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Table 1. Clinical status of Henoch-Schélein Purpura
Nephritis

status

Normal Normal physical examination; no
urinary abnormality; normal renal fuction

B Minor urinary abnormality Normal physical
examination; hematuria(microscopic intermittent
macroscopic and/or proteinuria)

C Active renal disease Proteinuria>1g/24hr +
hypertension; normmal renal fuction
D Renal insufficiency GFR<60ml/min/1.73m?,

actual or renal death(dialysis or transplantation)

Meadow SR, et al. Quart J Med 41:241-258, 1972
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of 93 Bebd a3 olal A - 3](International
Society of Kidney Disease in Children; ISKDC, 1978)¢]
E5ol o AsH K Table 2). A1FFF-2 ISKDCH
A e et opFe] DY x(240 mg/mVh B
2960 mg/m*/24hrs) 9 AR FE(<2.5 g/dL)¢
2714 2R 2EINAY FARgeH A &
AANRE, AN 273 @ Dot 25 A d
A4S AT, AANFFL 3AFT YAZA &A
& Al Hedot HE DU} ASHE A4S
yusiel A9san 349 e dAY A4
&7iel AR &S A-E v BTl s

Table 2. Pathologic Grade of Henoch-Schélein Purpura
Nephritis

Grade

1 Minimal change
II Pure mesangeial proliferation
(a) Focal
(b) Diffuse
I Mesangial proliferative glomerulonephritis
with less than 50 per cent cresecnts :
(a) Focal
(b) Diffuse
v Mesangial proliferative glomerulonephritis
with 50-75 per cent cresecnts :
(a) Focal
(b) Diffuse
Mesangial proliferative glomerulonephritis
with more than 75 per cent cresecnts :
(a) Focal
(b) Diffuse
VI Membranoproliferative(mesangiocapillary)

glomerulonephritis

International Society of Kidney Disease in Children ,
mcdified by Heaton et al. Histopathology 1:93-104, 1977
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Table 4. Clinical and Pathological Status of Patients

Table 3. Clinical Features at Admission

Male : Female

13:2

Mean age of HSP onset 7 yr 10 months
Mean age of HSPN onset 8 yr 1 month
Mean time (onset of HSP to HSPN) 3.2 months
Proteinuria

non nephrotic 0(0%)

nephrotic 15(100%)
Hematuria

microscopic 10(66.7%)

gross 5(33.3%)
24hr urine protein 2686 +2064 mg/m?*24hr
Serum IgA level 222.8+73.3 mg/dL

8.709)e] 109)(66.7%)e1A VuAANE Rog
(Table 4,5). ‘

e} 2Aea 224 ISKDCEFol v 22
Grade 111 42, Grade Illax 8%, Grade llib:= 23,
Grade I 19)6]51.2%, 234 A% ZAHAE Ao
% 1143 2geeaos S TG A9
LHI-->)7F slglon, 2AHgeaq 342 349

Clinical status disa;)rEZatr?mce Pathologic class Follovy—up I.Ja‘st Final
No. Age Sex —_—_— . . —————— duration  clinical outcome*

before  After of protienuria before after  (months) staus

(months)

1. 8 2IM C B 8.0 1IIb - 20 B NR
2. 15 9/12 M C B 3.0 HIL) b 13 B PR
3. 4 11/12M C B 35 Illa Illa 20 C PR
4, 8 412M C C 35 1Ia - 4 C CR
5. 3 712 M B B 3.0 I II 21 B CR
6. 7 9/12 M C A 25 111 111 16 B CR
7. 7 712 M C B 35 Hla Il1a 14 . B NR
8. 11 11/12F C B 1.0 Illa - 4 B CR
9. 13 2/12M C B 5.0 Illa III 19 B NR
10. 8 10/12 M C A 1.0 Illa IITa 12 A CR
1. 8 10/12M C A 3.0 III Ila 12 A CR
12, 6 J12M C A 2.5 Illa - 5 B CR
13. 5 712F B B 2.0 III - B PR
14, 11 SN2M B C 2.5 Hla 1la 12 B PR
15. 7 /12M C A 3.0 11 II 2 A CR

* CR ; complete remission, PR ; partial remission, NR ; non remission,

PU ; proteinuria, HU ; hematuria



Table 5. Outcome of Treatment with Azathioprine(n=15)

Response No. of Pts (%)
Compiete remission of proteinuria 8(53.3)
Partial remission of proteinuria 4(26.7)
No response 3(20.0)
Remission of hematuria 10(66.7%)
No response 5(33.3%)

oA FAE &K Table 6).

AZAABA GE AEE APA GAd st
7892, 1894 = Cyclosporine 5o & ghilyy 2
Hurt A&H AZAE Fostglon, YwA] T#e]
M AZA AFA prednisolone 2 mg/kg/day& =2
2 BT Fsigl o P Fo7)7F 1.440.6270
(#19): 0.5719-271 Q)53 prednisolone & HE02
A4 TE odelH Dk W Ywitb A&se
(Table 7).

Table 6. Pathologic Findings Before and After Azathioprine Treatment

Timeof Timeof ISKDC* Number Immunofluorescence invertigation
Case !stbiopsy 2nd biopsy classifi- of
No after after cton  glomeruli mesangial loop
* onset treatment (immuno-
months  month flurescence) IgG  IgA IgM  C3 fibrinogen I1gG IgA Igm C3 fibrinogen IF change
1 18 1Ib 14 -+ - - -t -
9 ITb 9 -+ H H -~ -+ - NC**
2 1 I1Ib 34 - + x * + + - - - -
9 11Ib 5 - - - - - - - - - N [Pk
3 1 la 59 ++ ++ ot + + T +
10 Illa 6 -+ - - + - - - - P
4 0.5 Illa 47 ++  ++ - ++ - - - - .
bx not dome
5 0.5 111 26 - + o+ + - + - - -
. 8 11 12 - + + + - + - -+ . NC
6 7.5 I 18 - + - + - - - - - R
10 I 17 + + =+ - + - - - - - NC
7 42 111 2 + + + - + -+ - - -
11 I 8 ++ 4 - ++ - 4+ - - - NC
8 3 Ila 24 - + - - - - - - - -
bx not done
9 3 1Ila 21 - - + - - - - - -
10 Illa 14 + + * + + - - - - - NC
10 2 IIia 7 - + - + + - - - - R
9 Ila 19 - + - - - - -+ - - NC
11 1 I _ 36 B + + - - - - -
10 Illa 22 + + + - - - -+ + - P
12 1 Illa 37 -+ o+ + + - - - - -
bx not done
13 1 I no glomeruli
bx not dome
14 1 11la 19 = + + - - - - R
9 Ila 27 + + - - + - - NC
15 1.5 I 18"  ++ ++ - + . - - - - -
9 11 46 + + + + - - - - - - NC

ISKDC*;International Study of Kidney Disease in Children, NC**; no change, IP***; improved
upper raw of each paragraph; first biopsy, lower raw of each paragraph: second biopsy
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Table 7. Mode of Treatment

Treatment regimen No. of patients

AZA due to steroid resistent 7

AZA due to CsA dependent

AZA without other prior therapy 7

Total 15
I &
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Azathioprine Therapy in Henoch-Schonlein Purpura Nephritis
Accompanied by Nephrotic syndrome

Jin Tae Son, Ji Hong Kim, Pyung-Kil Kim, Hyeun Joo Chung*

Departments of Pediatrics and Pathology*, College of Medicine,
The Institutue of Kidney Disease, Yonsei University, Seoul, Korea

Treatment of Henoch-Schénlein purpura nephritisCcHSPN) accomanied by nephrotic syndrome is still controversal,
even though both corticosteroids and immunosuppressants have been used for therapy. Azathioprine(AZA) is a
chemical analog of the physiologic purines-adenine, guanine, and hyoxanthine and an antagonist to purine metabolism
which may inhibit RNA and DNA synthesis and is mainly used for immunosuppressive agent. We studied the effects of
AZA in HSPN accompanied by nephrotic syndrome and evaluating the clinical status and histopathologic changes by
sequential biopsies following the treatment.

Fifteen patients with nehprotic syndrome either initially or during the course of HSPN confirmed by renal biopsies
were treated with AZA(2 mg/kg/day) and prednisolone (0.5-1 mg/kg/day qod) for 8months. Folow up renal biopsy
was done after treatment in 11 patients.

The clinical status of the patients on admission were C(12 cases) and B(3 cases). Improvement of clinical status
were showed in 12 cases, but 3 cases were not improved and 1 case was aggrevated after AZA treatment. Complete
remission of proteinuria were in 8 cases(53.3%), partial remission were in 4 cases(26.7%) and persistence of
proteinuria and hematuria were in 3 cases(20.0%). The loss of hematuria were in 10 cases(66.7%).
Histopathologically and immunopathologically, 4 cases were improved.

This study suggests that, although control studies are needed, AZA could be used in the treatment of HSPN
accompanied by nephrotic syndrome. (J Korean Soc of Pediatr Nephrol 2:41-49, 1998)
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