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phropathyt} Guillain-Barré syndromes} ® 8 5}of
Aste A= Ak AGFE FA AR 4L A7
B84 AT, TE=ATH, GramS4 T3,
Az, EAZ, &5, BY zt49 9 o7 AT, vlo]
Bafo2!™ 228" 4 glovt £33 A¥ 4§84 A
A7 % nephritogenic strain 1, 4, 12, 18, 49%
ol A& AVlE o A3z Fol A Al Aoz
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o]l C3+t IgGe] Aze& veblle Hod 534 A3
o2 FA-A A7} g5t Azl gD,
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71l ¥ 1%m]5ke] Abbgol glu® ool 3]53)H
abAd Agd oz AY3e A il =5k dix|gt
ob7] =gte] W& Aejo|ta), Syl FA A
TFA Aol Fet dA4H nge] Buvt gglov
5 SR Fuksle g Fol w4
Aoz Aztsln] 7t & WA sl FA AREAAIAY] o
FEE AXsE AT T A =HZE A8l
penicilling Fojslod ghort Zef o)A A A

o ¥ e 1A XY Aoz 25l A5 Be

Aol glthe FA-5o] AR, olo] AAEL T 5
A7k £ Yol Lotz FA4 AbTAlAld ez Aks]
3o} 11185 Ao 2 A AHH FAs} 53 penicillinF
of 7} e o] Aol L& FA o5 A H gl

A44A 88 119 259
£qd# 88y 1149 259

z-9 8 B

2 A}E Bashe uoleh,
cHA B

1983 6%€ 1¥%-¥ 19889 59 3197kA] =57k
ity Lolzoll YA F4 ATAHAG &
o} 1118 & Ao 2 3lHon 53 1985d 1945 <l
Fu} g el ckoll A AF g-88A ATl AEH
£ ShAto} A5 3 vl & o} AAIAZFo| AY
5 3RS A9sle mofulH e 2 penicilling Foi3}
of F4719 FA4 AL A #E vl wslgich

g =}

WA e F7|7E Qld S} 6,9938%F 1112124 1.
59% %3 A=+ 1983 645-¥ 1988 5Ycl AA
1d w912 312 (2.9%), 4681 (3.4%), 1581 (1.1%), 9&l
(0.6%), 1021 (0.6%) 241 86 694c]% B} 7tis]
2 tH(p<0.01) (Table 1),

A HhAElE = 12990] 23824 b ggkm o)
S 11%0] 188, 18] M3l A7 7Hdo] wid
37123 ALl F2 $AS(Fig. 1),

Ay Al s = ol 702 (63.1%), oo} 4121 (36.9
%)2A vl L7:1013en o=y wguls e
7~9417} 3521 (31.5%) % 7F& W3tz ohg 4~6419)
10~12417} 747+ 2420 (21.6%), 13~15417F 198 (17.1
%)% Jelion] 34lol5lellAl 92 (8.1%) 24 =29
t}(Table 2),

APAze] 71$H e 77.5%A4 RS YD 2F A
71 % 7o 712 (64.0%) A 7H3 Bokn 28] 4%
(5.4%), 4719 (4.5%), 7AFATAA(3.6%) 5=
vepgton o] Al Al Al Uy s|ke 4
715 7l el A% 250 el 74.6%7} W st w57t
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el A 80.0%7} 4ol ol W $c}h(Table 3).

UM A FAEZE B3 (74.8%) W 44 8w (505
%)7t debol A, wrt4sl 24.3%0014 QR 29
4, 75, 55, TE, 24%50] dgled 2zeA &
F2%4E F42 9K (Table 4), 282 JJ9A 4
o] A&H 717kL 76.6%1A 150U, 17.1%°14 253
o em 4FolAel A$E 28 E 93.7%0) A 270
Woll A1 8§ A& cH(Table 5),

A oty £7e 2 HEF(70.3%)0] 7H3

Table 1. Annual Incidence

No of GN** No of ad-
Year pt mission pt %
1983. 6.1—84. 5. 31 31 1068 2.9*
84.6.1-85.5. 31 46 1349 3.4%
85.6.1—86.5. 31 15 1386 1.1
86.6.1—87.5. 31 9 1460 0.6*
87.6.1-88.5. 31 10 1730 0.6* .
111 6993 1.59
** GN: Glomerulonephritis (*P <0.01)
Table 2. Age and Sex Distribution
Sex Male Female Total (%)
Age (year)
1- 3 7 2 9( 8.1)
4— 6 17 7 24 ( 21.6)
7- 9 18 17 35( 31.5)
10-12 13 11 24 ( 21.6)
13-15 15 4 19( 17.1)

70 (63.1) 41 (36.9) 111 (100.0)

HeE—

Bty o mH 498 (44.1%), AFSY 372 (33.3
%), ZHEH 332(29.7%), B-Hhutzt 28%(25.2%),
CVASH: 127 (10.8%) £22 Jepstici(Table 6),

4 XAA S8R $95 711 4280 (37.8%), AH
7} 3421 (30.6%), =9 #H435(18.0%), 44 (5.4
%)9 ol 613 (55.0%) 14 AAL£AL By
(Table 7)., ‘

Hoata 4L 40.5%00 A WETF715 B 43.
2%°0A dALA7} 110]3tgen H¥S4 P4t
54.1%0°1 4 20 mm/hr o] A+ o.2 Z7}= itk (Table 8).

28 AANL Wt 32 (2.7%) & A3 Aol A, &
4 ¥y 3 ¥x(4¥F 5/HPF o)+ 505% o
23.4%°14, =xhi& 65.8%004 Bgo FHPYYF
Y AFGTYLFE 54.1% F 198%)4 2 3cH(Table
8).

¥4 cholesterol& 16.2%°14] 200 mg% o) Ao s &
ZHEE A S a Rl 18.0% 2 39.6%¢14]
7tz 6gm% Y 35gm% olsE 74 s on ¥
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Fig. 1. Seasonal distribution.

Table 3. Incidence of Preceding Infection and Latent Period Between Preceding Infections and Onset ofGlomeruléne-

phrltis
Latent period (wks) <1wk 1—-2wk 3—4wk > 5wk Total (%)
Infection )

URI 19 34 15 3 71 ( 64.0)

Scarlet fever 2 1 0 6( 5.4)

Skin infection 2 1 5( 4.5)

Cervical lymphadenitis 1 0 0 4( 3.6)

Unknown 25 ( 22.5)
22 (19.8) 42 (37.8) 18 (16.2) 4(3.6) 111(100.0)
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Table 4. Chief Complaints on Admission

Table 8. Hematologic and Initial Urine Findings

No. cases (%)

No. of cases (%)

Edema 83 (74.8) Hematologic findings
Gross hematuria 56 (50.5) WBC (per cu mm)
Oliguria 27 (24.3) < 10.000 66 (59.5)
Fever 24 (21.6) 10.000—15,000 35 (31.5)
Headache 18 (16.2) > 15,000 10 ( 9.0)
Abdominal pain 17 (15.3) Hemoglobin (gm/dl)
Vomiting 16 (14.4) <11 48 (43.2)
Nausea 3(7.2) =11 63 (56.8)
Dyspnea 2( 1.8) ESR (mm/hr)
<20 51 (46.0)
>20 60 (54.1)
. ) . Urine findings
Table 5. Duration of Symptom before Admission RBC (per HPF)
No. of cases (%) <5 3(2.7)
<1wk 85 (76.6) 6-30 20:(18.0)
>30 32 (28.8)
1-2 wk 19 (17.1) . i
34 wk 5( 4.5) Gross hematuria 56 (50.5)
WBC (per HPF)
> 4 wk 2( 1.8)
<5 85 (76.6)
Total 111 (100.0) 6—30 18 (16.2)
>30 8 (7.2)
Protein
Table 6. Physical Findings on Admission Negative 35 (31.5)
Trace 3(2.7)
No. of cases (%) Positive 73 (65.8)
Edema: face 78 (70.3) Casts
extremities 64 (57.7) Granular 60 (54.1)
scrotum 2( 1.8) Hyaline 16 (14.4)
Hypertension 49 (44.1) RBC 22 (19.8)
Throat injection 37 (33.3) WBC 4( 3.6)
Hepatomegaly 33 (29.7) None 32(28.8)
Abdominal distension 28 (25.2)
CVA tenderness 12 (10.8)
Rales 6( 5.4)

Table 7. Radiologic Findings on Admission

creatinine®?} BUN& 77} 22.5%, 32.4%904 Z7}=
g3 ASOX|= 55.0%°14 300 Todd unite]Ate 2 =
stslgich, A C3: 82.9%0lA FH4sglon] &3 C4

No. of cases (%)

£ 758l A& AALE AAFL 27.9%0 A ZH4E By

Increased vascluar marking 42 (37.8)
Cardiomegaly* 34 (30.6)
Pulmonary edema 20 (18.0)
Pulmonary effusion 6( 5.4)
Normal 61 (55.0)

t}(Table 9), YAZFA F4 2472k C3, C4 value
slo] HAE 2 C3v 1F oW qIUF 8531% 784
(91.8%) A, 251 A 10485 892 (85.6%) il
Al wlglon] 3FolA} XukF QlR1dk 79l C3xo ¥
atol7t gigled Co= &4 7153t 158 5ol A 15

* CT ratio > 50%

o[y ¢} 55215 272 (49.1%) 1A, 25l QI
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7025 3120 (44.3%) oA *okeH(Table 10), =8z
C3, C47t A4oz =& A7]E B C3& 613004,
C4= 27ello| A 4 2o 7h5 -+, C3+ 5121(83.6
%)°14 65 o|Ho] FAo=z =Hw Cae 268 (96.3
%) A 45 o] Hlo]l JA o2 =gich(Table 11),

AFETAAY AT p-884 AT 173

Table 9. Chemical and Serological Findings on Admission

No. of cases (%)

Total cholesterol (mg/dl) -

p=]
AlET -

e E—

(15.3%) @l A wi k=l 2 ASO=] 7} 300 Todd unit o] A
ol 61211%F 152104 AF B-88 A A AF-Tol vl
%13 300 Todd unit ]33l 50250l A& 2&ellAul A
T 584 ATl =g o 19 AT a-F
A AHATE, vEEA AHGATE, TEATTO|
wl| oFs] 2l o} (Table 12, 13).

dHEFe 2 AYEFEF 2128 (18.9%), 2ZLEE
% 1021(9.0%) Az =29 FA ALA 62 (54%), =8
A = F 520 (4.5%), AFA AFFFo] 247 22 (L.
8%) Qo Alekal ol & g1l tH(Table 14),

Penicillinx] & 5ol u}& 735 » C39 C47} A

<200 93 (83.8) Ao 2 =& A7)+ penicillinX] 8877 ¢ FoilA]
= 18(16:2) AgA o2 E 927} 99 ort(p<0.05) he Y4ZF
Total protein (em/al) 2 (150 A3k AAA 278 ATl 5 F Aolo] Z 2Hol7h 8
> 6.0 91 (82.0) siet(Fig. 2-1~2-3).
Albumin (mg/dl)
<35 44 (39.6) o &
>3.5 67 (60.4)
Creatinine (mg/dl) BAI| 7 AFFA A WA BlEE 159%24] o]
1 77.5
s e v S0 21, 5081 2kt 35 Sk 23l
BUN (mg/dI) ol e+ 19864 69 °]F 0.6% % % ZHAa s 4
<20 75 (67.6) £ °l-- Ael® o= A A Y AHATF
> 20 36 (32.4) A zrlel Q1% me o s HA3 YA Z A
ASO (unit) 2% 3 Asz 449, AL AgAGe] 54
45, .
N o eo) AR DA DA o AAATRY AFAA
c3 * Normal control value : 55—120mg/dI A Y FA ATAALD L 2 Aol A A
Normal 19 (17.1) who]] E3ln AAEZE AL Eofl gol WA, o
Decreased 92 (82.9) HATF2 373 BANE FA AATFAAE S o
C4 * Normal control value : 20—50mg/dI A ubel] Bo AA HEE S9E = 2712 Hol
Horimal 44(32.6) B AEAAE A AL F Yesle
Decreased 31 (27.9) 23} ALo] EL MANEE Hol o] S0, n}5iaz) o
Table 10. Relation Between C3, C4 Values and Duration of lliness on Admission
Duration of liness €3 &
Low (%) Normal (%) Total (%) Low (%) Normal (%) Total (%)
< 1wk 78 (91.8) 7( 8.2) 85 (100.0) 27 (49.1) 28 ( 50.9)  55(100.0)
1—2 wk 11 (57.9) 8 (42.1) 19 (100.0) 4(26.7) 11( 73.3)  15(100.0)
3—4 wk 2 (40.0) 3 (60.0) 5 (100.0) 0( 0.0) 3 (100.0) 3(100.0)
> 4wk 1(50.0) 1 (50.0) 2 (100.0) 0( 0.0) 2(100.0) 2(100.0)
Total 92 (82.9) 19 (17.1) 111 (100.0) 31 (41.3) 44 ( 58.7) 75 (100.0)
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penicillin
+ )
gross hematuria e-e 0O
proteinuria A-A  A-A
hypertension =-n 0-0

Number of cases

R\

N\

A A

~o —a —A &
\D\ D\ \é\A
N
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Duration of follow up
Time required for normalization of clinicopa thological

4

S 6 7 8 9
(week)

parameters (Follow up period available : 1985.1.1. —

Fig. 2-1.
1988.5.31.)
Table 11. Periods Recovered From the Onset to the
Normal Level

Duration of lliness C3 C4
< 1wk 3 8
1-2 wk 7 12
3—4 wk 18 6
5—6 wk 23 1
7—8 wk 6 4
> 8 wk 4 0

61%(92)** 27%(31)**

* : Patients with low C3, C4 level
* : Followed up patients

Table 12. Throat Culture

Microorganism No. of cases (%)

GAa—hemolytic streptococcus 21 ( 18.9)
GAf—hemolytic streptococcus 17 ( 15.3)
Non—hemolytic streptoccus 3( 2.7)
Staphylococcus, coagulase (—) 15 ( 13.5)
Other normal flora 50 ( 45.0)
No growth ‘ 5( 4.5)

111 (100.0)

st P wARIE = A15193 Potter5'99 ®
ZodE 118 Yo} AHAEAAE 1.7 12
Golr} uk

o]_ o] :15), %%IG)’ xé%_u)—r oéﬂ —5—}_9\;}\_—17_ iHEL
AL 7~ 7P B ohE Hn B Zhollortie 3

Al ol 3ol A= w-¢- = A A Skl

A AT 2E + YR A4 502 80.7%,
ul 51231 55100 5789 1l 65.6% R} A RSl A
£ T75%0A BAL U, ARG FFE o] 593}
B30 Ay e, H3ed, AFAol 47 80%, 16%,
4%} 53.1%, 115%, 1%32or & HugolAx 4
715 ZHo] 50~66.3%211121019 shab phgkord A=l
_\=_°ﬂ/<_] = /J-y]_‘}_ 71-03 o] 4%, x—l%‘_oa 54% J,] -] oﬂ 4.5
%3 xl-ﬂi 7Loﬂ ] IR Lxg o] 7}#+ {%9); x-] rsg 7Loi
Sozie 2034 2UA2) 770l sl 4% 7
AF H0Y(1~2F), A¥AAF F3F(3~65) 29
Z271% Zethn o220 Aase Hgelx 4
= 7Y A% 74.6%7} 27l il, Rz AS
80%7} 45 ool L ste] o] &3 vl AFAE B

—

frt

i

YA Y FAaE BFo] 76.9%~95.5%= 7}A &
I vk o, Hxe Folal Mur| Bonii0i2ls-1n
ARSI E thE 3253 & Fo]l: gdch
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Fig. 2-2. Time required for normalization of clinicopathological
parameters (Follow up period available : 1985.1.1. —
1988.5.31.)
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Fig. 2-3.  Time required for normalization of clinicopathological

parameters (Follow
1988.5.31.)

3419 &7L n}5102 ok A 884%, 1Y
ot 49.7%, AFEE 41.2%5°|P AFHe L o
289} 955% % 56.9% o= 35223 BaldwinE®

o4

up period available : 1985.1. 1. —

& mEgte] 747t 77.3%, 84.0%% Rugow s
o A& ok HE 70.3%, T8 44.1%, AFEd 33.3
%24 otE R uA-EH s 189te] HL so]c)
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Table 13. Relationship Between . ASO and Throat Culture

Throat culture (+)* (-) Total
ASLO .

> 300 15 (24.6%) 46 (75.4%) 61

<300 2 ( 4.0%) 48 (96.0%) 50

* Group A, § — hemolytic streptococcus

Table 14. Incidence of Complications

No. of cases (%)

Hyponatremia* 21 (18.9)
Hyperkalemia** 10 ( 9.0)
Acute renal failure 6( 5.4)
Hypertensive encephalopathy 5( 45) .
Congestive heart failure 2( 1.8)
Nephrotic syndrome*** 2( 1.8)

* Serum sodium below 130mEq/L

*% Serumpotassuim over 5.5mEq/L

**% Urinary protein excretion over 40mg/m? [hr with
serum albumin below 2.5gm%

F5 XALAL A3 99 F71 Avd, 59
Atzofolu} HHFFo] Yehled ol: 3L, ¢
239 &3 Lt Qs WA n¥tol}
AlFA e AR Aol glo] vrehdrha e,

WYTFZ7HE 38~44.7% 2101219 X gw] A3}Eo]
A& 405%2 visdgorn] HYTF AA4EE 454%
~80.9%14 F71=che Bust glovhonaie B gy
NAE 54.5%C04 F7t=lo] e FA4 AHF-A A
olAe] wde Ad a4 dlde|n 2 45 9
A FH o2 Qs Ax9 AMAY F7l2 s el
detba b olw A|FF) ] 4oz EFoldtin &
o} o] 510 F519L2 50,9% I 68.7%0l A wl-512L
23.1%°1A W1¥g & 4 vk vasigen A5
ol A& 43.2% R e},

JEE A 2 HALAAL e u e 505% 24 °
5109 32.7%xct 23 Bokoew whillnE i 14
2 gm/m? o] 3to]] hématuria®] A=} wlz| otz 3}
E0l® EdTolA=(+) ol xs 65.8%R>
o, FYFUFE 19.8% 24 ©]F09 20.7%} ¥l
3 F5199 52% Hthe go| FAHGI

ASO titere A A4TT ALFE 1~3FWol| F713)
of 3~570l] o] =3l ASO level& ALF-H A1

o QlEv Ax, o Fete Agte] glvkn i, Az}
ol A€ 55.0%004 ASOx7} ZF715o] Sagel5299]
61.0%, °l5'"9] 54.4%, E£5'99] 55.2%2t vlx3lA
%715]o] Ui

T4 ATAAEE FU-FA dbSol o7 sy
71 Aol 8 224 02 AATFA o £4e] FlejA LA
e oz g8A gon o) f A= 472 s
AW ¥ A F5(C3, CHH0)S zH&, AFFA] 7]= qte]
C3 4 IgGe] Az, dFol IgGs} C3% a1y &
4| (immune complex) 7t $4 57| % 3tn wl2E o
S AT 34 (streptococcal antigen) S 3T 4 9|
tA¥ S E 4 Y21 Clg, C24 C4 2L 27| &
Ago] Ag 7AdAat C39 47} Agsie of-g2
properdin®] 60% A=A FtA&dle HAog Mol Wx
7) & (alternative pathway) 9] #4371 F3 98L&
ghr}e2® o] 5192 96.0%, Baldwind®-L 79.0%1 4
C3x]7} AAgetn Badd] vs] AzEolAl = 82.9%
oA C37F 4= C49 A 275%% o] 5199
40%5ct 22 v E-E 1o C37t AL R 5= A
71 650l 82.3%7F AAL = =of o] 5199 10U ~8
F, AT 7 ~670l AAo 2 Hrhe v vl
g3 Ca7t ARz Hie A7lE o]F9L 650U
Aoz Atz Bagd vls] AL A= 4F0] U
80%°lA Ao g =of C3ncl o wa) FA43) =)
22)3 C3418) ZaA sk Al sk ABBA}
S Aoz dzA Yusn 249l C39 4+
® o35 ou|grha 3het, '

AFu| FAANA fQlFelet AzslE AT 88
A A4 ATFL Bisnos?"L 30.0%, Dooged”-& 23,
0%, Bernsteins*"2 61.0% A4 vj<kslglor] AxE
ol A& 15.3%004 wjkslo] 9] RunchE v
Fuje] FHW, vl 53Ve 24%, 32%xthHe ¥3 vl
52, A5 A5199] 12.3%~19.3% 9= ¥l =3 QE

ol ol 9 F7 Fule] vl FA A} techniqued] ibo] wi-E
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o Aoz FA=a ASO9 <l Fu)FAAete] A=
ASO7t 71 TollA AT B-884 AdAdTTol Wl
45l 7] ¢+ Bernstein530L 53.0%2 Mg x|t A
AL ALE 24.6%2 ERTE

T4 AT F4710] HFozE
AYEFEF 154%, 1ZFHF 11.5%, 2E¢A4 =
% 8.7%, FA4 A%A 8.71%, AFFTF 58%, A%A 2.
9%z} 30 5192 FA ALA 21%, AEA 2.1%,
IHYA HF 1.0%2 2aFos HAEY A At
EEYF 189%, 1ZEEF 9.0%, 54 A+A 54%,
TYGA HF 4.5%, AFA F FA Lol AAZ AF
3] (ISKDC)ell & A FFFo| 727t 1.8% 2 viepstet,

AAATTA AF 2o FYAABE FA7]7L
€ AL viA e dovt shsA P FH ARAL 4
ol £90] HAckn s 27] AAA FAAAEE
FA ATAADY riskE AAY F& 4 +
£ ok g,

25 FA AFFAIAG Slololl A QlF widk AALE B-
S84 dQATFol wigHchd FAA 22 F wolof
shut vl ok AALe] FAdEo] Yol FA4 AFFAAIA Zhot
L 2% 1097+ penicilline] v} erythromycinx] &5
dbolol rta FAE7| £ 31 qk o] & Al Aol
Qe | X gtor oAl FAA XaE AF3A
o_L—, 311—4_3,9)

PenicillinX 8 3} X532 % F Abeldl F471
o wAsHE of2] A4 FAY HAA £ F9] wishl
g AAE z2ARE £ A Aol 7} gllou
C3¢} C47F AR o2 5+ A7)+ EA A 2 2 penicil-

o510

Erelcls

ling AHER FolA Eole} 2AdAel Asaan
sA40t S8 ol 2 e E $99 F 4 8ld

.,

4 =3

198341 6UF-¥ 19883 5U7k=] qk 57k 4 ey
A aotzel AAsHA FA AFFAAA o} 111l
3 JAE 14E e oo 2E AES A%

FA AATAAG HLAEH]_Y;_.‘__. 159%39\_,_ o‘iu‘lg_{:_.
1986 6ol ol Z4std o (p<0.01), A71= 7
o] Hlwigl 11l 19 A}ooll Bo] LAIEL I Folrt
1.7¢] ggrow] 7~94o] Futsla 34| o]dlol| A= =&

Al A3,

AYASe A7) 5 7Fde] 64.0%2 73 Boked 9
Ao F42E HFo| 74.8%, 4 x 50.5%,
2¥8 4.1% A2 FF XA AL o4 a7 ze

AP G &4 F717) 37.8% = 7+ who] vielge}
AU mAAA e 382 A2 E A4,
2 65.8%004, A AFE 54.1%, YT AF=

19.8%°14 £ 4 YRew ASOx7} 300 Todd unite]
4 F7tEE AT 55.0%°10 2 AF =] FA A
AN AT B-88A AMATTL 15.3%l A4l vl s
Ak, d44] C3& 82.9%N A, Cie 27.9%0A 7t
=g} C3+= diAll 65 o|l, Ca= A 450 ol A
Aoz Folsith, IyFon: ANA EFY 27.9%,
F4 A4 54%, 1YY HF 45%, AFFF L
8% A2 Al ol & @l

72d % g §A4 AEAAY el penicilling]
Foj F4719 dAA, AAAALZAY Aol FEE
o] 2] x| %3l Aoz ALg =,

2 n g 9
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= Abstract =
A Clinical Study on Children with Acute Glomerulonephritis

Jeong Ok Kim, M.D., Son Moon Shin, M.D. and Yong Hoon Park, M.D.
Department of Pediatrics, College of Medicine, Yeungnam University, Taegu, Korea.

A clinical observation has been made on 111 children with acute glomerulonephritis who were
admitted to Pediatric Department of Yeungnam University Hospital during 5 years period from June
1, 1983 to May 31, 1988.

The incidence of acute glomerulonephritis among hospitalized patients was 1.59% and the annual
incidence was decreased markedly after June 1986. Peak incidence was noticed in the wintertime from
November to January when URI was most prevalent and male to female ratio was 1.7 : 1. Most cases
were between 7 to 9 years of age but cases below 3 years of age were quite infrequent. URI was the
most common preceding illness(64.0%). Common clinical findings were edema(74%), gross hematur-
ia(50.5%) and hypertension(44.1%).

At the time of admission, proteinuria was detected in 65.8%, granular cast in 54.1%, RBC cast in
19.8% and almost all cases except 3 showed microscopic hematuria. ASO titer over 300 Todd units
was found in 55.0%. Throat culture revealed group A g-hemolytic streptococcus in 15.3% of cases. C3
and C4 levels were reduced in 82.9% and 27.9% of cases and were normalized within 6 weeks and 4
weeks in most cases respectively.

Electrolyte imbalance was accompanied in 33 cases, acute renal failure in 6 cases, hypertensive
encephalopathy in 5 cases, congestive heart failure in 2 cases and nephrotic syndrome in 2 cases as
the complication of acute glomerulonephritis.

As a result of alternate penicillin adminstration to the suspected acute postinfectious glomerulone-
phritis, there is little evidence that penicillin affect the process of clinical and laboratory findings
occured in acute phase. ‘

Key Words:
Acute glomerulonephritis, Annual incidence, Penicillin administration
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