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An adult case of severe Henoch-Schonlein purpura associated with steroid-resistant nephrotic syndrome
successfully treated with intravenous cyclophosphamide
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Henoch-Schonlein 58555 (HSP) (&, /NEIME D IME %% R L § 2 BB T, [gA 2 1L L 2 WEEEKRD
VA % BEEER 12580 2 DR T H %, HSP TRIEREEN PRINTICA 2 LINTE D, HREDOBEIIZHLD
THEHETH S, S0, 2704 PGS 70—tz 2L, forH i BIRAIK T 2 580 72 B O il A FRIE
HSP PEEF A (HSPN) IR LT, 27 uF A7 7 3 F L 29 (IV-CYC) 233550 L 720EH 2 #85 L 72 D & $
2, IEFIE 37 A%, bk, EETREAICENT BICTRIE &S, IERATHEL, 518, SROEARE X QIR
RO, BEMEMAT, XY X7 LIS [gA OWEE2RO, SEZGEERRRBI NI, HRELTA
THA FPOVAEEICZ, 7L F=vyay 50mg/Hz2#5 L, IREADOWERDT, 7 uARY v2i&
ML7zEZ3, G2 LT7F=vAliB LR Lok, > 27ah 27 7 2 F(CYC)500 mg (325 mg/m?) % #Eff
IR 4 BFECRE T % IV-CYC 217\, BREHEE X ORBIRIT R EH IS L7z, REELZRIEH IR T,
IV-CYC %5t 5 M7V, 1 FRBICTEREMICE > 72, FEDOHRAFSE HSPN IZX L ¢, IV-CYC (B XI%inkik
D—DOTHbLEZSNT,
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Henoch-Schénlein purpura (HSP) is a systemic disorder characterized by small vessel vasculitis with the
deposition of IgA immune complexes. Renal involvement is the major cause of morbidity and mortality in
patients with HSP. We report here a 37-year-old female patient with HSP nephritis (HSPN) associated with
steroid-resistant nephrotic syndrome and renal dysfunction despite conventional therapy. The patient was suc-
cessfully treated with intravenous cyclophosphamide following treatment with intravenous pulse methylpredniso-
lone and oral prednisolone. The combination therapy resulted in a significant decrease in proteinuria, together
with improvement of renal function. The patient finally reached a stage of clinical remission.

Jpn J Nephrol 2010 ; 52 : 66-72.
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WAk Z G U 72, iEERInSE D B R 3 2R L, &
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Table 1. Laboratory findings on admission 1

Blood cell count Blood chemistry Urinalysis

WBC 9,400/ L Na 139 mEq/L Protein (4+) (3.08 g/day)
Neu 70.7 % K 3.6 mEq/L OB 3+)
Ly 21.0% Cl 102 mEq/L UP/Cr 3.92
Mo 4.0 % Ca 8.1 mg/dL Coer 56.6 mL/min

Eo 39% TP 5.0g/dL  urine sediment
Ba 0.4 % Alb 2.5g/dL RBC 50~99/HF
RBC 321x10*/uL BUN 17 mg/dL WBC 30~49/HF
Hb 9.4 g/dL Cr 0.8 mg/dL Granular cast 50~99> /WF
Ht 27.4 % AST 291U/L Hyaline cast 1,000~ > /WF
Pt 42.6x10%/ulL ALT 271U/L Waxy cast 1~4/WF
ESR 37 mm/h T-Chol 222 mg/dL Fatty cast 1~4/WF
TG 124 mg/dL RBC cast 1~4/WF
Glu 88 mg/dL WBC cast 100~/WF
CRP  1.39mg/dL Epithelial cast 30~49/WF
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Table 2. Laboratory findings on admission 2

Serological study Coagulation

ANA <40 PT 97.2 %

MPO-ANCA <1.3U/mL INR 1.03

PR3-ANCA <3.5U/mL APTT 22.2 sec

Cryoglobulin (=) Xl factor 76 % (70~

1gG 567 mg/dL 140 %)

IgA 121 mg/dL

Cs 107 mg/dL HBsAg (=)

C, 25.6 mg/dL HCVAb (=)
RPR (=)
TPHA (=)

T, 7 V7 3 VIMEE, Eal A7 — VIMED& S Ntz
JRATRAC T, IREADENET 44, IR 3+, IREA/ 7
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XA 7% & & IEHFHEFHNTH - 72,

DLEXD, EERIEEMEEZH % HSPN 2%tbi, MEE
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e AT L7z,
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WA RER MR 1 T, MR Ak E 6 lficiRo 7z, X6
12, 6 DRI TIRETOPAZER & 727 X 9 B NBIH

Fig. 1. Renal biopsy findings

a : Light micrograph showing cellular crescent (PAM
stain, X 400)

b : Light micrograph showing interstitial inflammation
and fibrosis (AFOG stain, X 40)

¢ : Immunofluorescent micrograph showing granular
deposition of IgA in the mesangium area( X 400)
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Fig. 2. Deep vein thrombosis (a) and pulmonary embolism (b)

a : Ultrasound finding showing thrombus in the branch of
the right posterior tibial vein (white arrow)

b @ Scintigraphy showing thrombus in the right pulmonary
artery (black arrow)
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ROT, V=T A7 Fa7 Ty AL A EY
Fikizkatkchd b, Z OfhsR U 2 7 HPH < IR R 0 2
WHTRZRO L otz, %70 —BRERESRHGE L T\»3
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E v H(INR) T 2.0 FREE A HEHCHUBEREE: 2 flla L 72,
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Fig. 3. Clinical course

L, PSL # 30 mg/H~NJE&E L 7z (Fig. 3), 4 HZICHED
CYC #&5.% JifT U 7244, i Cr 1 1.3 mg/dL, Cer 45 mL/
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