H®& 4235 2010 5 52(1) : 51-57.

R Z

T SE BER PR S OB 5 & DB
Bt & it

mHEA  ®IF 5 SEEA {feEhE
wAW - L NSRS ARl g o
LTEESE Y LI R 0 | I 4 ot /7 /A A 1| I 0 1
nmHo L HWHBY L i B HFEAE

Clinico-pathological features and outcome in adult patients with Henoch-Schonlein purpura nephritis
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We examined the data of 24 patients with Henoch-Schénlein purpura nephritis (HSPN) over a 5-year follow-
up period. Proteinuria, sediment RBC and CRP significantly decreased between the time of diagnosis and the
end of the 5-year period. In the steroid usage group (n=16), proteinuria was significantly higher, and crescent
formation was significant higher at the time of diagnosis than in the non-steroid usage group (n=8). However,
there was no significant difference in the decrease in eGFR from the baseline at the end of the 5-year period
between the two groups. Furthermore, to clarify the factors influencing the risk of renal function deterioration,
we divided the patients into two groups, the (AeGFR/pre eGFR) <0.25 group (n=13) and (AeGFR/pre eGFR)
>0.25 group(n=11), and compared the clinico-pathophysiological characteristics between the two groups. In
the (AeGFR/pre eGFR) >0.25 group, the ratio of glomerular obsolescence at the time of diagnosis was signifi-
cantly higher than in the (AeGFR/pre eGFR) <0.25 group. Glomerular obsolescence was identified
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as an independent risk factor for renal function deterioration. In this study, the prognosis of HSPN was related
to glomerular obsolescence rather than to the disease activity. It may be necessary to consider the decrease in
nephrons, in accordance with non-immunological glomerular obsolescence, in addition to immunological treat-

ment to clarify the prognosis.
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Table 1. Baseline clinical characteristics of patients with
HSPN and a 5 year-follow up

Baseline After 5 years p value
Age 38.7+18.4
Male/Female 14/10
SBP (mmHg) 114.6+£142 110.6+£12.2 NS
DBP (mmHg) 65.3+9.4 64.3+11.4 NS
Alb(g/dL) 3.8+1.2 41%+0.9 NS
Cre(mg/dL) 0.83%0.30 0.96+0.32 NS
eGFR(mL/min) 86.9+35.0 71.6+28.6 NS
UP(g/day) 1.9+2.0 0.4%+0.9 0.001
RBC (/HPF) 43.0+39.2 8.3+13.5  <0.0001
CRP(mg/dL) 1.2+2.0 0.1£0.1 0.004
IgA (mg/dL) 244.5+67.1 240+50.5 NS
C3(mg/dL) 106.2+£24.7  99.6+18.8 NS

Values are expressed as mean®SD. SBP : systolic blood
pressure, DBP : diastolic blood pressure, Alb : albumin,
Cre : serum creatinine, eGFR : estimated glomerular filtra-
tion rate, UP : proteinuria, NS : not significant
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Table 2. Renal histological findings at baseline

Mesangial cell proliferation (grade 0~3) 1.2+0.4
Glomerular obsolescence (%) 10.1£17.7
Crescent formation (%) 22.0£24.1

Glomerular tuft adhesion to Bowman’s capsule 10.5+11.5
(%)

Interstitial fibrosis (grade 0~3) 0.
Arterio-arteriolosclerotic changes (grade 0~3) 0.
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Values are expressed as mean=*SD.
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5 411 (20.8 %), 10~19/HPF %% 6 #l (25.0 %), 20~29/HPF
232 (8.3 %), 30~49/HPF %% 2 (8.3 %), 50~99/HPF
2% 6 f4(25.0 %), 100/HPF LA L2383 (12,5 %) T, “F¥ik
TEARIMEREL 43.0£39.2/HPF Th - 72, PG 7 L 7 F =
X 0.83£0.30 mg/dL T, “F¥J eGFR % 86.9%35.0 mL/
min TH o7, BIRE TIREEEIRIZEHTRD 51T
Wi, HALEERE 11 61 (45.8 %) T, BIETREIRIE 2 1
(83 %) TR LN,

24 BlOEBDONFIE, Pull/MESEE M, A7 a4 Pl
MHE 16 81 (66.7 %), AT w4 FHAMEAH I 13 4]
(54.1%)T, ZDHB 2HlIFZAFOA Rk 2 /5L 2D
fEfrEn T, 2784 FOfEE I 20~80 mg/H &
Blick h R oTwd, FHFRLERIZTL =V
48+16mg/H (09 mg/kg/H) TH o7z, AT A F & GfE
MHEEOHEANZ 3 #1(12.5 %) T, W, > 7k 2 77
SFEIBARY VOO 2 H1(83 %), 7 rKA
77 S RIS 1H(42%) THo7, AT 804 i34l
ELREIG T, R OKRGEIZ 7L F=Y'a v 40 mg/

H (0.8 mg/kg/H) Th > 7z, MU ML 4 4 (16.7 %)
WIHEfT ST, TXRTOREFIT S EDNICAT A
F, faiilsiia bk S cwverz, Wik 5 ERToE
Wl 720 72, FHREAIX 1.9£2.0g/HD2*5 0409 g/
H (p=0.001), “F¥ILRIMEREZ 43.0£39.2/HPF % 5

Table 3. Clinico-pathological differences between patients
with and without steroid

Non-steroid Steroid
(h=8) (n=16)
Age 456%+19.8 359*+17.5 NS
SBP (mmHg) 120.6+t11.2 110.0£135 NS
DBP (mmHg) 63.3t10.4 61.0£85 NS
Alb(g/dL) 41%£1.0 3.8t1.0 NS
Cre(mg/dL) 0.82+0.24 0.81£0.33 NS
eGFR(mL/min) 75.0t29.1 91.9+36.8 NS
UP (g/day) 0.3£0.3 25+2.0 0.008
RBC(/HPF) 41.7+47.3 43.6%+369 NS
CRP(mg/dL) 1.1+£1.2 1.3£2.2 NS
IgA (mg/dL) 262.3+98.6 238.6+60.0 NS
C3(mg/dL) 91.2+7.9 110.5%£26.5 NS
Mesangial cell proliferation 1.0£0.4 1.3%£0.4 NS
Glomerular obsolescence 10.0£16.7 10.2+18.7 NS
Crescent formation 11.9£20.5 26.0x249 0.04
Glomerular tuft adhesion 8.2+£9.4 11.4%+123 NS
Interstitial fibrosis 1.0£0.3 0.8*£0.4 NS
Arterio-arteriolosclerotic 0.3£0.6 0.3+0.5 NS
changes
PE(n) 0 4 NS
eGFR after 5 years(mL/min)  64.1+£29.8 74.7£28.5 NS
UP after 5 years(g/day) 0.03%0.1 0.6%+1.0 NS
Remission of hematuria or 6/7 8/17 NS
proteinuria (n)
AeGFR(mL/min) 12.2%+31.4 14.9%30.7 NS

Values are expressed as mean=£SD. SBP : systolic blood
pressure, DBP : diastolic blood pressure, Alb : albumin, Cre :
serum creatinine, eGFR : estimated glomerular filtration rate,
UP ! proteiniuria, PE : plasmaexchange, NS : not significant
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Table 4. Clinico-pathological differences between patients with and without renal insufficiency

Group with normal renal

Group with renal

function(n=15) insuffiency (n=9) p value
Age 30.0+£14.5 52.4+16.2 0.002
SBP (mmHg) 108.6+18.2 118.6£10.2 NS
DBP (mmHg) 63.3t12.4 64.5+8.6 NS
Alb(g/dL) 3.9+1.2 41+£0.9 NS
Cre(mg/dL) 0.92+0.27 1.01+0.31 NS
eGFR(mL/min) 102.0%+34.4 61.6+17.0 0.003
UP(g/day) 2.0+21 1.6%£1.7 NS
RBC (/HPF) 49.6+39.1 39.0+40.1 NS
CRP(mg/dL) 2.0£2.4 0.8£1.2 NS
IgA(mg/dL) 244.5+67.1 240+50.5 NS
C3(mg/dL) 106.2+£24.7 99.6+18.8 NS
Mesangial cell proliferation (grade 0~3) 1.3£0.4 1.1£0.3 NS
Glomerular obsolescence (%) 6.9+1.1 23.4+252 0.01
Crescent formation (%) 21.1+26.0 24.1+91 NS
Glomerular tuft adhesion (%) 11.7£5.2 8.2+t11.2 NS
Interstitial fibrosis (grade 0~3) 0.8%+0.3 1.0£1.0 NS
Arterio-arteriolosclerotic changes (grade 0~3) 0.3%£0.5 0.4£1.0 NS
PE(n) 2 2 NS
Immunosuppressant (n) 2 1 NS

Values are expressed as mean=SD. SBP : systolic blood pressure, DBP : diastolic blood pressure, Alb : albu-
min, Cre ! serum creatinine, eGFR : estimated glomerular filtration rate, UP : proteinuria, PE : plasmaexchange,

NS : not significant
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Table 5. Clinico-pathological differences between <0.25 and =0.25 in JleGFR/pre eGFR

(/1eGFR/pre eGFR) <0.25 (_1eGFR/pre eGFR) =0.25

(n=13) (h=11) p value
Age 36.0£19.2 42.0t£17.6 NS
SBP (mmHg) 112.2+12.0 119.5+£12.6 NS
DBP (mmHg) 61.4%7.9 68.2+11.1 NS
Alb(g/dL) 4.0%1.1 4.1%+0.9 NS
Cre(mg/dL) 0.92%+0.35 0.72%+0.19 NS
eGFR (mL/min) 80.1+23.9 95.1£41.0 NS
UP(g/day) 2.4+23 1.3+£1.4 NS
RBC (/HPF) 49.6+39.1 38.2+37.3 NS
CRP(mg/dL) 1.9+2.3 0.5%1.1 NS
IgA (mg/dL) 249.6+81.5 237.4+48.1 NS
C3(mg/dL) 98.7+11.5 115.6+35.1 NS
Mesangial cell proliferetion (grade 0~3) 1.3+£04 1.2+0.3 NS
Glomerular obsolescence (%) 3.0£4.2 19.7£24.1 0.03
Crescent formation (%) 29.0+£24.9 13.1£20.9 NS
Glomerular tuft adhesion (%) 12.0£12.4 7.9£10.1 NS
Interstitial fibrosis (grade 0~3) 1.0£0.3 1.0£1.0 NS
Arterio-arteriolosclerotic changes (grade 0~3) 0.3£0.5 0.4%1.0 NS
PE(n) 3 1 NS
Immunosuppressant (n) 2 1 NS
steroids (n) 9 8 NS

Values are expressed as mean=SD. SBP : systolic blood pressure, DBP : diastolic blood pressure, Alb : albu-
min, Cre : serum creatinine, eGFR : estimated glomerular filtration rate, UP : proteinuria, PE : plasma exchange,
NS : not significant

Table 6. Multiple regression analysis for risk factors of
renal function deterioration

eGFR) X 100 (%) JIZ DWW THIET 2 Il 2 72, EEEHEK T )8

F value p value

50 %A L %EGE 1 1, 25 %A LOFEGNE 11 B TH > 72, A 03 S
) . . ge .

RS TR 25 BBl Lo 11 6l &, BFHEREIR T 3% 25 % SBP (mmHg) 0.1 NS
A D 13 B> 2 BERCHER L 72 (Table 5), Wil DBP (mmHg) 0.1 NS
DA, WE, 77 Sy, IREF, WHEARILE, 717 A'b<(9/d/t> ) 0.8 NS
. s R . e Cre(mg/dL 3.9 NS
=, eGFR, CRP, JREALHRAT L O HIFZRE, E 6GFR (mL/min) 12 NS
R, BERNE, MEWRE, 2A78u4 FEHICOWTRER UP(g/day) 0.9 NS
#2137 LA RICHE RO & 17 (BHEREIE T RBC (/HPF) 2.0 NS
05 bl OB 1 1075241 %, FREIEAS T 25 ockilip CRP (mo/db) 39 NS
‘ IgA (mg/dL) 05 NS
B :3.0£42 %, p=0.03), C3(mg/dL) 0.4 NS
B REHEAR T # [ (AeGFR/ZWilF eGFR) X 100(%) ) D Y4 Mesangial cell proliferation 0.8 NS
BERTICOWTEERBN 2 TNz L 25, [k Glomerular obsolescence 5.8 0.02
BRI (p= R _ Crescent formation 0.8 NS
AR (p—0.02) THEEDH S L7 (Table 6), Glomerular tuft adhesion 0.1 NS
S HIREICDVWTORRE AL 70, 5ERITIREN Interstitial fibrosis 0.9 NS
B X OB MDA LS REHICE > T 14 il &R Avrterio-arteriolosclerotic changes 1.0 NS
B RO BLLA S ot 10 Blicow o 14 NS
Immunosuppressant (n) 0.5 NS

TEPRAEAR PR2 L 7o, IRATHRDSSERTIMR L 752 T

Values are expressed as mean®SD. SBP : systolic blood

3, PR RRREIR T A% 5.3432.0 mL/min TH 5 7 DITKE pressure, DBP : diastolic blood pressure, Alb : albumin,
L, Rt OBERALDE S LD o 72EH] O - BRI Cre : serum creatinine, eGFR : estimated glomerular filtra-
Tl 27.0422.5 mL/min ©, JRITE O & BHEHE T 28 tion rate, UP : proteinuria, PE : plasma exchange, NS :

not significant
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R TH o7, FERIZFENBTICK 23271 VA ICH
BT 205035 2 L »IHFERTH - 7208, RITROEEL
DS N o TREBNE, BERERER TR E WIS H -
7206, ToRiBEOLEEL AR I N, S, 1
7% DIEHI O A TR L BIIBE P LETH %,

X #R

1. Pillebout E, Thervet E, Hill G, Alberti C, Vanhille P, Nochy D.
Henoch-Schonlein purpura in adults : outcome and prognostic
factors. J] Am Soc Nephrol 2002 ; 13 * 1271-1278.

2. Jennette JC, Falk RJ, Andrassy K, Bacon PA, Churg J, Gross
WL, Hagen EC, Hoffman GS, Hunder GG, Kallenberg CG.
Nomenclature of systemic vasculitides. Proposal of an interna-
tional consensus conference. Arthritis Rheum 1994 ; 37 : 487~
492.

3. Rai A, Nast C, Adler S. Henoch-Schonlein nephritis after renal
transplantation. Report on ten patients and review of the
literature. Transplantation 1994 ; 58  1179-1186.

4, Rieu P, Noel LH. Henoch-Schonlein nephritis in children and
adults. Morphological features and clinicopathological
correlations. Ann Med Intern 1999 ; 150 * 151-159.

5. Iijima K, Ito-Kariya S, Nakamura H, Yoshikawa N. Multiple
combined therapy for severe Henoch-Schonlein nephritis in
children. Pediatr Nephrol 1998 ; 12 : 244.



BHEAR fh 15 4 57

6. Shin JI, Park JM, Shin YH, Kim JH, Lee JS, Jeong HIJ.

Henoch-Schonlein purpura nephritis with nephritic-range prote-
inuria - histological regression possibly associated with cyclo-
sporine A and steroid treatment. Scand J Rheumatol 2005 ;
34 1 392-395.

. Hattori M, Ito K, Konomoto T, Kawaguchi, Yoshioka T,

Khono M. Plasmapheresis as the sole therapy for rapidly pro-
gressive Henoch-Schonlein purpura nephritis in children. Am J
Kidney Dis 1999 ; 33 © 427-433.

. Coppo R, Mazzucco G, Cagnoli L, Lupo A, Shena FP. Long-
term prognosis of Henoch-Schonlein nephritis in adults and
children. Italian group of renal immunopathology collaborative
study on Henoch-Schonlein purpura. Nephrol Dial Transplant

10.

11,

12,

1997 5 11 © 2277-2283.

Bennett WM, Kincaid-Smith P. Macroscopic hematuria in
mesangial IgA nephropathy - correlation with glomerular cres-
cents and renal dysfunction. Kidney Int 1983 ; 23 : 393-400.
Rai A, Nast C, Adler S. Henoch-Schonlein purpura nephritis. J
Am Soc Nephrol 1999 ; 10 : 2637-2644.

Goldstein AR, White RH, Akuse R, Chantler C. Long-term fol-
low up of childhood Henoch-Schonlein nephritis. Lancet
1992 ; 339 : 280-282.

Yoshikawa N, Nakanishi K, Iijima K. Henoch-Schonlein
purpura. In : Neilson EG, Couser WG (eds) . Immunogenic
Renal Disease. 2nd ed. Philadelphia * Lippincott Williams and
Winkins, 2001 * 1128-1140.



