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Successful treatment of allergic purpura nephritis
associated with thrombotic microangiopathy using plasma exchange : a case report

Takashige KUWABARA®*!, Takahiro OHNISHI, Yutaka KAKUTA*2,
Shinsuke NOMURA*3, and Kensuke JOH**

*'Department of Nephrology, *?Department of Cardiology, Yamada Red Cross Hospital,
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A 73-year-old man, who had an allergy to shellfish, was admitted to our hospital because of
proteinuria, hematuria, purpura and extremity edema after eating oysters. Laboratory data on admission
were proteinuria 2.0 g/day, hematuria 34, serum creatinine (Cr) 1.2 mg/d/, total protein 6.3 g/d/, and
albumin 3.1 g/d/. He presented a high fever with neutrophilia and rapid deterioration of renal function
after admission. Based on the skin biopsy, we made a diagnosis of leukocytoclastic vasculitis with IgA
deposition. Oral prednisolone (40 mg/day) following drip intravenous methylprednisolone (500 mg/day, 3
days) was administered. However, renal function and urinary findings showed no sign of improvement. In
the first renal biopsy, although there were no crescentic formations, most of the glomeruli showed
thrombotic microangiopathy and endocapillary proliferation with IgA deposition and electron dense
deposits. Therefore, a plasma exchange was performed resulting in an improvement of the renal function.
The serum Cr. level was reduced from 2.7 to 0.8 mg/d/ and proteinuria from 3.7 to 0.1 g/day. In the second
biopsy, the electron dense deposits with an IgA deposition had disappeared.

These findings suggested that plasma exchange was effective in leading remission in a case of allergic
purpura nephritis associated with thrombotic microangiopathy.
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Laboratory findings on admission (10 Dec, 2002)

Fig. 1)
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Urinalysis Peripheral blood
Gravity |.020 WBC 15,600/mm?
PH 5.5 Neutro 84.3%
Protein 35.4 mg/dl Lymph 10.2%
(2.0 g/day) Mono 4.7%
Sugar - Eos 0.7%
Ketone - Baso 0.1%
Occult blood I+ Retc 5.2%
Sediments RBC 403 X 10*/mm?
RBC 30~49/HPF Hb 7.7g/dl
WBC | ~4/HPF Ht 25.3%
Granularcast 5~9/WF MCV 62.8 fl
Waxy cast | ~4/WF MCH 19.2 pg
CCr (24 hrs) 41.9ml/min MCHC 30.6 g/d!/
uBMG 2,836.8 ug/day  PLT 56.9 X 10*/mm?
uNAG 25.9U/g - Cr HbAlc 5.2%
APTT 32 sec
PT 80%
Fibrinogen 402 mg/dl

Blood chemistry

Serological test

TP 6.3g/dl  CRP 5.2 mg/dl
Alb 3.1g/dl ASLO 10.01U/m!
T. Chol 122 mg/d!/ RF 5.01U/ml
TG 109 mg/d!/ ANA <40 1=
UN 21 mg/dl PR 3-ANCA <1.3U/ml
Cre |.2mg/d/ MPO-ANCA <1.3U/ml
UA 7.8 mg/dl Anti-GBM-antibody -
Na 139 mEq/! IgG 1,400.0 mg/d!/
K 4.2 mEq/! IgA 365.0 mg/d/
Cl 104 mEq/! IgM 83.0 mg/d!/
Ca 8.3 mg/dl IgE 264.11U/ml
P 3.1 mg/dl Cc3 77.0 mg/dl
Glu 130 mg/d!/ c4 15.0 mg/d!/
LDH 3031U/1 CH 50 49.9U/m/
GOT 261U/ Haptoglobin 226 mg/dl
GPT 191U/1 Cryogloblin -
T. Bil 0.5mg/d/  CIC Clq 3.4 ug/ml
Fe 18 ug/di

UIBC 358 pg/dl

TIBC 376 ug/dl

Ferritin 33.8 ng/ml

sBMG 3.82mg/!
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Hematur12a+(grade) 3 4t ot a 3 a4 24
Dilazep, Losartan J
51} Warfarin | 1100 |38.5
u-prot __1&1\3;‘/_4 CCr BT
CTX 25/CZOP 2 'ml/min) | (C)
(g/day) e , (ml/min)
sCr PSL
(mg/dl) 0.5g 20mg 10m S,
4l 3days} 40mg 4Wks 30mg 2Wks 2Wks | 30mg 20mg 180 38.0
Every other day
3r 160 (375
9L 140 370
1r -20 |36.5
Skin  Renal
Biopsy Biopsy Plasma Exchange
0 0 36.0
0 day2 7 i1 25 40 45 50 57 70 93 126
Admission discharge —@—u-prot —&— CCr(24hrs)
—@—sCr ——B.T.
Fig. 1. Clinical course
u-prot : proteinuria, CCr : creatinine clearance, B.T.: body temperature, DOA : dopamine, CTX : cefotaxime

sodium, CZOP : cefozopran hydrochloride, mPSL : methylprednisolone, PSL : prednisolone
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Light microscopic findings of the skin biopsy
(HE stain, X 400)
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Fig.3. Light microscopic findings of the renal biopsy

a : PAS stain, X 400, b : PAM stain, X 400
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Fig. 4.

Immunofluorescent findings of the renal biopsy
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Electron microscopic findings of the renal biopsy
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Fig. 6. Light microscopic findings of the second renal
biopsy (PAS stain, X 400)
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