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Table 1. Classification of Henoch-Schnlein Nephritis

Grade 1. Minimal alteration

Grade II. Mesangial proliferation

Grade III. (a) Focal or (b) Diffuse proliferation or
sclerosis with <50% crescents

Grade 1V. (a) Focal or (b) Diffuse mesangial proliferation
or sclerosis with < 50-75% crescents

Grade V. (a) Focal or (b) Diffusc mesangial proliferation
or sclerosis with > 75% crescents

Grade VI. Membranoproliferative-like lesion
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Table 2. Age and sex distribution

Table 4. Preceding history

Age(years) Male femnale Total(%) Preceding history Number(%) (n=34)

34 2 0 2(5.9) Preceding respiratory 7(20.6)

5-6 9 2 11(32.4) infection

7-8 5 5 10(29.4)

9-10 2 1 3(8.8) Hepatitis B carrier 4(11.8)
11-12 1 5 6(17.6) Allergy 411.8)
13-14 0 2 2(5.9)

Total 19(55.9) 15(44.1) 34(100.0)

dlll A Q3 WA B £384 dsidddol wad
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Table 3. Duration form disease onset to renal biopsy

Duration Number(%o)
<4 weeks 10(29.4)
5-8 week 12(35.3)
9-12 week 3(8.8)
13 week-1 year 7(20.6)
>1 year 2(5.9)
Total 34(100.0)
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Table 5. First symptom and associated symptoms at onset
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First symptom Numer (%)
Skin 25(74)
Gastrointestial 9(26)
Total 34(100)

Associated symptoms at onset Numer(%)
Skin 8(23.5)
Skin+ gastrointestinal 12(35.3)
Skin+ joint 2(5.9)
Skin+ gastrointestinal+ joint 3(8.8)
Skint+ gastrointestinal+ hypertension 2(5.9)
Skin+ joint+ hypertension 12.9)
Skin+ gastrointestinal+ joint+ hypertension 6(17.7)
Total 34(100.0)




Table 6. Laboratory findings

Numer(%) Number of observation
Serum ASO titer <250 Todd units 21(75) 28
2250 Todd units 7(25) 28
C3 level <80 mg/ml 4(13.8) 29
280 mg/ml 25(86.2) 29
Urine c-CrCl* < 80 ml/min/1.73m2 4(11.8) 34
280 m/min/1.73m2 30(88.2) 34
protein 240 mg/hr/m2 34(100.0) 34
casts granular 3
hyaline 1
fat oval body 3
Stool guaiac positive( = 1+) 11(32.4) 34
24A7F AW AAME 2% 40 mg/hr/m2 of BSA ©] St} (Table 7).
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Table 7. Renal manifestation and relationship with biopsy findings

Pathologic grade

Renal manifestation [ v Number(%o)
I II
Illa 1Ib IVa IVb
Nephrotic syndrome+ Acute nephritic syndrome - 10 - 1 - 1 12(35.3)
Nephrotic syndrome+ Gross hematuria - S - 1 - - 6(17.6)
Nephrotic syndrome+ microscopic hematuria 5 2 8 - - 16(47.1)
20 2 9 0 1 34(100)

Total
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Table 8. Immunofluorescent  microscopic  findings Table 10. Outcomes according to initial biopsy

available in 23 cases findings
Immunofluorescent antibodies Number Histologic Clinical status
rade
None 5 8 A B C D
IgA only 1 I 2 - - -
IgA+C3 8 I* 6 9 4 -
MMa 2 0 - -
IgA+ C3+ IgM 5
IgA+ C3+ IgG 1 b 2 4 3 i
e £ IVa - - - -
IgA+ C3+ IgM+ Clq 1 b - - 1 -
IgA+ C3r IgM+ [eG 2 v, VI - - - -
Total 23 Total(n=33) 12 13 8 0
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Table 9. Classification of the clinical status of each patient at the latest observation, originally devised by
Meadow et al. B} as modified by Counahan et al.3l)

Sate A, Nomal:
physical examination(including blood pressure), urine and renal function were all normal
Sate B. Mina winary abnarnalities:
normal physical examination and renal function, with microscopic hematuria or proteinuria <40 mg/hr/m?2
(<1.0 /24 hr) or both
State C. Adive rewl disuse
proteinuria = 40 mg/hi/m2 (2 1.0 g/24 hr) or hypertension, or both, with GFR = 60 m¥min/1.73 m2
State D. Rewdl insffidency:
active renal disease but with GFR< 60 ml/min/1.73 mXincluding dialysis/transplant) or decreased
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= Abstract =

(linicopathological evaluation of Childhood Henoch-Schonlein
Purpura(HSP) Nephritis with Nephrotic Syndrome

Hyeon-Ho Kang, Kyung-Leem Yoon, Byoung-Soo Cho

Department of Pediatrics Cdlege of Madiane Kyung-Hee university

Purpose : Henoch-Schonlein purpura(HSP) is a common pediatric discase presenting most frequently with
skin, gastrointestinal, joint and renal manifestations. The prognosis of HSP is mainly determined by the
involvement of the kidney, but prognostic markers have not been established. We evaluated the patients who
have HSP nephritis with nephrotic syndrome.

Method : Clinical manifestations and laboratory findings were observed and analyzed in 34 cases with HSP
which were manifested by nephrotic syndrome, hospitalized at Kyung Hee university Hospital during the period
from Jan. 1990 to Dec. 1998.

Results : 1) Male to female ratio was 1.3:1, and mean age at onset was 8.3 year. 2) Mean duration from
symptom onset to renal biopsy was 10.5 weeks. 3) Proportion of patients presenting with acute nephritis was
32.4%, gross hematuria 17.6%, microscopic hematuria 50%. 4) The findings of renal biopsy were 20 cases of
grade II, 11 cases of grade III, 2 cases of grade I, 1 case of grade IV according to classification by ISKDC. 5)
Patients with grade I were recovered with no residual defect, but patients with grade IV shows active renal
disease(states C).

Conclusion : Among the patients with Henoch-Schonlein purpura accompanying nephrotic syndrome, more
aggressive treatment might be needed in patients showing crescents formation on renal biopsy. A prospective

study will be needed to explore the progression of this disease.

Key words : H-S purpura, nephrotic syndrome, renal biopsy, acute nephritis
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