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Henoch-Schonlein purpura nephritis in a patient infected with the human immunodeficiency virus
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There are various forms of renal lesions in patients with human immunodeficiency virus(HIV),
however reported cases of immune-complex glomerulonephritis are scarce. Here we describe an HIV-
positive patient with Henoch-Schonlein purpura nephritis(HSPN), which presented as nephrotic syn-
drome. In addition to therapy combined with glucocorticosteroid and inhibition of the renin-angiotesin
system (RAS), plasmapheresis and antiretroviral therapy produced a favorable outcome.

A 26-year-old HIV positive man was admitted for purpura on both lower limbs. Despite glucocor-
ticosteroid treatment, purpura recurred and urinary protein increased to 5~10g daily. HSPN was
diagnosed based on the skin and renal biopsies. During 2 months of treatment with combined glucocor-
ticosteroid and RAS inhibition, nephrotic syndrome persisted. He received double filtration plasmapher-
esis(DFPP). Soon after, urine protein decreased to 2~3 g daily and macrohematuria decreased. The
second renal biopsy showed a decrease in IgA deposition and improvement of acute inflammatory changes.
In addition, highly active antiretroviral therapy was started to reduce the high viral load. After 3 weeks,
HIV-1-RNA rapidly decreased and urine protein decreased to 1 g daily. After a year, urinary protein was
negative, but mild microhematuria persisted. We speculate that the refractory nephrotic syndrome in this
patient might be associated with the abnormal immunological condition due to HIV infection.

Jpn J Nephrol 2003 ; 45 : 387-392.

Key words : HIV-1, Henoch-Shénlein purpura nephritis, nephrotic syndrome, plasmapheresis

&

i

FTEFEZOSNTWEY, KFICHB W T HIV BRI BIE L 72
I BREEOWMEIIIFF O, £, BERETOVEIE
HIV ERFEIC BT 2 BEEBCEIFEL OB DHY, Z BHIIE E A RV, bbbk, HIV EREICFEEL &
DR FRREE D FRE TR B O R [ 2 DB = KiE 7 v — LIEREREE 2 L 72 EBEH B K (Henoch-Schonlein

R ERRE B, 7 R RBEREES, 0 F ERRREETERL, GRS R R E (FRk 15 £ 2 5 4 H3zE)



388 HIV [EGE I FERE L 7 SRR L 48

purpura nephritis . HSPN) OfEF 2 &5 L 7z, BKIZB W
T HIV @# 12510 %2 HSPN OH&EFIIZ 2 TIc b b
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SEIMERR & FRRCHIEEZZ L, HIV-1 QRGBT 72,
Z @D & & HIV-1-RNA 7.5X10° copies/ml, CD4 155/mm?
Thoiz, 199949 H L b, HAART & L T zidovudine
(ZDV), lamivudine (3TC), nelfinavir(NFV) 23515 & 1L
720
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KR 2%, BENEEMC AR FIHZERARE &
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ABRERIRLE:: & £ 179cm, {&FE 70kg, [ £ 130/72
mmHg, JR#184/5F, RIE37.1 . RIEY > SHifil k1
¥, CPEEEEPNICRE 2 L, (OF I Iclz EREE L,
JEERAT R b BE 2RO Lo 7z, WIS L Ol
IR Z R DIz,

ABeiEa © KERIARE L FERfIC, ZhETEINT
WY AV AKNE, R VX —ORRElE, B XU
bt CICm YA NVARTHVIERH L EFEZ 6N
Fzz oIk L, LB I L prednisolone (PSL) 20 mg/ H
DRI HRMG & 2oz ABEKRIRAERT R CIEREH 30
mg/d/, PRI THRMERBAREF 12 30~50 {|, FERLFIHE
I SRR 72, MEHRER 8.5¢/dl, av AT
o —)b 150 mg/d/, BUN 17.5mg/d/, Cr 0.81 mg/d/, Na
140 mEq//, K 4.0mEq//, Cl 103 mEq//, CRP<0.3 mg/
dl, 1gG 2,460 mg/d/, IgA 1,380 mg/d/, ASLO 1,640 IU/
m/, CD4 225/mm? CD4/CD8 0.4(IFHfii 0.6~2.9),
HIV-1-RNA 2.6 X 10° copies/m/ T > 1z, SFEMRDHE
H71F leukocytoclastic vasculitis DFF R 23D 7z, LI

Table. Laboratory findings at the first renal biopsy
Urine K 4.0 mEqg/!
protein 3.8 g/day Cl 103 mEq//
sediment glucose 102 mg/d!/
RBC >50/HPF £m 3.52mg/l
WBC 30~50/HPF
granular cast 3/wF Serological test
hyaline cast |5/wF CRP <0.3mg/d/
epithelial cast 4/wF ASLO 1,954 1U/ml
RBC cast | /wF 1gG I,700 mg/dl
WBC cast 3/wF IgA I,420 mg/dl
Cer 140 m//min IgM 129 mg/d!/
NAG 18.41U/1 C3 84 mg/dl
Am 1,227 ug/l ca 30 mg/d/
CH 50 44.5U/ml
Peripheral blood RF (=)
WBC 6,400/mm? CIC(Cyq) (=)
RBC 380X 10 4/mm? cryoglobulin (=)
Hb 13.0 g/d! ANA (=)
Hct 38.8% MPO-ANCA (=)
Plt [7.1%X104/mm?
Coagulation
Blood chemistry PT I1.8sec(cont 12.2)
TP 7.8 g/dl APTT
Alb 3.7g/dl 30.6 sec(cont 28.1)
GOT 121U/1 Fbg 340 mg/d/
GPT 111u/1
LDH 2601U/1 Others
ALP 1201U/1 VZV-1gG (EIA) (+)
yGTP 1710/1 CMV-IgG (EIA) (+)
T-Cho 186 mg/d! EBV-VCA-I1gG (FA) X 160
TG 187 mg/d!/ toxoplasma-IgG (=)
BUN 21.1 mg/dl HBsAg (=)
Cr 0.63 mg/d/ HCV (=)
UA 4.8 mg/dl TPHA (=)
Na 141 mEq//
RSB L5, 6 Ik D FIRL, I b ML T, IR
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brosis, IR zRD 7z, MEICIZELEZRD Lo
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Fig. 1. alb
a : Light microscopy showing mesangial and endocapillary cell proliferation with cellular crescent.(PAS stain, X 400)

b : Immunofluorescent microscopy showing IgA granular deposition in the mesangial area.( X 400)

Fig. 2. alb

a : Light microscopy on second biopsy showing improvement of mesangial cell proliferation. However extracapillary
proliferation still existed.(PAS stain, X 400)
b : Immunofluorescent microscopy on second biopsy showing a decrease in IgA granular deposition in the mesangial
area. (X 400)

Tzo SRIEHOEYE T 1gG(14), TgA(3+), C32+H)D
RV X AHEEBANOWE B 7z (Fig. la, b), BEET
W& XY > F 7 AFE I dense deposit 23 H, & 17z, HIV &
BB D SRR B PR IRAIE D U >/ VER % 721X HAER N
WD 2 Z L2 H 5 tubuloreticular inclusions |3 FESE T 5
JrFTEhrol, B2OWH, REHII 108 g/H L1
U727z, 3 HMOAT a4 Fo3L 2§k (methyl  PSL
1,000 mg/H) % dipyridamole 300 mg/H DR & ~/3) >
DFrfe i1 5 (14,000~22,000 HAL/ H) 12 & 2 HiE [ R
HEPRE T o 1o Z DI EEH O SRR DO FF 2 25
Hole F 359 H XY ACE [HEES (enarapril 2.5 mg/H,
55 559 H £ U lisinopril 10 mg/H~ZH) #5540, £ 0
BYIREIIH 8~ g/HFF L, AWIRMIMKR 2D RL

720 B ASEHIC BT A IMEE 1L-6 1% 6.4 pg/ml (IE% 4.0 DL
T), FRHIL-6 1% 40.7 pg/mg « Cr 72572, #7124 HEic
Cer % 200~150 m//437» & 100 m/ /4344 & & T @ % 38
Oize K12 7 AEIOERICESTT % 2 7 v — CIEEEICG
LT, 567 X » ZHIEME M4k (DFPP) % [F
H < 3 [\IfEfT L7z, DFPP 3 KJE1Z Evaflux2A % v,
B ELT20%7 V73> 150ml+F 275 v 7 450 m/
BRG LTz, 1A O ML & X 3,000m/ & L7z, DFPP
MifTHe, PREEIZEA U (2~2.5 ¢/H) AIRAIMER I3 H K L
7z DFPP Ji 4T %, 1gG 1,090 mg/d/, IgA 754 mg/dl T
bHolze UL, HHEKEI Y FBURWRMIMKSHTL, K
EEHLSYHERLZTHEMLUI7-DHE ISHEHIC 2EEHD
B AT 57, [ CD4 13 101/mm® & X & 12{& T,
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ACEI
m-PSL(1g/day)

\AA/

HIV R FE U 72 5B S R

Cr (mg/d) 065 072 076 0699 097 126 110 129 113 1.03 147 2.06 095 081 067 060
A(IE/‘;’I‘;“‘ 38 32 28 30 29 29 26 27 25 31 35 41 43 39 41 42
HIViRNA 2.6%10° 4.1%x10° 7.5% 105 6.2%103 7.8%X10%  35x10? 9.6X10' 66X10! <5.0%10!
(copies/ml)
CD4 (fmm?) 225 241 101 600 173 137 142 569 713
IgG (mg/dl) 2460 1700 1090 1470 1770 1820
IgA(mg/dl) 1380 1420 754 752 754 748
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Fig.3. Clinical course (a 27-year-old male)

PSL : prednisolone, m-PSL : methyl-prednisolone pulse therapy, DFPP : double filtration plasmapheresis, HAART : highly active

antiretroviral therapy, ACEI : angiotensin-converting enzyme inhibitor, ARB : angiotensin Il receptor blocker, Ccr : creatinine

clearance

HIV-1-RNA 7.5X10° copies/ml &7 4 )V AT & & 124
L Tz,

PR TIERERE X 23 S £, 2ETMEBLRERARIX
RBOehotz, 1 RIEICHKL, BNEGHEEEEE T
B Tz, A9 2 F T AMFHETE & 00k U 7z b8, B
BOWKREFHDTzo MDA AR 48, BRI
HER S Nz, & 4RO 7z, FUEHOERE T IgA
DWHEE 1 B EIC AT L T 7z (Fig 2a, b),

R E LTENS L ESMNEIENZ (L 20 2720, B
80 37 H methyl PSL 1,000 mg )V gk % 1 [mIFEIT L,
Z D% PSL 30 gm/H A~ L7z, 8 919K H & D stavudine
(d4T), didanosine (ddl), lopinavir/ritonavir (LPV/RTYV)
IZ & 5 HAART % B4k L 7z, IIJE 140/90 mmHg DA E %
WL/, BISHEHLID ACERER Mz 7 v F
* 7 vy v N ZJEFE P13 (ARB ; candesartan 4 mg/H)
ORI L7z, 55 100 95 H 1 40 BE D FEHE,  BE PGS HiE,
HaE X R bR Y 0T Ak 2B Tz B ) =R % 5E

W PSL % 20 mg/H & T, STAHFNICH L THEBDORE
=D 5 7z atovaquone 1,500 mg/H 2B LTz &£ 2 5,
105 HICIZBER L 72, ZOED SREHIZ 1~2g/H
WA Uiz, 55 12096 HIZEBE L, |4 B2 i3I Cr
0.95mg/d/, REHO0.6g/H, TP 7.0g/d/, Alb 4.3¢/d/
&, A 7u—XiIELz, £/, CD4 173/mm?, HIV-
I-RNA 7.8 102 copies/m/ ¥, HAART 32 L Tz,
PSL 33k, 6 # HEE ik L, lisinopril & #H ML/l
kST L 72, 154 A4, CD4 984/mm’, HIV-1-RNA
6.2 10'copies/ml/, REHIZEMEL, RPFRIMBREFHE
5~10 fEFEEE e L 7z (Fig. 3),
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phropathy (HIVAN) & Wy, #770~80 % & B 4EEE 12 HL &
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B 2NN T 294 b A Y OBEGERREBE L T»
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