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Methods :

group L.

The Study of Clinical Characteristic Changes in

Acute Poststreptococcal Glomerulonephtritis
- Comparision of Clinical Manifestations between Recent 5 Years and Past 5 Years -

Hye Won Yoon, M.D., Kyung Soo Park, M.D. and Jae Ho Lee, M.D.

Department of Pediatrics, College of Medicine, Chungnam National University, Daejon, Korea

Purpose : The purpose of this study is to evaluate the clinical characteristic changes of acute post-
steptococcal glomerulonephritis(APSGN) in recent. The cases of APSGN occurred for the last ten
years were divided into group I and II by the unit of 5 years and clinical manifestations and labo-
ratory findings of each groups were analyzed.
Total of 74 cases of APSGN, diagnosed at the department of Pediatrics, Chungnam Na-
tional University Hospital from January 1995 to August 2004 were divided into group I(31 cases
from January 1995 to December 1999) & II(43 cases from January 2000 to August 2004). In addition,
the clinical records of each group were reviewed retrospectively and compared.

Results : In both groups, the prevalence rate was much higher in males than females, the seasonal
prevalence rate was higher in winter, the upper respiratory infection was most frequent predisposing
illness, and one to two weeks of latent period was the highest. However, the average age for group
II were younger than group I. The prevalence rate of gross hematuria was higher in group II, but
there was no significant difference between two groups. In the course of clinical symptoms, edema
and hypertension were relieved within two weeks in both groups. In group II, the prevalence rate
of proteinuria was higher, and the duration of proteinuria and gross hematuria were longer than

Conclusion : In this comparative study, the average age became younger. Clinically the duration of
gross hematuria and proteinuria became longer, and the prevalence rate of proteinuria increased in
recent 5 years. However, there was no difference between two groups in clinical courses and
prognosis. (Korean J Pediatr 2005;48:1201-1205)
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Fig. 1. Age distribution.

7H300
- 1202 -

=

o

A

Al ASO*

1
o

kel

1



Korean ] Pediatr : Al 48 ¥ Al 11 & 20051

12 Table 4. Comparision of Clinical Manifestations on Admission
N Group | [ Group I between Group I and II
10 +
Group 1 Group II
No.(%) No.(%) T value
7] 8 L
o Hypertension” 9(29.0) 11(256) 0677
%’ 6 Proteinuria ' 15(48.4) 31(72.1) 0.038
g Gross Hematuria 21(67.7) 33(76.7) 0.530
= 4 Edema 22(71.0) 30(69.8) 0911
Oliguria 8(25.8) 8(18.6) 0.490
ol Abdominal pain 9(29.0) 9(20.9) 0.423
Vomiting 5(16.1) 7(16.3) 0.965
0 5 L Headache 5(16.1) 3(7.0) 0.211
12 3 4 5 6 7 8 9 10 11 12 Dyspnea 3(9.7) 7(16.3) 0475
Month TSystohc or diastolic pressure =95 percentile
Fig. 2. Monthly incidence of acute poststreptococcal glomeru- Albustik =1+ or 24hr urine collection =300 mg/day
lonephritis.
Table 5. Resolution Duration of Gross Hematuria
Table 2. Comparision of Predisposing Illness between Group
I and I Gross hematuria
Group I Group II Duration(wk) Group 1 Group II
No.(%) No.(%) No.(%) No.(%)
Upper respiratory infection 24( 77.4) 31( 72.1) <2 20( 95.2) 22( 66.7)
Cervical lymphadenitis 1C 3.2) 2( 4.6) >2 1C 4.8) 11( 33.3)
Pneumonia 0o 0.0) 3( 7.0 "~
Total 21(100.0) 33(100.0)
Skin infection 10 32)  1( 23) o ( (
Unknown 5( 16.1) 6( 14.0) P value = 0.018
Total 31(100.0) 43(100.0)

Table 3. Comparision of Latent Period between Group I and
II

. Group I Group 1I
Duration(day) No.(%) No.(%)
<7 2( 8.33) 5(16.67)
7-13 10(41.67) 10(33.33)
14-20 7(29.17) 8(26.67)
21-27 4(16.67) 6(20.00)
>28 1( 4.16) 1( 3.33)
Total 24(100.0) 30(100.0)

7% el AV Bk, olgle] A% A=

@, 9% 734, o
d AEE So] dYtHTable 2). FE7E= F 1F EFA
1-27 Abol7} 718 Eokth(Table 3).

, oA %h B
, oA S48 ¥F o, 5

A 25 dlel el =dh S99 e [WelA 219
(95.29%) 0l A 27 ojulell gkl =L, Marell A= 33
(66.6%)°14 25 olul, 11281(33.4%)& 27 ol 944
A&F o] 235 71Fo2 F $9F dno o3 /e 1
A 9u] A AATHP=0.018)(Table 5).
HY "wrh gelEE v gk vl EA M E el E
66.6%7F 2= olulell ksl ¥ a1, 35 o]l 5#(15.2%), 45 ©
W 438(121%), 45 ol dollAe 28(6.1%)7F &8l sl I+
oA Fetd Hwrl dejEe 71ke] [HRT BASH R o
v A AATHP=0.040)(Table 6). Y% 2& N I
(72.19%) 014 13-(48.4%) Ktk 9w A F7FstAThP=0.038)
(Table 4). ¥ Al Yehd @¥ixs [FoA 185 AL 14
#1(93.3%)7F 25 olulell 3l A MwtolA= ol 318 F
2281(71.0%) 9141 25 o, 31(80.7%) A 35 o, 4&(83.9
%)l 45 ool 611 H90 5d(16.1%)°14 45 °4
A &E o], Taoll A wrb 9w QA AN AL HATHP=
0.023)(Table 6).

AAL Ao A WAE A FH BUN, @3 A# ol
d, ASOA, d3 €37 C4xe 23 [kl #2932l 7t
S AH(Table 7).
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Table 7. Comparison of Laboratory findings between Group I

and II
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P value
0.063
0.322
0.134
0.288
0.221
0.054

Group II
9,240+2,834
11.3£0.9
20.37+16.84
0.83%0.45
1073688
22.68+15.01
27.01+1053

Group 1
7,750+3,759
11.0£1.2
15.31+8.531
0.74%0.26
843+828
23.93+£22.45
24.58+24.33
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