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0] 8.8+2.6M2 }o]7} ¢} (Table 1).

Table 1. Age and sex distribution of patients

Group A(%) Group B(%)
Patients (%) 64 (90.1) 7 (9.9)
Male : Female* 1:1 1.9:1
Age (year) 89x£2.6 8.8+2.6

* Statistically not significant

2. HYUGA| atetatel Hlm

WA FAaz2 S nE AZOAM 33/649
(51.6%), Bl A 7/75(100%) 93, HAIREZL A
Zol| A 23/647(35.9%), BZAA 2/79(28.6%), 3h
naeo AZAAM 17/649(26.6%), BZAA 1/79
(143%), 35222 AZNA 1/649(1.6%), BL-A
0/7%(0%)°] A= (Table 2). HAA AZAA, W7
4= AFe] 941342964(/mm3), BZo] 9368+
2650¢/mm®); S| mFEHe AZe] 10.6+1.2(gm/dL),
BF-0] " 10,040.9(gm/dL); CRPE AZo] 1.34+
2.32(normal<0.8), BZ¢] 0.51+0.36(normal<0.8);
ASOE AZFo] 746.1+640.7(IU/ml), BZo) 614.9+
475.9(IU/ml); BUN-& AZ-o] 25.8+426.1(mg/dL), BZ¢]
28.1+14.5(mg/dL); ZF ol dL AZo] 0.8+
0.3(mg/dL), BZ-& 0.8 +03(mgdL); AFAIZg-2 AT
806E288mUmin/ 1.73m%), B 62.4+31.4(ml/min/1.73m2);
AFe] 20.1+17.0(mg/dL), BZe] 16.9+
13.1(mg/dL); Ce= Ao} 22.849.5(mg/dL), BZo]
22.6+6.9(mg/dL)2 ¥ 7k F28 Ao|7l ¢iddch
(Table 3).
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Table 2. Clinical presentation of patients on admission

Group A (n=064) (%) Group B (n=7) (%)

Gross hematuria 33 (51.6) 7 (100)
Generalized edema 23 (35.9) 2 (28.6)
Facial edema 17 (26.6) 1(14.3)
Dyspnea 1(1.6) -
Headache - -
Abdominal pain - -
Vomiting - -
Oliguria - -




Table 3. Initial laboratory findings at admission

Group A Group B
WBC (/mm®) 9413 + 2964 9368 =+ 2650
Hemoglobin (gm/dL) 6.0 * 1.2 100 £ 0.9
CRP 134 = 232 051 = 1.2
ASO (unit) 746.1 £ 640.7 6149 + 4759 -
BUN (mg/dL) 258 = 26.1 28.1 + 145
Creatinine (mg/dL) 08 + 0.3 08 =+ 03
Cs (mg/dL) 201 £ 170 169 + 131
Cs (mg/dL) 228 + 9.5 226 + 6.9
Ce (ml/min/1.73m?) 80.6 + 288 624 + 314
24hr urine protein(mg/24hr)* 880.7 =+ 1369.8 45830 + 37044
* P<0.05
3. MYy 4. YMZAD| H| R

APztdoze AZY A4S FAAFHA=Y
39/6474(60.9%), ¥ -7+ 0/6474(0%), 4D 4
1/647(1.6%), A R31= AL7} 24/64%(37.5%) ]S
3, BEE A% FA AFURY 479(57.1%), GA
23l A7t 3TH@9%)ez T Fe] 498
Z}o]7} ¢lgich (Table 4).

Table 4. Clinical features associated with preceeding
infection at diagnosis

Group A (n=64)(%) Group B(n=7)(%)

Acute phayngitis 39 (60.9) 4(57.1)
Skin infection - -
Cervical lymphadenitis 1(1.6) -
Unknown 24 (37.5) 3(42.9)

il o) XJ&7) 712 Ado] 1.95+2.27704, B=o)
1332117042 EAR R £937F Xo|(P<0.05)&
Vel 3, CAae] A4 7]7He A (33/38%)e] 1.9
+2.9F, BZ(5/38W)o] 7.3+5.0F2 43 A&
B9l 2rH(P<0.05), Hu| AP e A&7 AT
4.5+5.8%, BEo| 6.615.05F2 x}o](P=0.42)% H.o]X]
olo}te} (Table 5).

5. M=Z HA}

AzA AN 1582 AZelA 8, BZelA 79
AN Agsgon, AeFo sy AFEE, A7l
A3, ndste] FHHEHAY As=z sdn. Az
A7-& Table 69} 2tx Fetdn7] 4274 3zl
Az, WA Az L 7129 F717 42 99, 109,
SALAL 25T, DT &l A7 109, 792,
HAg R 278 1gG, IgA, 1gM R F o] 747
108, 78, 98, Cs, Cs, Cu, fibrinogen A &o] z}z} 142,

Table 5. Clinical progress of acute poststreptococcalglomerulonephritis

Group A Group B P-value
Duration of proteinuria 2023 13.3 £ 21.1 <0.05
Duration of decreased Cs 1.9 £29 73 £50 <0.05
Duration of microscopic hematuria 45+ 5.8 66 50 NS*

* Not significant
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Table 6. Renal pathologic findings of patients

Histology No. of case (n=15) Percentage (%)
Hypercellularity
Endothelial proliferation 9 60.0
Mesangial proliferation 10 66.7
Epithelial proliferation 5 333
Infiltration
Neutrophil 10 66.7
Monocyte 7 46.7
Deposition
1eG 10 66.7
IgA 7 46.7
IgM 9 60.0
G 14 933
Cs 6 40.0
Ci 7 46.7
Fibrinogen 6 40.0
Subepithelial hump 7 46.7
Foot process fusion 1 6.7

64, 789t AAA9A A7HAF  subepithelial hump
= 7# <A foot process fusionS 1ol A FAH ¢}
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(40%), subepithelial hump 7/15%|(46.7%), foot process
fusion 1/15%](6.7%), tubular atrophy 4/152(26.7%)%1 32
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= Abstract =

A Clinical Study of Acute Poststreptococcal Glomerulonephritis with Nephrotic
Syndrome

Sang Ae Moon, Jin Won Yook, Ji Hong Kim, Jae Seung Lee, Pyung Kil Kim, Hyun Joo Jeong*

Departments of Pediatrics, Department of Pathology*, Yonsei University College of Medicine, Seoul, Korea

Purpose: Acute poststreptococcal glomerulonephritistAPSGN) is a renal disease which is characterized by
glomerular proliferation and inflammatory changes due to immune reaction. Although the 95% of patients with APSGN
seems to recover fully and present as benign course, the remaining patients show poor prognosis. Therefore
comparative retrograde study between APSGN with and without nephrotic syndrome was done to find out the any
prognostic indicator to predict the outcome in patients with APSGN.

Methods: We had retrospectively analyzed seventy-one patients who were diagnosed as APSGN clinically from
Mar.1989 to Feb.1999 in Yonsei university medical center. Sixty-four of the patients was APSGN without nephrotic
syndrome(Group A) and seven patients were in APSGN with nephrotic syndrome(Group B). i

Results: Patients who were diagnosed as APSGN with nephrotic syndrome were seven(9.9%) out of seventy-one.
In the comparative study, sex ratio was 1:1 in group A and 1.9: 1 in group B, onset mean age was 8.9+2.6 in group A
and 8.8 +2.6 in group B. Following clinical profiles were compared but there were no significant difference between
these two groups: WBC count(9413 £2964 vs 9368 £2650(/mm®)), hemoglobin(10.6+1.2 vs 10.0£0.9(gm/dL)),
ASO(746.1%£640.7 vs 614.9+475.9(1IU/ml)), C3(20.1£17.0 vs 16.9+13.1(mg/dL)), C4(22.8%9.5 vs 22.6+
6.9(mg/dL)), BUN (25.8 £26.1 vs 28.1 £ 14.5(mg/dL)), creatinin(0.8 £0.3 vs 0.8 £0.3(mg/dL)), C(80.6£28.8 + 62.4
+31.4(ml/min/1.73m?)), the duration of edma, gross hematuria, and hypertension. However, we found that there were
a significant difference in the duration of proteinuria(1.95£2.27 vs 13.3 £21.1(months))(P<0.05), decreased Cs
duration(1.9£2.9 vs 7.3 £5.0(weeks))(P<0.05) and especially it was proloned according to the amount of early urine
protein excretion.

Conclusion: Our study showed markedly prolonged duration of proteinuria and decreased Cs duration in patients
with APSGN with nephrotic syndrome. We were not able to find the definite prognostic factor that will guide the
outcome of patients with APSGN accompaning nephrotic syndrome, but above findings seemed to represent as a
relative indication of the outcome of the disease. All patients recovered completely and we did not experience any
cases that progressed into the renal failure.

Key words: Acute poststreptococcal glomerulonephritis, Proteinuria, Nephrotic syndrome
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