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Table 1. Age and sex distribution

Age(years) Male Female  No. of Cases(%)
0~ 4 11 6 17 (74)
5~ 10 3 1 4 (17)
> 11 1 1 2 9
Total 15 8 23(100)
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2903tk dinlE A9 218 &R}t 159, oA}

8oz izt v Be A%E 2ok (Table 1)
ATFEANRAE F4 d32gol 49 (6lw)s

7HE ki, AVIE 2ol 7o, det BgZo) 24

& A7t 19 QA (Table 2).

Table 2. Prodromal Factors

Factors No. of Cases(%)
AGE 14 (61)
URI 7 (30)
Drug* 1@
None 1 @
Total 23(100)

* Drug : Herb medication

W BA AA Bt A9E 4dE o)
Wol Futel A$E 4d9oH, Fxrt 204,
o] 3¢, wgdo] 174, FE7} 13d), ot n=z

A BFol 129 YA, ojglol} 713, e T
Y 4% 44, 9 k|

ol AU} (Table 3).
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Table 3. Clinical manifestations

Symptoms No. of Cases
Diarrhea 14
Bloody diarrhea 4
Oliguria/Anuria 20/3
Fever 17
Vomitting 13
Edema 12
Cough 7
Seizure S
Skin Rash 5
Gross Hematuria S
Abdominal Pain 3
Dizziness 1

A A Ao 49 FA HIT BUNS 747
mg/dl, Y creatinine 4.1 mg/dl 0|3, FAA=
74 g/d, 28T 94,000, BT 12,800/
o ojgler, wWol Adgd wiE BUNZ 83.1
mg/dl, creatinine2 5.1 mg/dl2 A5sloen, A4
o dagars 47 5.8 mg/dl, 59,400/ s 24 8h

t} (Table 4).



Table 4. Laboratory findings

Admission value

Extreme value

Characteristics
Meant SD Range Meant SD Range
BUN{(mg/dl) 747 £ 245 24~1200 831 £ 255 345 ~148
Cr(mg/dl) 41 + 238 06 ~ 130 50 = 39 09 ~ 173
Hb(gm/dl) 74 £ 22 40 ~ 127 58 = 17 30 ~ 96
WBC(X 109/L) 128 £ 6.6 06 ~ 285 206 £ 282 0.6 ~144.0
Platelets( < 109/L) 94.0 £111.7 8.0 ~476.0 594 + 819 20 ~4120
o w3 BF 10e 29 1E (229 ) Aol i 54 713 1L1£83Y0Ila, By AR
oo, g WYog: uF QWveRn 2],%}_51- HoZ ol 3 B5F o2 g Alg wokch Alg
A7} 24, Be E*42 'LEL@ 357k 209, B g ¥ FF, dF 59 F4L Holtyt HH
FAg AgT 49 TAos ABE A9 14 L dAsd SARRE o Agad 32 44
Qe B BA A% AHE wE @4 Aol 15 A BHFLE AR A3 2o, AFLE A
041 (65%), 27] AFHog o|gg At 34, Al 3 drt 2, HEFFE AN oyt 14 A

g Ztol7}h 5o ATt (Table 5). &3 3535+ 7 S0l

Table 5. Final outcomes

(Table 6).

Table 6. Causes of death

0,
Outcomes No. of Cases(%) Conses ——
Improved 15 (65) — Cases
ESRD & T/P 3 (13) CNS complication 2
Death 5 (22) Sepsis 2
Pulmonary Hemorrhage 1
L B9 Total 5

T/P: Transplantation

Table 7. Comparison between two groups of laboratory finding/interval and outcome(mean £ SD)

Factors Group A(N=28) Group B(N=15) p-value
BUN.adm ftmg/d1) 75.0 £ 332 745 + 198 NS
BUN.ext {mg/dl) 93.7 £ 329 774 £ 19.6 NS
Cr.adm(mg/dl) 45 + 42 39 £ 20 NS
Cr.ext(mg/dl) 7.1 £ 57 41 + 2.0 NS
Hb.adm(gm/dl 71 £ 24 7.6 £ 2.1 NS
Hb.ext(gmy/dl) 48 = 1.2 63 £ 17 <0.05
WBC.adm( X 1091) 104 = 6.6 141 £ 64 NS
WBC.ext(X 109L) 28.0 + 47.6 167 £ 82 NS
Platelet.adm( X 109L) 1135 1114 83.5 +1143 NS
Platelet.ext(< 109L) 504 £ 353 643 £ 993 NS
Interval RDay) 119 £ 9.1 28 £ 2.1 <0.05

1: a value at admission

T: a highest or lowest value during hospital stay

T: time interval from disease onsct to initiation of dialysis treatment
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enterocolitica, Aeromonas hydrophila Eo] k.
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= Abstract =

(linical Study on Hemolytic Uremic Syndrome in Children:
Review of 23 Cases

Seungjin Oh, Jinwon Yook, Ji Hong Kim, Pyung-Kil Kim

Daartment  Pefiatrics Cleze o Medidne Institute f Kidney Disase Yansd University, Sed, Karen

Purpose : The hemolytic uremic syndrome (HUS) is characterized by microangiopathic hemoiytic anemia,
thrombocytopenia, and acute renal failure. 1t is one of the most common cause of acute renal failure in children
but few reports are available in Korea. Thus we investigated the 23 patients diagnosed as HUS during last 14
years.

Method : We retrospectively investigated the etiologic factor, clinical manifestations, laboratory findings,
treatment modalities, and final outcomes of the patients. Then patients were divided into two groups according
to outcome, and comparison was performed. Group A(8) comprised patients who progressed to end-stage renal
disease or expired. Group B(15) comprised patients who completely recovered after dialysis treatment.

Result : The number of patients aged less than 4 years were 17; between 5 and 10 were 4 and more
than 10 were 2. The gende ratio was M:F=2 : 1. The etiologic factors were as follows: acute gastroenteritis in
14 patients including 4 bloody diarrhea, upper respiratory tract infection in 7 patients, and 1 patient with
herbal medication. The overall mortality rate was 22%: 2 patients died of CNS complications, 2 patients died
of sepsis, and 1 patient died of pulmonary hemorrhage. Group A (Hb 4.8+ 1.2 g/dL) showed lower value in
hemoglobin  than group B (Hb 63£ 1.7 g/dL) during hospital stay (p<0.05), And the time interval between
the disease onset and dialysis treatment was significantly longer in group A (11.9£9.1 days vs 2.8+2.1 days)
{p< 0.05).

Conclusion : Overall mortality rate was 22%. Low hemoglobin value and the prolonged time interval
between the disease onset and dialysis treatment were related with poor prognosis. So early diagnosis and

appropriate intensive care including dialysis treatment is essential to achieve better outcome in children.

Key words : Hemolytic uremic syndrome, Peritoneal dialysis, Acute renal failure
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