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Table 1. Prodromal symptoms of 5 patients with hemolyt-
ic uremic syndrome.

Prodromal symptoms No. of patients

Travel history 3
Contarminated water
Bloody diarthea
Abdominal pain
Vomiting

High fever
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Table 2.Clinical findings in patients with hemolytic ure-
mic syndrome.

Clinical symptoms No. of cases

Generalized edema 5
Oliguria

Anuria

Gross hematuria
Bloody diarrhea
Acute appendicitis

L e W A

—_
*

* Appendectomy.
5. HAl A

Wz A AAM 4= 8T F7HE B
3, 1= 23] 7HaEe] oo, 484 1d o
Hag0 7H4aZ e A deM #a Hlrh T2 Y =
g}l A Burr cell, Helmet cell, Schistocyte, ragmented
RBCSo| #2=¢lch @4 A3s AAlel A 1 creati-
nined &, 1AL E AYEFIE S, vAFEF 5ol
AR 275 A A E 54 7 dRAT,
W) 2l Z7p= 38R dgkeh v| A8 wlok ALz
ol whokzt o vl oF A A1 ol ot 7 wlek
ZAA A 28 571 G-

6. MM 22

st Txo) 7)2ke] 25 o4 A48 299 8o}
A A5 W47 E A ekse 1 F2 AT
2 AWsle] 24 F 9] erythrocyte fragment, fibrin,
thrombi$} &3 W3] ¢} thickeningZ} F-Fo] A= HA
A) 1) A & FZ(glomerular thrombo-microangiopathy) A~
A& 293 (Fig. 1), 18] AHFA] 2] mesangiolysis ¢}
F44 A9 JaF 2748 B4 (Fig. 2, Table 3).

7. AN Fx

54 A BAEe] 94 ke 93 Aol



Seasonal distribution of HUS

NO. of cases

summer fall

spring winter

Fig 1. Microscopic finding showed thickening of the
capillary walls and narrowing of the glomerular capillary
lumen.(PAS X 200)
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Fig 2. Microscopic finding showed mesangiolysis and
sclerosis of glomerular lobules.( PAS X 200)
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Fig 3. Abdominal CT finding showed cortical necrosis
inkidney and gallblader stone. Acknowlegement.

Table 3. Pathologic findings from 5 patients with
hemolytic uremic syndrome.

No. Age Renal biopsy*  Pathology
of cases finding

1 6 month - .

2 2 yr 3 month + G.TMA
3 2 yr 8 month -

4 9 yr4 month - .

5 9 yr 11 month + ESRD,CN

# G.TMA: glomerular thrombo-microangiopathy.
#ESRD: end stage renal disease.
# CN: cortical necrosis.
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Table 4. Qutcome of 5 patients with hemolytic uremic syndrome. .

Cases Age Sex Day of oliguria/anuria Outcome
1 6m M -1- recovery
2 2yr3m F 7Tdays/7days recovery
3 2yr 8m M 3days/- recovery
4 9yr4m M 4days/2days recovery
5 9yr 11m F 20days/20days ESRD *

*ESRD: end stage renal failure.GB stone.

# Oliuria: Urine output < 0.5ml/kg/h.
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=Abstract=

Hemolytic-uremic Syndrome Associated with Bloody Diarrhea.

Jung Sim Kim, Eun Jung Park, So Hee Chung, See Hwan Ko, Mee Ryung Uhm,
Moon Su Park, Heung Jea Lee, Dong Kyu Jin.

Department of Pediatrics, Sung Kyun Kwan University, College of Medicine, Seoul, Korea.

Purpose : Hemolytic uremic syndrome(HUS), known as a most common cause of childhood renal failure in western
countries, has been a relatively rare disease in Korea. Although the reported cases were not related to any specific cause in
Korea, there was an outbreak of HUS with bloody diarrhea in Japan last year. We report here that we experienced the sev-

_eral typical HUS last year.

Patients : From Jan. 1996 to Dec. 1996, five patients were diagnosed as HUS at Samsung Seoul Medical Center,
Dept. Pediatrics.

Results :

1) The age of onset was below 3 years in 3 cases and above 9 years in 2 cases.

2) All the cases happened between summer and autumn. Three patients had domestic travel and 4 patients drank well or
spring water before the symptoms.

3) The clinical manifestation was generalized edema, oliguria, anuria and hematuria.The bloody diarrhea were present in
S casesand | patient had operation with the impression of appendicitis.

4) There was no bacteria which was isolated from the blood or stool samples.

5)Renal biopsies were performed in 2 cases, because of protracted clinical course. One showed microthrombotic
angiopathy and the other cortical necrosis with necrotizing glomeruli.

6) Complete recovery was the outcome in 4 cases and one case progressed to chronic renal failure.

Conclusion : In conclusion, typical HUS associated with bloody diarrhea, epidemic and good prognosis can be found
in Korea and careful surveillance of the pre-clinical cases will be necessary.

Key Words: Hemolytic uremic syndrome. Bloody diarrhea. Renal failure.
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