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I mgig, o 7 AMgstelen] Am 22 % ZE WAl 1Y Tl 24 AR2AAAE Ao,
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57.1%, AZA group 38.4%0°|3l.3, RE-Fs]E =38 Hs]-&2 CsA group 88.2%, RFP group 85.7%, AZA group
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Table 1. Clinical Status of Henoch-Schonlein Purpura
Nephritis

status

A Normal. Normal physical examination; no urinary

abnormality; normal renal fuction

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

C  Active renal disease. Proteinuria>1 g/24hr+
hypertension; normmal renal fuction

D  Renal insufficiency. GFR<60 ml/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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Table 2. Pathologic Grade of Henoch-Schonlein
Purpura Nephritis

Grade

[ Minimal change
I Pure mesangial proliferation
(a) Focal
(b) Diffuse
IIT Mesangial proliferative glomerulonephritis with less
than 50 percent cresecnts :
(a) Focal
(b) Diffuse
IV Mesangial proliferative glomerulonephritis with 50-
75 percent cresecnts :
(a) Focal
(b) Diffuse
V Mesangial proliferative glomerulonephritis with
more than 75 percent cresecnts :
(a) Focal
(b) Diffuse
VI Membranoproliferative(mesangiocapillary)
glomerulonephritis

International Society of Kidney Disease in Children ,
modified by Heaton et al. Histopathology 1:93-104, 1977
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S0 olSlc} (Table 3).
e $u3 FJF 17049, 2204, 1199 34
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Table 3. Patients Profile

From onset to

Regimen No. Age(year) M:F beginning of Tx(mo)
RFP 7 8.6 £ 2.7 6:1 12.8 + 17.1
AZA 13 76 =33 12:1 51+ 121
CsA 17 72+28 L1l 12.7 £ 22.1
Table 4. Final Outcome of Nephrotic syndrome

Regi Complete Partial Remission Mean F/U

cpimen remission(%)* remission(%)** rate duration(mo)

RFP 4/7(57.1) 2/7 (28.5) 85.7% ( 6/7) 215 £ 145
AZA 5/13 (38.4) 6/13 (46.2) 84.6% (11/13) 112+ 538
CsA 10/17 (58.8) 517 (29.4) 88.2% (15/17) 166 = 8.1

*CR : Normalization of edema, serum chemistry and proteinuria

**PR : Normalization of edema, serum chemistry but persistent proteinuria

Table 5. Disappearance Rate of Proteinuria

. Disapperance ~ Mean duration of
Regimen  No.

of Proteinuria(%) disappearance(mo)

RFP 7 7 (100.0) 64+ 38
AZA 13 9( 69.2) 23+ 17
CsA 17 17 (100.0) 33217
Table 6. Disappearance of Hematuria

. Disapperance of Mean F/U
Regimen ~ No. . )

hematuria(%) duration(mo)

RFP 7 4( 57.1) 21.5 £ 145
AZA 13 6 ( 46.2) 112+ 58
CsA 17 10 ( 58.8) 16.6 £ 8.1

Table 7. Final Outcome of Clinical Status

. Clinical status* Change of
Regimen Before Tx 1 mo after Tx Clinical status
RFP c 7 A 6 Improved: 7

B 1
AZA Cc 1 A 4 Improved : 11
B 2 B 8§ No change : 1
c 1 Aggravated : |
CsA C 16 A 6 Improved : 17
D 1 B 11

* Meadow SR, et al. Quart ] Med 41:241-258, 1972
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62(85.7%), 111(84.6%)5Ith (Table 4). X8 A|z}%
ol AAEE g 7|17 Zh2 33704, 6.470
9, 2374408} (Table 5), @ AAE CsA group
10%(58.8%), RFP group 42(57.1%), AZA group 6¥]
(46.2%)9 A 9lgi} (Table 6). Meadow ¥-F53"el}
w2 2} groupd} X8 /33l CsA group
C7} 16, D7} 12191 0m, RFP group & 78] =% CYlx,
AZA groupe -C7b 113, B7} 2l dovt Az
Zo)= CsA group 173, RFP group 78] RFol|AA
dAdHe A AL 4 AN, AZA group2
113l 3R 7, 18 H3E Belx] ¢gton
1FM e 43g 2738 29 (Table 7). A& F8
Y Fo Al 4 AARAe We] 2A48H
474 ISKDC £-59)) w2 S| Ak =A% A
= CsA group 5#(29.4%), RFP group 0#(0%), AZA
group 28)(12.4%) 3 (Table 8), HA B} A4
immune-deposition®] #31= CsA group2 179% 15
w1 0)(88.2%), RFP groupe 782 6% 0)(57.1%), AZA
group 138% 43(30.8%)e] AadF Fad 27
< B9} (Table 9).

Aol Jepd £ 9l CsA group®] A%
2AZA &R 179 AN AEH LHE
He 4 glslem A group BF A8 7|2 o]
WZ 27 o)A gdshdt

do i
o3

<
Eeg



Table 8. Pathologic Grade

. Change of
Regimen Grade* Before treatment After treatment -
pathologic grade
RFP 1 1 1 No change : 7
If 4 4
ITIb 2 2
AZA I l 3 Improved : 2
11 3 2 No change : 11
1lTa 6 6 '
IHb 3 2
CsA 11 4 8 Improved : 5
Ila 0 1 No change : 10
il 9 2 Aggravated : 2
Iila 2 3 '
b 1 1
v 1 1
v 0 1

* International Society of Kidney Disease in Children,
modified by Heaton et al. Histopathology 1:93-104, 1977

Table 9. Pathologic Change on Immunofluorescent Study

Regi N Improvement
egimen 0. on F/U Bx(%)
RFP 7 6 (85.7)
AZA 13 4(30.8)
CsA 17 15(88.2)
L
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Therapeutic Effect of Cyclosporine A on
Severe Henoch-Scholein Purpura Nephritis

Hyun Jong Chin, Ji Hong Kim, Pyun:g Kil Kim, Hyeon Joo Jeong.*
Departments of Pediatrics and Pathology*, Yonsei University, College of Medicine, Seoul, Korea

Purpose : Henoch-Schonlein purpura nephritis(HSPN) accompanied by nephrotic syndrome(NS) is known to have
a poor prognosis and effective treatment is still controversial, even though both corticosteroids and immunosuppresant
have been used for therapy. Cyclosporine A(CsA) is a well known immunosuppresant and widely used in renal
transplantation and glomerular diseases especially steroid resistant. The aims of this study was to evaluate the
therapeutic effect of CsA and to compare CsA with previously reported our data of rifampin(RFP) and
azathioprine(AZA) in children with HSPN accompanied by NS.

Methods : 37 HSPN patients with NS confirmed by renal biopsy were selected. Of these, 17 patients were treated
with CsA(5 mg/kg/day) for 6-8 months, 7 children were treated with RFP(10-20 mg/kg/day) for 9-12 months and 13
patients were treated with AZA(2 mg/kg/day) for 8 months. Along with these regimens, low dose oral prednisolone(0.5-
1 mg/kg, qod) was also used. Sequential renal biopsy was done in all patients 1 month after termination of treatment.

Results : Complete remission rate of nephrotic syndrome was 58.8% in CsA, 57.1% in RFP and 38.4% in AZA
group after 17, 22, |1 months of mean follow-up period. Overall remission rate including partial remission was 88.2%
in CsA, 85.7% in RFP and 84.6% in AZA group. Disappearance rate of hematuria was 58.8% in CsA, 57.1% in RFP
and 46.2% in AZA group. Improvement of grade of clinical status was observed in 17 out of 17 CsA, 7 out of 7 RFP and
10 out of 13 AZA group. Improvement of pathologic class on sequencial renal biopsy was shown in 5 CsA(29.4%),
none RFP(0%) and 2 AZA group(12.4%). Improvement on histologic immune-deposition was seen in 15 CsA(88.2%), 6
RFP(85.9%) and 4 AZA group(30.8%).

Conclusion ; In conclusion, Both CsA and RFP treated groups showed better result in complete remission rate of
nephrotic syndrome and significant inprovement of histologic immune-deposition compared with AZA treated
group(p=0.004). So, we recommend CsA and RFP rather than AZA for immunosuppresant treatment in HSPN with
nephrotic syndrome.
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