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1. Mesangial proliferative glomerulonephr

Fig.
micrograph of a mesangial glomeru-
lonephritis is showing segmental areas
of increased mesangial matrix and
cellularity(arrows). This finding alone
can be seen in many diseases, inclu-
ding 1gA nephropathy and lupus neph-
ritis. Courtesy of Helmut Rennke, MD.
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Fig. 3. Mesangial deposits in IgA nephropath

Mesangial 1gA deposits
Immunofluorescence  microscopy  de-
monstrating large, globular mesangial

1gA deposits that are diagnostic of IgA
nephropathy or Henoch- Schénlein pur-
pura. Note that the capillary walls are
not outlined, since the deposits are
primarily limited to the mesangium.
Courtesy of Helmut Rennke, MD.

[N

Low power electron micrography in IgA
nephropathy. The primary finding is
electron dense deposits that are limited
to the mesangial regions(D). The
glomerular basement membrane(GBM)
is nmormal and there are no glomerular
capillary wall deposits. Endo=endothelial
cell nucleus. Courtesy of Helmut
Rennke, MD.
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Table 1. Causes of IgA nephropathy

Idiopathic (most cascs)
Hepatic cirthosis

Gluten cnteropathy
MiInimal change discasc
Rare

Membranous nephropathy
HIV infection

Wegerner's granulomatosis
Dermatitis herpetiformis
Scronegative arthritis - cg, ankylosing spondylitis
Small cell carcinoma
Disseminated tuberculosis
Mycosis fungoides

3 4

)(\)],

olx

IgA AHZE Sxle] S4E Aoz g9 37t
7 Fo $IRE 74 "ok

(1) oF 40-50% A= e AEF 18 olde]
S dyg Bk o] A 3 &7 drE ol



t3hiopr ek s 2] 200260 5- 14

ojujgic}t, AL FA710 flank
paing 4T F Ark oA opnt= AF capsule
o] EofuA UEltE Zog AZgch

(2) 30-40%°] A= B2 il 7 @n
A3 WxE BT o A%E oA
examinationol|A] LA E 7 Ba, weld dule)
714E FEs] & & $lvh olEFolA <F 20-25%9
Me U £33 dng Btk

() 10% AEe] FAelXE FF 1l & 217
THN 5& 5408 she 84 AFrARIEY] A
Z B3}

ok 30-50%2] ERlA EF IgAX7} A5E 9l
£ o]3lo] ks WEedle A7} Qlek

routine

2

IgA AHZ o9l A&4] dn XL isolated
hematuria® RY = & ZFOZE hereditary
nephritis} thin GBM disease 5-¢] Jc}. o|z§ 2
e AP 227 AAAE ST UE
AeH, 7IEFA ARl UAY A
H hereditary nephritis®] ek WE £ ok IgA
%O} thin GBM disease® 79 94 7Ax}r})
7} wioll vkl & v AskAu HaAdl
24X 8% ?}‘:ﬁ.‘ﬂﬂ’éol 1 gm/dayS
creatinine®] Z7kEo] AU, T 1A

IR AP A]xgﬂ—o_ Algslodol st} 2]
old gAE sk HHHS AlAlo] &
goletal shrle @47} ek

Eo] 9O

ox. ok
o

2 o2 >
<

P

+
mﬂ.: it

oL b
-

=3
X

2
3
(o

2
[me)
3

e Hoof

X
>,
r-ﬁ

q %

o

IBA AMFS ABY AFRA Ao A1 ¢ 4
o Aol of AR YRS W AE s
7 A ke PAlaE N3] ks A%

7t 8
Foll
Folle 20% A=olM BRP o

O H97 wundoze gl 10d Fols
15%, 20 g
ol2]gk Avhe AAAS Bl IgA AWFoE g

g FEA AN PojA] 2Folr] W] dHHos
o] FAEL FHx o9l Wilnrt gAY, EH
creatinine 7} AEEol YA & AU} ol X

o] ke AMEE et FEAT BA

=
Aot Qe 49T A0l A g 299
B 2obE £ )9 dsavin @ 4

() 483 9% ¢

£F AFPAl AlA s sl R TgA
Aol AL tleo] oAl Azo] EHE
7b Btk (1) EF creatinine®] 45 (2) gl 45
(3) lgm/day o)ge] A&ARQ] ohily &
ok BAFOIA MY Anwe UEhis A9E A
&4oz §J} e Al nistd 2 fRsita
a#A 9o} o
AT 7FsA OL‘E Ayog= diEA] Jolx gy
o gloks AL %L%JOH @ wmE3 Al
kAol Aabo] 71 :
k= 14017} E1 olga, Ao Az

b Qe
E ol 27)d) fFecie g 4 A

(2 233 dFA%

W AR AT oF e Bdo
2 48A ek o)z glomerular scarring, tubular
atrophy, interstitial fibrosis, 4FA- gl o)z}
capillary loopoll HHEFA 2] Hao] Qe %He o
crescent formation S°|th. YRHELZ GFRe| 7
W AFA Alde] A8 AlpA 4] AEROE
tubointerstitial disease 2| A=} © TLAHF WA}
A Aoz gHA Qlrk ol2ig AAL A AT
of =gt o] ofel R AlA AP E
& vE 7RITh

1 9 Ao

L

(3) Genetic polymorphism

Angiotensin converting enzyme (ACE)—/] gene
polymorphism®} IgA AlHZF o] ofFete] HAl: =
o] gtk dF ATolAE zigA Aol ACE gene
9] DD genotypedllA] IDL 1T genotypeoll Blglo] &



gl BlEte] dE gyle] gluke Rax gith
ACE gene ©|%]9|% angiotensinogen?} angiotensin
receptor gene®|AE =gho] glovt & ou|= gitin
& 4= otk

IgA A¥FE EddAM  gEF veag
uteroglobin#el &AL Lelx v, AelME
uteroglobin gene2| polymorphism¥} H3gle] z 3P

As}e} @yol lrhs Bavt qlok

4) §%3 YnE FUY 4 493
WOl gel A%H Wi obF AAT} oh

ok e ¢ ot gleu %Ag AR o] U}
2 5 Qlok oA gAel Al
213} crescent formation©] 4972 /\]:,121]01]/\1 g
t}. 0]2)3 Wa} FA ARAL Yoy)A= o=}
aeA ZAl= ofrlE RBC castol] 9Jale] AlMn
Zo] =8jA] AFHo] Yehdrin %Zof& AE %
a2} &3 g4 A AL Aol B
2 Ho} oo} FA ARAE VelItky & 4
1, oJAL hemoglobinolA] FrEH HE] 9osh
gtz Bugloh B4 ARAL g A
creatinine &2 Eol7li, A7)ZQl olF= AAo s
£2 708 Ho Qlrk

L

3
3 oo o

Frequency and rate of progressive disease

Qust BeAL Sl AnE ol lga Y
Z e Adgol 198 JEdo) Yk 8
% olel BAEY AFE WEA of$ Fohaw
Fi glrk @ AT 3k e BASINE 4

D7) 23 AZSE wolrty k) oF 1/2 2] 3
Aol A) 24 ok wgr) Yeldcly shed 7dike
A7 #EF 3%t DHRI}b lgmiday oPFoR
ez, 26%7F 28, %A 417159 o))
vEhdtia it

HE ARl Mg Al R Folsls]
Hate] A==, g Arel] ok

__drifl

o

1l 73] [gA AWE xS WE AlAg 3 A
L tHA] 4% o] 220l SHo] 9w, 41%7}

A7 GREIT, 55%7F KA AL &4
ozt dabd 2 AlMnd, 7HE o] gt B

2aisrk

o

=

IgA 8% FAE dRES e s
o =2)7) wiEel SFAY A HrlIME 27
de Agos veidth WA SHUAE AMSS
AFFAl o3 (GFRYE SAT ATolM Asedle

A A7)15e FHE Folkg FoA 32% HE} S
W oo} GFRo] ZrAdhls Alale] wiazic) &
A7 GFRY| 7S wlf- W HogAf Azt 1-3
mL/min A= o5, 84 creatinine o] 7]+ Foj)
Agolgiet, Azt w35 gm/day oPHE UER
M= GFRY ZAv) 84 o] ughed], A
9 mL/min 4% 31tk

2 g

GAZHA IgA AHFe J8E Y] Hste] AR
e AEHE 2 77t dok 28A% o]gA BA
81 116354 AghollAle] FhE ol 71 713 B3k
TE Balo] Il gl Zle wEA] AF
oﬂ TOM g},

(1) ACE inhibitors

THE @l o A AIRAAe} nRrlAR
IgA AMHE SR o2 ZRQL AFFAH £4-8 1]
st FuPUAE AHF 4 QUTh ACE inhibitor
T B8 o At Jun ¥ ¢ e, o] dAle
AFEAY S FRAR, AR 7]-E)
size- selectivity S AAIAA Tl E 2d + g
1 ok 9ok

ACE inhibitor7} o2 @A Hufg o
IgA 2¥ZF9 GFR«] Askg AAskE &7t o &
%5}0#4—— Hurb ok FAHos Aued [gA

W skxloliA] 118eto] 9ol ACE inhibitorS

*F%%ﬂ‘% ol Hololr FnPUAE AHE3t



kAol 138kal 2] 200256 : 5- 14

A A BAolME AEA 0%%’91 A7} 04
mL/month Q=t)] Hhall Qo] Qi A4 e
FRUGAE AR A AFEAl kgl gavt
1.0 mL/month& -§-2Ja}A] &4k

ACE inhibitorE 4 EetolHA 1| gm/day ol
o] glnr} Qlu, A 75t e dxE
oAl ARS-EHT}. ACE inhibitor7} A4 417153 A
*‘%"“’ 7R BAlolA whillg Folu, AEe] @

=g BolE IAER ARho] Al wiat 4lA g
Ol AHH 7] Wil GHLE Hols HE A Al
% kAol A ACE inhibitor2] AME-S wisledof &

o]

+

oln] 71&4 uje} Zo] ACE gene?] DD genotype
& 71l BAollA A Fgho] o whEA P A
< oJn] B1Ho] itk o]EdME ACES] A7}
oS 27t & 7ol Brh & ol o3
DD genotype?] #xlo|A} ACE inhibitors AMg&ahs
w0l 7447 IDU 1T genotype o Hlate] B4
] Agsict.
ACE inhibitorl angiotensin II receptor antagonist
F7¥sto] ARBSPH ©lno] At AbTA of 7}
} H7b A o Aok WA

galE R ﬁ
ek 3 ATl ofshH A el 1gA 21WHF %
Aol Al ACE inhibitor® Fo5lH ot 38% A

= gadd skl
F7e] HFLYS

74 Fnte] % TR S INTAG) STAR-A = 1

angiotensin 11
s g}

receptor
antagonistE

3% %

(2) Corticosteroid

ofe] Aol 98l corticosteroidE 18 - 36 7HE
ARGl S wllo] i) Aol Anr) sAH
tlal Bagn gjch oq7|HE 27] 2art ¢ Fa
itk & Hae] odPH Fi= %7 creatinine
clearance 7} 70 mL/min ©]’3¢] 7Z-$-ollgk &37} 9
Ackar sisick

o AFF o] w2 wleol Amo) Al
Fo 7} AR Sl Al corticosteroid AFEE 671Y
Aldgt A3 ed$oll BF creatinine®] 100% F

oA

=

10

J5olA] o] o
thal ghok 3k e
ofstd ujebg vl g F4 3 25% o4l crescent
b i 789l 40} IgA AWE SolollA] heparin,
warfarin,  dipyridamole®} &7  prednisolone 2}
azathiopring Zo] AMSE Eajola] uhde] @bt
gk () Wl 2SS (14 A 02
gm/day) (2) =9 AZ7E FAERIC 3) BE A
AR AR0A ARA 7sE B ARrAle] BlEo)
frolstA asigich a8t oleigt A9 A8 E

2¥gick Basg,
IgA A9
013}

N

i

upz & 2 dol}l AJ8E} creatinine clearance & B
o|% oA ¢gghet] ol o] Hshe] zlgjo] wj-
243) dojupy] wpiEoz Azhdr)

O

prednisolone©} 543 ] &7t e Aee= Al
SFT 70 diRE Boly 9, dwrst A
1, g8 @ulAA Aol Amska, AR AEA &
oAl FAAS AFA ARAES FE7)17F §8E
20§ Holg ZAfolrh oj2lg 24 vAsIF
B30 EAol7]% | corticosteroidol] th3t HHSE
g FARBHE, Bdst BlnE ROl Afds
cyclophosphamideE AMg3lor &= A% Ut} o
YR AFET FE PHRE Holnjgtz 233
A o] A AfllE steroid 250l thek REGo]

37 e,

(3) Fish oil
Fish cil2] &3 tislojre

FAE Yo g Ao o] Hike
o}AE Zlo] I o] ATollA= | o—/] 4
oA &l 12 gm9] fish cilE 2137+ AR3E An}

theo] Fabrb AT (1) BF  creatinine©l
50% oV s st folsAl #astaltt (2) 4
Ao Apgolu drjalRdozel ofsjo] FolatA
sk 2gA T gl ZHAadda] gk 2
Aol 9loJME 2ol7t gtk Fish oils Q18 Eolgt

22e0 gasa] ookl o] A8E ed4dom A%
5198 wWE LraRPo g o|go] FojslA T



sF T

Fish oilo] IgA AlWZdA] &7} Qe 714e 4
a2 gt olmlg
eicosancid®] AiAdel WEE do7]a,
59 AANAM w3 Udehdtla 245D 9

g A~ cytokine 2}
gawe] 33
Ak

(4) Cyclosporin

He 9] x| AHgEA e RS 7R
7431, BF [gAS) FAE okAle] A

BANRA o
5ado] Balolth. el o] SHAZ ALgH Aol
27AEiT T97] ol ohig

Ak BaH5 Q)

&3 creatinine©)
& Afo]

(5) Low antigen diet

o] Ao] QWL gluten, ¥ AF, AT 2 §FE
Agsiolct. o] Aojamle]l AT ojgfdt 2Fo]
mucosal IgA systemS A3 AP|=dl Atk IgA
AWZ a7 ot 2lola S Al A
gk QI kbAoA St AL
T$-7] RHE AAHN A AR &9 g HA2] A
Zro] Zhasta vAAE MES At Btk

o 2=

il

(6) Intravenous immune globulin (IVIG)

8] IVIGE A% g 29T 84 - A% o
sk A7 gol W) e &3k o7 AHE
S5 o sk Raskln, AR ojzheel 7
A7h AR, W AR GFe) Rk
IgAS] Azto] FaETh o]0 B W IVIGE
IgA9] AAE Zaste A 2o, iGE oaﬂdﬁ
710&01 01]\:11—5]01 IgA A]Bi?_—_,] oL;;],_. o“l:ﬂ"].oq

7ol opdr} FAea gl
Fu1Ed
1. van Es, L. Pathogenesis of IgA
nephropathy. Kidney Int 1992; 41:1720.
2. Emancipator, SN. IgA nephropathy:

Morphologic expression and pathogenesis.

11

. Haas,

. van

. Montinaro, V, Gesualdo, L, Ranieri,

. Jennette, JC, Wieslander, J, Tuttle,

. Zheng,

H
ity
o
S
2
o
olx
1o
N
ry
[
e

Am J Kidney Dis 1994; 23:451.

. Galla, JH. IgA nephropathy. Kidney Int
1995; 47:377.
. Floege, J, Fechally, J. IgA nephropathy:

recent developments [In Process Citation].
J Am Soc Nephrol 2000; 11:2395.

. Crowley-Nowick, PA, Julian, BA, Wyatt,

RIJ, et al
of IgA2
course. Kidney Int 1991;

blacks:

clinical

IgA nephropathy in
and
39:1218.

subclassification

Studies allotypes
of
IgA nephropathy: A clincopathologic study
of 244 cases. Am J Kidney Dis 1997;
29:829.

den Wall Bake, AW, Daha, MR,
Haaijman, JJ, et al. Elevated production of
IgAl by
bone marrow in IgA nephropathy. Kidney
Int 1989; 35:1400.

M. Histologic

polymeric and monomeric the

. Waxman, FJ, Hebert, LA, Cosio, FG, et al.

Differential binding immunoglobulin A and
immunoglobulin Gl immune complexes to
primate erythrocytes in vitro. Immuno-
globulin A bind

well to erythrocytes and are preferentially

immune complexes less
deposited in glomeruli. J Clin Invest 1986;
77:82.

E, et
al. Renal cortical complement C3 gene
expression in IgA nephropathy. J Am Soc
Nephrol 1997; 8:415.

R, et al.
Serum  IgA- fibronectin
IgA

purpura:

aggregates  in

patients  with nephropathy  and

Henoch- Schonlein Diagnostic
value and pathogenic implications. Am J
Kidney Dis 1991; 18:466.

F, Kundu, GC, Zhang, Z, et al



tgkiobaldets)a) 20026 0 5-14

13.

14.

15.

17.

18.

20.

Uteroglobin is essential in  preventing

immunoglobulin A nephropathy in mice.

Nat Med 1999; 5:1018.

. Szelestei, T, Bahring, S, Kovacs, T, et al.

Association of a uteroglobin polymorphism
with rate of progression in patients with
IgA nephropathy. Am J Kidney Dis 2000;
36:468.

Rauterberg, EW, Lieberknecht,
AM, Ritz, E.

attack complex

HM,
Complement
(MAC) in
Kidney

Wingen,
membrane
idiopathic IgA- glomerulonephritis.
Int 1987; 31:820.

Horii, Y, Iwano, M, Hirata, E, et al. Role
of A the of
mesangial glomerulonephritis.
Kidney Int Suppl 1993; 39:S71.

Hasbargen, JA, Copley, JB. Utility of skin
biopsy in  the of IgA
nephropathy. Am J Kidney Dis 1985; 6:100.

interleukin-6 in progression

proliferative

diagnosis

. Suzuki, S, Nakatomi, Y, Sato, H, et al

Haemophilus parainfluenzae antigen and

antibody in renal biopsy samples and

serum of patients with IgA nephropathy.
Lancet 1994; 343:12.

Newell, GC. Cirrhotic glomerulonephritis:
Incidence, morphology, clinical features, and
pathogenesis. Am J Kidney Dis 1987,
9:183.

Pasternack, A, Collin, P, Mustonen, J, et al.
Glomerular IgA deposits in patients with
celiac disease. Clin Nephrol 1990; 34:56.

. Coppo, R, Amore, A, Roccatello, D. Dietary

antigens and primary immunoglobulin A

nephropathy. J Am Soc Nephrol 1992;
2:8173.
Cheng, 1IK, Chan, KW, Chan, MK.

Mesangial IgA nephropathy with steroid-

12

21

22.

23.

24.

25.

26.

27.

responsive  nephrotic  syndrome: Disa-
ppearance of mesangial IgA deposits follo-
wing steroid-induced remission. Am J

Kidney Dis 1989; 14:361.

Beaufils, H, Jouanneau, C, Katlama, C, et
al. HIV-associated IgA
study. Nephrol Dial Trans-

nephropathyA
post- mortem
plant 1995; 10:35.

Andrassy, K, Waldherr, R, Erb, A, Ritz, E.
De
during remission from Wegener's granulo-
matosis. Clin Nephrol 1992; 38:295.

Julian, BA, Quiggins, PA, Thompson, ]S,
et al. Familial IgA nephropathy. Evidence

novo glomerulonephritis in patients

of an inherited mechanism of disease. N
Engl J Med 1985; 312:202.
Hsu, SI, Ramirez, SB, Winn, MP, et al.

Evidence for genetic factors in the
development and progression of IgA
nephropathy. Kidney Int 2000; 57:1818.

D'Amico, G. Influence of clinical and
histological features on actuarial renal

survival in adult patients with idiopathic
IgA nephropathy, membranous nephropathy,
and membranoproliferative glomeru-
lonephritis: Survey of the recent literature.
Am J Kidney Dis 1992; 20:315.

Alamartine, E, Sabatier, JC, Guerin, C, et
al. Prognostic factors

An

in mesangial IgA

glomerulonephritis: extensive study
with univariate and multivariate analyses.
Am J Kidney Dis 1991; 18:12.

Johnston, PA, Brown, JS, Braumholtz, DA,

Davison, AM. Clinico- pathological correla-

tions and long-term follow-up in 253
United Kingdom patients with IgA
nephropathy: A report from the MRC

glomerulonephritis registry. Q J Med 1992;



28.

29.

30.

3L

32

33.

34.

35.

84:619.

Rekola, S, Bergstrand, A, Bucht, H.
Deterioration of GFR in IgA nephropathy
as measured by 51Cr-EDTA clearance.
Kidney Int 1991; 40:1050.

Haas, M. Histologic subclassification of

IgA nephropathy: A clinicopathologic study
of 244 cases. Am J Kidney Dis 1997;
29:829.

Harden, PN, Geddes, C, Rowe, PA, et al.
Polymorphisms in angiotensin- converting-

enzyme gene of IgA
nephropathy. Lancet 1995; 345:1540.

Suzuki, S, Suzuki, Y, Kobayashi, Y, et al
Insertion/deletion ACE

renal

and progression

polymorphism in
gene is not associated with
progression in Japanese patients with IgA
nephropathy. Am J Kidney Dis 2000;
35:896.

Frimat, L, Philippe, C, Maghakian, MN, et
al. Polymorphism of angiotensin converting
enzyme, angiotensinogen, and angiotensin II
type 1 receptor genes and end- stage renal
IgA IGARAS-A
study of 274 Men. J Am Soc Nephrol
2000; 11:2062.

Zheng, F, Kundu, GC, Zhang, Z, et al.

Uteroglobin is

failure in nephropathy:

essential in  preventing

immunoglobulin A nephropathy in mice.
Nat Med 1999; 5:1018.

Szelestei, T, Bahring, S, Kovacs, T, et al
Association of a uteroglobin polymorphism
with rate of progression in patients with
IgA nephropathy. Am J Kidney Dis 2000;
36:468.

Packham, DK, Hewitson, TD, Yan, HD, et
al. Acute renal failure in IgA nephropathy.
Clin Nephrol 1994; 42:349.

13

36.

37.

38.

39.

40.

41.

42,

43.

<
>
o
ofi
o
v
i
[
2

Praga, M, Gutierrez- Millet, V, Navas, JJ,
et al. Acute worsening of renal function
during episodes of macroscopic hematuria
in IgA nephropathy. Kidney Int 1985; 28:69.
Remuzzi, A, Perticucci, E, Ruggenenti, P,
et al. Angiotensin

converting enzyme

inhibition improves glomerular size
selectivity in IgA nephropathy. Kidney Int
1991; 39:1267.

Maschio, G, Cagnoli, L, Claroni, F, et al
ACE

normotensive patients with

inhibition reduces proteinuria in
IgA nephro-
pathy: A multicentre, randomized, placebo-

controlled study. Nephrol Dial Transplant

1994; 9:265.
Rekola, S, Bergstrand, A, Bucht, H.
Deterioration rate in hypertensive IgA

nephropathy: Comparison of a converting
enzyme inhibitor and beta-blocking agents.
Nephron 1991; 59:57.

Russo, D, Pisani, A, Balletta, MM, et al.
Additive antiproteinuric effect of converting
enzyme inhibitor and losartan in normo-
tensive patients with IgA nephropathy. Am
J Kidney Dis 1999; 33:851.

S, Ueki, K, H, et
Corticosteroid therapy in patients with IgA

Tamura, Ideura, al.
nephropathy and
Clin Nephrol 2001; 55:192.

Walker, RG, Yu, SH, Owen, JE, Kincaid-

Smith, P. The treatment of mesangial IgA

impaired renal function.

nephropathy with cyclophosphamide, dipy-

ridamole and warfarin: A two-year
prospective trial. Clin Nephrol 1990; 34:103.
Woo, KT, Lee, GS, Chiang, GS, Lim, CH.
Effect  of IgA
glomerulonephritis: study 5

years later. Clin Nephrol 1991; 36:60.

triple  therapy in

A follow-up



tgkioklgeks] Al 2002;6 : 5- 14

44,

45,

46.

47.

Donadio, JV Jr. Bergstralh, EJ, Offord, KP,
et al. A controlled trial of fish oil in IgA
nephropathy. N Engl J Med 1994; 331:1194.
Donadio, JV, Grande, JP, Bergstrahl, EJ, et
al. The long-term outcome of patients with
IgA nephropathy (IgAN) treated with fish
oil in a controlled trial. J Am Soc Nephrol
1999; 10:1772.

Donadio, JV JR, Larson, TS, Bergstralh,

EJ, Grande, JP. A randomized trial of
high-dose  compared with low-dose
omega-3 fatty acids in severe IgA
nephropathy. J Am Soc Nephrol 2001;
12:791.

Lai, KN, Lai, FM, Li, PL, Vallence- Owen,
1. Cyclosporin treatment of IgA

nephropathy: A short-term controlled trial.
Br Med J 1987; 295:1165.

14

48.

49.

50.

51

52.

Ferri, C, Puccini, R, Langombardo, G, et al.
Low- antigen- content diet in the treatment
of patients with IgA nephropathy. Nephrol
Dial Transplant 1993; 8:1193.

Rostoker, G, Desvaux-Belghiti, D, Pilatte,
Y, et al. High-dose
therapy for severe IgA nephropathy and

immunoglobulin

Henoch- Schénlein purpura. Ann Intern Med
1994; 120:476.

Dillon, JJ. Treating IgA nephropathy. J] Am
Soc Nephrol 2001; 12:846.
Floege, J, Feehally, J. IgA nephropathy:
Recent developments. J Am Soc Nephrol
2000; 11:2395.

Welch, TR, McAdams, J, Berry, A. Rapidly
progressive IgA nephropathy. Am J Dis
Child 1988; 142:789.



