CAPD  post CAPD
<5 19(16.6) 16.5 -0.78(23.1)  -1.37(40.0)
5- 9 39342) 155 -1.46(36.4)  -1.99(50.0)
10-14 48(42.1) 288 -1.41(34.8) -2.74(63.6)
>14  §(7.0) 222 -2.28(66.7)  -0.85(50.0)
Total 114(100)  20.0 -1.34(34.4)  -2.01(53.8)
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Fig. 7. Incidence of Acute PD
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edema(2.7%), scrotal swelling (2.7%)%-0] 2lsict (Fig ).

Table 6. Causes of Renal Failure in Acute PD (n=150)

Underlying cause of ARF Cases (%)
Sepsis, DIC 31 (20.6)
Congenital Heart Disease 28 (18.6)
Hemolytic uremic syndrome 24 (16.0)
Dehydration (hypovolemia) 16 (10.6)
FSGS 8(53)
Hypoxic renal injury 5(33)
KHF 4(2.6)
Chronic GN 4( 2.6)
Iupus nephritis 4(2.6)
Acute leukemia 4(2.6)
Others 19(12.7)
Unknown 3(2.0)
Late bloody effluent (8.1%) Exit site infection (5.4%)
Obstruction (8.1%) Malposition (5.4%)
Leakage (16.2%) Pulmonary edema (2.7%)
Peritonitis (78.3%) Scrotal swelling (2.7%)

Fig. 8. Complications with Acute PD (n=150)
Total No. of patients with complication = 37 (24.6%)
Incidence of peritonitis : 1 times / 5.17 patients
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Table 7. Causative Organism of Peritonitis(Acute PD)

No. of patients(%)

Staph.aureus 3(13.0)
Staph.coagulase neg 3(13.0)
Fungus 3(13.0)
Pseudomonas 3(13.0)
Acinetobacter 3(13.0)
Enterococcus sp. 2( 8.6)
E.coli 2( 8.6)
Enterobactor 1(43)
G(-) bacilli 1( 4.3)

Total No. of patients with Cx(+) peritonotis = 23(79.3%)
Total No. of patients with Cx(-) peritonotis = 6(20.7%)
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Fig. 9. Duration and Complication on Acute PD
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Table 8. Outcomes of Patients on Acute PD

Final outcome  No. of cases(%)

6( 4.0%)

APD -> Ongoing CAPD

(150 cases) -> Transplantation 8( 5.3%)
-> Hemodialysis [ { 0.6%)
-> Death 55 (36.0%)
->F/U loss 17 (11.3%)
-> Complete recovery 63 (42.0%)
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= Abstract=

Pediatric Peritoneal Dialysis in Korea : Practical Solution to the
Problems of Peritoneal Dialysis for Children

Pyung-Kil Kim.

Department of pediatrics, Yonsei University, College of Medicine and
The Korean Society of Pediatric Nephrology, Seoul, Korea

Purpose : To find and solve the common problems of peritoneal dialysis(PD) by analysing the clinical data-of
pediatric PD performed in Korea.

Methods : 264 cases of CAPD and acute PD had been performed from Nov.1987 to Oct. 1997 in 17 institutions of
pediatric nephrology in Korea.

Results : CAPD was performed in 114 cases. The mean age of the patients was 10.5:£6.6 years and male to female
ratio was ].4:1. The original renal diseases of ESRD were proven in 92 cases(80%). The common renal disease of
ESRD were FSGS(17%), reflux nephropathy (11%), chronic glomerulonephritis(9.6%). Mean duration of CAPD was 20
+16.9 months. Peritonitis was the most common complication and incidence was one episode / 18.2 patient-months.
Other complications were exit site infection in 10 cases, obstruction in 7 cases, leakage of dialysate in 6 cases. The most
common etiologic organism of peritonitis was staphylococcus aureus and the next was staphylococcus coagulase(-).
Acute PD was performed in 150 cases. Most common underlying causes were congenital heart disease, hemolytic
uremic syndrome, sepsis and dehydration. The mean duration was 10.3+11.3 days. The most common complication
was peritonitis(20.6%). The most common ctiologic organism was staphylococcus aureus and coagulase(-),
acinetobactor and pseudomonas.

Conclusion : Reflux nephropathy should be emphasized in early diagnosis and treatment to prevent ESRD.
Incidence of congenital anomaly(7%) as a original disease of ESRD was relatively low in Korea. Growth status was not
significantly improved after CAPD. In acute PD, the incidence of peritonitis was rapidly increased at 2weeks after
beginning of dialysis.
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