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IgA Nephropathy: A Clinical Perspective
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IgA nephropathy EREaes Berger's disease sy
lsaassuan laaneunndminSaeadea Berger U
Hinglais Glaueit) 2511 ﬂﬁ]@gﬁ%‘WU’i? IgA nephropathy Sy
mmqﬁaﬂmﬁmaa primary glomerular disease ﬁﬂmm
Ysener waelusumnelne? amnmmatszsnnderay 515
Pa9Ll5EN TV AN IELENTD9 IgA 15104 mesangium
989 glomerulus WaZ3zaNMIaEAE 0.5 TaSLsEHININGN
sanamiaamauaasradlsatamendin® leun taame
wden (hematuria) 91757 luilaany (proteinuria)
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2) Secondary IgA nephropathy mmwmmhﬁwﬁu
wulsesiuudaduaingainlngjeas secondary IgA
nephropathy wu3auag 9° LLﬁ:ﬂWﬁﬂﬁ@ﬂi@ﬁﬁ@ﬂN
Fuiusiumsiia IgA nephropathy uamadamaen 1 1am
aganameatHaiamMIsEs IgA ¥30aamMsman IgA
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W@VLWQJBS\@@W IgA AL primary IgA nephropathy
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a5 IgA nephropathy (gﬂ"?i 1)
1) maiaSnasmssdhs IgAl

IgA shamaisseandis 2 28ia f IgA1 uae IgA2 uae
ulspanidu 2 QJT‘IJLL‘]_I‘LI 8 monomeric IgA ¢ polymeric
IgA d’msl,mjmaanzﬂw IgA nephropathy WU polymeric
IgA1 Fatuludon® wararanlumentarmle’ BouAe
NNANNAAUNGT8S mucosal systemn ¥ AAAMTE3S
polymeric IgA1 mﬂ%% Lﬁaﬂmmwméa‘wmﬂ BERS poly-
meric IgAl Wudmlng wdeniufiasanyluwens
anle2as IgA nephropathy aenslsfienamsAnmemas
Maﬁuawam@;@mﬁmdnLﬁaqmﬂ U mucosal
polymeric IgA plasma cells a@mu%nmtﬁaq@hm hnjﬂw
IgA nephropathy NAUWLAAIW polymeric IgA1 plasma
cells Lﬁéd%ﬂ%i‘ﬂﬂiz@ﬂ‘ﬂm&gﬂ’m IgA nephropathy ?ﬁldm’gz
Un@lanszgnais monomeric IgA1 Wudanle v
flaqiulaifdasguiterasunasmaatne polymeric IgAl
eLuig’ﬂasJ IgA nephropathy GohiAeananafaunGves
mucosa system FIUNIRBLEUBsasTIIME shlanszen
&34 polymeric IgA1 Sﬂﬁ%‘u
2) MTAANITVIA IgA1 1a% IgA immune complex

AnNAnUNFvadlas9E9 IgA1 AN aberrantly gly-
cosylated IgA1 ﬁﬂ,ﬁlaimsmaﬁuﬁu asialoglycoprotein
receptor LVIoAsTLI 6T %@Lﬂwnmuﬁwﬁ@hﬂﬁﬁﬁ@ IgA1
Tusame SanfuaLumside IgA mumshauesdio
Aontana iasamBnns CDSY uninaasdiadasam
Tuiile IgA nephropathy a9ad ¥hskemsenansowes Fo
receptor MAEIAIY MU IgA anadmasn®
3) anuAaUndvaslasiadis IgA fumsiianensanw
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M59f 1 5N idaiusiumaiAia IgA nephropathy

Increased systemic IgA synthesis

Dermatopathology (Psoriasis, Burns, Dermatitis herpetiformis)

Lymphoid malignancy (IgA myeloma, non-Hodgkins & Hodgkins lymphoma)
Increased mucosal IgA synthesis

Inflammatory bowel disease & Gluten enteropathy

Chronic mucosal infections (bronchiectasis, cystic fibrosis, periodontal disease)
Decreased systemic IgA clearance

Liver disease (cirrhosis)

Inflammation with change in Fc RI expression of monocytes (ankylosing spondylitis, HIV infection,

Disseminated tuberculosis, Mycosis fungoides)

Abnormality in mucosal immune system or
Abnormal systemic response to muscosal antigens

Increased production of IgA1
Decreased clearance of inbone marrow
IgAlimmune complexes

- e e o Circulation:
AberrantIgAl immune complexes 1
Liver AsGP-Receptor IgA1 on FcRy associated
transmembrane FcooRI

ASGP-Receptor Glomerulus:

Aberrant IgA 1 /immune complex
deposits on Mesangial Transferrin receptor (TfR)

|

Activated
Monocytes

ASGP-Receptor

-Cytokines h )
-Chemokines ——— Chamatans
-Complement activation I
fibrosis Inflammation
Mesangial IgA nephropathy |
A and €
Renalintersitial inflammation

511 1 uwa@snalnMaifia IgA nephropathy
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myeloma WUSATIMTNA IgA nephropathy Yaelann ﬁdﬁ%
L%adwﬂﬁﬁaﬁ'm 7afiomaAin IgA nephropathy 45N
msdn lutlagtiunuennienndvaslassss gA W
Riudddamaiiolse

IgA 5¢naummel constant region domain L%amﬁu@%y
hinge region ﬁﬁ amino acid 3 1ia fa proline, serine
L&Y threonine 9UMU O-linked glycan chains %id‘]hzﬂa‘j_l
el N-acetlygalactosamine, galactose waL/¥38 sialic
acid Jaqiuannuanguwud fuskszas hinge region
iU O-linked glycan chains 999 IgA1 INAMIAGES core
1 b1,3-ga1actosyltransferase ﬁﬂﬁlﬁ@ aberrantglycosy-
lation 989 O-linked glycans haie galactose deficiency
LAUUAL IgAT hinge (g‘ﬂ‘?ll 2) EL‘H,Q"]J"JH IgA nephro-
pathy Yl meinmssss IgG v3e IgA antibodies
Lﬁ{aﬁﬁﬂ aberrantly O-galactosylated IgA1 Aot IgA1-
IgG/IgA1-IgA immune complex Lﬁﬁﬂuﬁa@ WMy
RMADAYAY immune complex HAE aberrantly glycosy-
lated IgA1 W14 fenestrate 989 glomerular capillary AU
iU CD71 (transferrin receptor, TfR) LLaZ“,I‘]Jia% fibro-
nectin N type IV collagen 13404 glomerularmesangium
Lﬁ@miﬂszéjumaa%m inflammatory cyto-kines/chemo-
kines (interleukin-6, interleukin-8, inter-leukin-1 b trans-
forming growth factor-b) L complement Toeamns Cs,
membrane attack complex (C5b-9) UWay properdin Wb
YU alternative pathway il mannose-binding lectin
(MBL) pathway iAo mesangial proliferation ka3
&5 extracellular matrix S9AAWeNGERTW AN

uaﬂmﬂ‘ﬁ aberrantly glycosylated IgA1l ATV
FcRj associated transmembrane Fcld RI 189 mono-
cyte %30 macrophage Lﬁﬁmiﬂﬁxﬁﬂﬁlﬁ@miﬁxﬂma\‘1
inflammatory cells 13130 renal interstitium WagiNANWEND
amwimémammmmn%u

52U103ne12aslsa
IgA nephropathy mamawﬂﬁnﬂ‘ﬁfmmq vy
T390 20-30 T WUIWFNELBENTUNEIVEN MNTIENUA

rhssnwuteslwlsznnssmglsy uazeidy wanustosl

1/329N39 African Americans MNTINUMIFTIANLND
amwvlmaa;ﬁﬂam primary glomerular disease Tt Jszner
{efl) 2546-2649 W IgA nephropathy Whisnisaa g

R v
NUDIIDERE 35

21M5M9IARIANYRY IgA nephropathy

dulnnffaray 50 vasihefiomatisanseandudon
\fhi) 98] (recurrent macroscopic hematuria) I@EJB;\T‘]J"JH
teneifadisamefudsandsmnnsfndosumiu
mala Bond1 synpharyngitic hematuria yiamsdaize
FULMIAU NS ﬁﬂwwmaﬁmmsﬁ%ﬁm 101999
yiilsemufiudan dodifadeuenisefunsfinzauat
falussuomadutiaame Ussannidasay 30-40 184t
amanudiaideauasluiaane laellifamsuaasms
ﬂaﬁﬂmaﬂi@\lm (asymptomatic persistent microscopic
hematuria) I@aﬁé’ﬂwmz dysmorphic red blood cells
(RBC) Gosnansom glomerular disease Sm 167 e
Fouay b 909KEaNRRENS nephrotic syndrome WU
proteinuria 1NN 3.5 NTN/1.73 MNTNNGTFDTU FANAL
mmiﬁ'w} MNIAD generalized edema, hypoalbumin-
emia (ﬁaﬂﬂ’jﬂ 3.0 NIN/@a.), hypercholesterolemia (3N
7 200 X8./608.)

K128l IgA nephropathy 109918 WUDENT3aRAY b 30
fenguamslsmedumdu sansonfiadeuenlsedn 2
ﬂaq'm fa 1) rapidly progressive glomerulonephritis
(RPGN) RedmosnesamnlLy crescentic glomeru-
lonephritis  2) acute tubular necrosis Lﬁﬁmﬂmiq@ﬁma
|@2n RBC casts %3970 iron fifmanmsuangasiio
Baruadlu tubules' %@mm‘ﬂmwUﬁuwé’ﬂumjmﬁ%ﬁu
shldiaslumzezm 4-8 §lensh nguemagevhewLTiaesnn
ELW:J:ﬂ’JEJ IgA nephropathy ) malignant hypertension%ﬂ
d’;ﬂ%mjﬁ@héﬂ’m IgA nephropathy duseeIm
s watlaifimausoslon meedtinantiow damngiae

daulng Wldsumenmaguamanan
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% % O-linked glycans

% QR | cH2 | cHs
Hinge region
& AN [ cm2 | cHs
& & O-tnked alycans
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511 2 las9assrad IgAT U5oMuMs hinge region M5M35896984 18 amino acids WAYWU 5-6 amino acids

(Serine, Threonine) 9UNY O-linked glycans F9LsEnaUmEmMITuiag N-acetylgalactosamine, galactose e/

a8 sialic acid ANANNRANIAE

nmsaftasalsn
mifadulsemdumsasanensamwaiio o
ﬁ?ﬁiy NNANBULYIN light microscopy WU mesangial
cell proliferation L¢ expansion 98N extracellular matrix
ANBOLNY immunofluorescense MiCroscopy WUNIEaN
fa IgA (IgA1 subclass) lAUUIIDH glomerular mesan-
gium WaYLNTINULANNG glomerular capillary walls SL‘LL
Kiheenenumsdandaaas IgG, IgM, Lamda light
chain, Kappa light chain k8¢ complements C3 FINeE
ueiSanosmstan@avad immunoglobulin wehiiaan
IgA LAYANBILYN electron microscopy WUMIHEHNUDY
electron dense A1N IgA immune complex 13404 glom-
erular mesangium ¢ paramesangium TINMLNTUNG

YDINTNVDI glomerular basement membrane (GBM) %3

ﬁaﬁﬁaﬁm&lﬂ%ﬂﬁu thin basement membrane disease

anna inMafialsnzad IgA nephropathy hﬂa@ﬁuwu
MNNANNANNANAUNFDY glycosylated IgA subclass 1
(IgA1) 13104 hinge region Guaﬂmaqa“ wazau a7
Q’ﬂwﬁ‘s:ﬁwaq IgA 8% IgA containing immune com-
plex dadslsden deiumansemssiuanafinlng
989 glycosylated IgA1 lwdan et lumAfasulsnle
%ﬁagasluﬁaagﬁuwudwmiwmwé’u galactose-deficient
1gA1 lwdarasngsnlszmnsmglsfienuih¥ousy 765
WasATNTINESDEaY 94 M TATiast IgA nephropathy™
weinenelsfioudsdasmemsdnmifiaidarauin3atan
Usznd lElmanaiin Lﬁmmﬂvbiﬁmiﬁwﬂmzﬂw IgA

Aa A4 oA v M X o
nephropathy WN@’NNLﬁﬂ@@]aﬂﬁ@ﬂmuiiﬂﬁﬂﬁﬂ@ PIANPN
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IJLUTHAME LLaﬁﬂ@NUiﬁ‘mﬂiL’ﬁam@aW’] RIRENQIRN

msitadauenlsaniy glomerular hematuria
MIAFIANY asymptomatic persistent microscopic
glomerular hematuria aINM3IATIAFIMWLIENT 1130
andlaetiady diheazlimms omausaslen Sufy
é]/aJLL&mI‘Sﬂ IgA nephropathy mﬂIiﬂ thin basement
membrane disease, Alport syndrome, membranoprolife-
rative glomerulonephritis (MPGN) mﬁmmﬂ%ﬁf@%@i@
Tuasaunr JUuumMIthemenIssiug uasdnwoems
fifinlsa %@ﬁnmmﬁ‘;ﬂummﬁ 2 a&hﬂﬁmﬂur};ﬂw
19me iaanseifiaseuenlse ldveadindasadams
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maeiulse
°o A @) | ¥
msenifiulsewas IgA nephropathy Wil unuachedhe
Uszanaidaras 30-40 gastihudhglaGesnzurgadnelu
svasnaazanes 20 T wurleunidouas 10 2a9nthy
feulsemmuinsla il uaneherudihendndllamame
asraslsngend

fhiuidusaslsa
ﬂﬁmﬁm@iamwﬁwLﬁﬂiﬂlﬁﬂ’ﬁ@jvlmL%a%ﬁwzq@ﬁmﬁa 1)

proteinuria 81NN 0.5-1.0 N3N/ AAGiNUNUNNNT 6

\Pats wuﬁwLﬁuﬂafh’aL?%méwé’mﬂmﬁammmﬁﬂm ey

1517

VANMIN mmaﬂ‘mslmjﬂw IgA nephropathy”™” 2) 3¢@U
serum creatinine gausnsurasmsifiasielsn uaclunsl
Dzﬂwﬁﬁ estimated glomerular filtration rate (GFR) %ot
Y 30-35 Na/ANTI/1.73 NT1MGS vi301Ng chronic kidney
disease (CKD) 3ve#t 4 lomansmeusmassiomssnuion
310 W W MISnmaghamsnyan® 3) microscopic
hematuria AAFEMAUNINTT 6 Hau 4) anasulafia
6N 5) ‘Wm%ﬂmwvl,mwu glomerulosclerosis, tubular
atrophy, interstitial fibrosis, immune complex 130

capillary wall L8% glomerular crescent é’ﬂﬁﬁ;ﬂﬂaﬁa@mﬁ

7ia6ia IgA nephropathy 696197 3

WANASSNN IgA nephropathy

M3 IgA nephropathy SuumMIuEns uaslade
Geslugihausasne dequdolil oo 4)

A. éﬂ?ﬂ&l’lé’?&lﬂéua‘ln‘li recurrent macroscopic he-
maturia %98 asymptomatic persistent microscopic he-
maturia Ing/linutiaseidedonandrods Tnamme
153104 proteinuria $EN 05-1 AU LaLANHSTIATA
Und Tifiensdndudasliensnm wiumsfasmamssnm
othasishiane

B. éﬂwﬁﬁmmLﬁlmeiamidnﬁuiiﬂL*iﬁaﬂméa%'a
Ansonmasnngasialiit

1. n'ﬁmuqmq‘mﬁﬂaﬁm Ypand 125/75 ux.Usam
shemsianasluawng wasdon ensnmenssulaio
mjm angiotensin converting enzyme inhibitor (ACEi)
yR0/aY angiotensin receptor blocker (ARB) Tnadilad
Msnmanenusulaiin lmuhvang Aansandan g
%Tm:rmf;m@?ﬂaﬁ@mjmﬁ'm'w wiu enduilamay w3e
fsonideni#en ACE 998 ARB iasnnanananiiia
UsyRvsnwlumsantsanos proteinuria®® wazrraams
Lﬁamaﬂmhéﬂw IgA nephropathy 1520

2. M3aa3u104 proteinuria fAonLAaN N3N
AMuewlafinngs ACE: vi30/uay ARB %@aamw%a@
intraglomerular pressure LLaz"ﬁ"JHLﬁNﬂizﬁwﬁmwmﬁmm
989 glomerular capillary wall ‘v‘iﬂﬁmmma@ proteinuria

21,22

uavrzaamaianaadlalé”? Whnanseasmsinmda
ALIAN proteinuria %aLNN 0.5-1 N3N/ visoanassoLay
30-50 NIEbl3iENININaA proteinuria WM MEINT
S 3-6 1o Aansonden eneununieuiudiaznamn
diald
3. muANYRANTY NNNANTIMIFNIBIENAIY
aunANflugiae IgA nephropathy luilaqtiuds
it daulnfRamaiaeszesiu uaelinamadnmnin
ufatuatann dafumadentdenenunanfduiduduie
IgA nephropathy ﬁﬂ\lﬁ“ﬁaﬂﬁ;ﬁuﬂ%ﬂ athslsfionuananan
Ghl Lﬂmﬁﬂmimamé’ﬂgwumﬁﬁﬂmﬁﬂuﬁm@ﬁuﬁa@iavl;ﬂ
i
1) Corticosteroids 2Nnang1% luilaqiunudy
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5197 2 mﬁﬁﬁ)ﬁ&JLL&JﬂI‘m asymptomatic persistent microscopic glomerular hematuria

IgA nephropathy Alport Syndrome Thin base membrane
disease
Prevalence most common rare 5-9%
Associated rash, URI hearing loss, cataract -
Family History negative X-link trait autosomal dominant
Progress to ESRD yes yes no

Pathogenesis abnormal IgA regulate

absent 1 5 type IV collagen

defect 1 4 type IV

collagen

maeht 3 Tladuifivamswennsnilsnluiihe IgA nephropathy

Good prognosis Poor prognosis

No impact on prognosis

Clinical profiles

Recurrent macroscopic hematuria Increasing age

Duration of preceding symptoms
Severity of proteinuria
Hypertension

Renal impairment

Increased body mass index

Gender
Ethnicity

Serum IgA level

Renal pathology

Minimal light microscopic abnor- Capsular adhesions and crescents

malities Glomerular sclerosis
Tubular atrophy

Interstitial fibrosis
Vascular wall thickening
Capillary loop IgA deposits
Mesangiolysis

GBM abnormalities

Intensity of IgA deposits
Co-deposition of mesangial IgG, IgM
or C3

prednisolone MANTNAALSHNNL proteinuria® WaLTLAENTT
Gosmaale® Tungurthefifissiu GFR snnnh 70 s/
Wif/1.73 maees agslstionalumsfnmsimnanide
fiia lasanadaulnnjeesdihg lumsdnmimald
ACEi ¥Ba/uaz ARB faesnn® wioifiusiouay 14 Favs
miﬂ’emmmﬁaﬂel%m prednisolone Tutlsgmis 2.0 an/nn.
ST Wi 2 haw USuanuwaen mssesm 6 et
nadifihemas|é¥uen ACEVARB Wy proteinuria ann

N1 1 NS Uagdlsedu GFR annni 70 Na/w1f1/1.73
MINE” W3n3iEI IgA nephropathy Afoms
nephrotic syndrome LLazwm%amw”Lm W81 minimal
change disease (MCD) %@é@ﬂmjmauﬂuaq@“ﬁ@iamﬁﬂm
o1e) prednisolone™

2) Immunosuppressive agents mﬂmﬁﬁﬂ‘hﬂiu
Eﬁﬂ’;&lﬁlﬁ serum creatinine 1.48-2.84 §N./A§. WU
prednisolone 40 1./ USUaawaende 10 an./5u
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M919% 4 LImaSNEie IgA nephropathy™

Clinical presentation

Proposed treatment

Recurrent macroscopic hematuria or asymptomatic per-
sistent microscopic hematuria with proteinuria<0.5 g/
day; GFR normal

Proteinuria 0.5-1.0 g/day with GFR normal

Proteinuria >1.0 g/day with GFR normal or slowly de-

creasing but still > 30 mL/min

Nephrotic syndrome

GFR < 30 mL/min

Rapidly progressive glomerulonephritis

No treatment; annual medical check-ups

Consider initiating ACEi or ARB

Optimize supportive therapy; if persistent proteinuria
>1.0 g/day after 6 mo consider immunosuppression
Corticosteroid™ in patients with a GFR> 70 mL/min

- Methylprednisolone intravenously 1 g/day for 3
days in months 1, 3 and 5 and oral prednisolone 0.5 mg/
kg on alternate days for 6 mo OR

- Oral prednisolone 2.0 mg/kg every other day for
2 mo, with a rapid tapered to 0.5 mg/kg every other day
for an additional 4 mo, then taper to discontinuation
Combination treatment” in patients with a GFR be-
tween 30 and 70 mL/min

- Oral prednisolone 40 mg/day tapered to 10 by 2
yr and oral cyclophosphamide 1.5 mg/kg/day for 3 mo,
followed by azathioprine 1.5 mg/kg/day for at least 2 yr
Fish oil consider in addition to ACEi/ARB in patients
with a gradual reduction in GFR and proteinuria > 1.0
g/day

Following earlier-described proposal

Optimize supportive therapy

Consider treatment as patients with ANCA-associated
RPGN

- Oral cyclophosphamide 1.5-2.0 mg/kg/day or
cyclophosphamide intravenously 0.5-1.0 g/m*/mo for 3-
6 mo and methylprednisolone intravenously 1 g/day for
3 days followed by prednisolone 1.0 mg/kg/day for 2-3
mo, then taper to 5-10 mg on alternate days for 1-2 yr

s ad . d -
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TIAY cyclophosphamide 1.5 8n./nN.§1a3 SLWE"N 3 1hau
WINENNOLEY azathioprine 1.5 aN./NN.¢aT Wisvezam
Uszanos 2 U ansnantSanns proteinuria WaLITaNS
Gosasle” SolmmshdenFendonamugihefiims
nnuasleanaseeTng (nnnh3asay 10 datl) e
nafigihe lineusuasda¥nméneg ACEVARB fiflsssi
GFR 80a90g/3s7dng 30-70 8a/wifl/1.73 caaeets
miﬂaﬁmﬂﬁm prednisolone TI8AU mycophenolate

$%2 sinehals

mofetil (CellCept) FN1TNARN proteinuriavL
Ronudislsifidoyamainmssazenahmanaseamaion
ﬁna\ﬂm uamm‘ﬁmm meta-analysis Lag ﬂﬁﬁﬂmé%ﬂ 1&]
W‘uﬂﬁzﬁw%mmaqmﬂumﬁwﬂuéﬂw IgA nephropa-
thy”® ﬁﬁu@ﬁuﬁd\lmmzﬂﬂﬁﬁaﬂw mycophenolate mofetil
dumsinmanasgu

éfmmmuqmgﬁﬁuﬁmdmﬁ'm A calcineurin in-
hibitors (cyclosporin 38 tacrolimus), leflunomide,
mizoribine Wa¢ intravenous immunoglobulins e
Wudagamafnmanedn waznansanELIY random-
ized control trial deriidelainansniiudhulssavarmans
EngNAnaT L6

4, nﬁmm;uvlmﬁu‘lmﬁam MeeNaN HMG-CoA
reductase inhibitors (statins) unei [ssey LDL-choles-
terol REM 100 4N./0A. (2.6 TaAkA/AN3) AL
Kt CKD flagiiudidagaaivaundien statins 613130

34,35

zaamadentosle wazdlaqiiuflum ltuySusesy
Ehmsnee LDL-cholesterol dnh 70 ain /e oehalsh
M doafisszTonadnafeafidfyans statins e
rhabdomyolysis I@HL%WWSGLMQ‘]J’JH CKD ﬁi% &1 statins
N fibrates

5. Fish Oil %38 Omega-3 polyunsaturated fatty
acids (n-3 PUFA) ﬁﬁﬂ%mmaa eicosapentaenoic acid
(EPA) 1.8 n5d way docosahexaenoic acid (DHA) 1.2
%W Sutlsemunin 2 9 ssnsngvasmsidesadlal
A1t IgA nephropathy ﬁﬁmmﬁmqa@iaﬂmﬁoﬂ@éa%@
JYHLHPYNE @D proteinuria 3NN 3.0 N33/ Wariawei
mahnuaslnanad® Lm'aa'mvlﬁﬁmm’emmiﬁﬂmﬁluﬂ”
WAy meta-analysis 1NN U1S¥AVEN WYD" Fanaa

fsandentd n-3 PUFA ihwilesensalumssnmndihe
IgA nephropathy ﬁa’jmmL?%mqa@iamﬂﬁ@i@]L%a%fﬁwzq@
e

6. Tonsillectomy &1319057 [ lsAasL wawilaariv
miLﬁmVLméa%ﬁwgq@ﬁwﬂuéﬂw IgA nephropathy®*
aehslsfienugislifimsfnsuuy randomized control trial
wazfneudianssaran deiudeldaananfudu
UseAndammsSnmeneg tonsillectomy Wi IgA
nephropathy 15 i)

C. Q’ﬂqmﬁ@ RPGN %32 crescentic glomerulone-
phritis LLﬂdﬂ%ﬁWﬁu\lﬁﬁmiﬁﬂmLL‘]_H_I randomized con-
trol trial Wgfthengai anmesmdthenuh i cyclo-
phosphamide SUysem 1.5-2 un./nn.giath vi3een cyclo-
phosphamide NaVaaAEDAGM 0.5-1.0 NIN/GIH. YNLADY
SINFUMS Wi intravenous methylprednisolone (IVMP)
15-30 ain./NN.gioTu lugngsnsriuan ensene prednisolone
1 3n/nn. sia%u USuanuwnenvdslsnasy Mansnesas

v
4142 ¥ oo

madesasla™® dnlursmhidanlfenmuaunidaiug

namileniumssnelugiae RPGN iy

Renal transplantation (1m3Snwthianaunums
»L@‘*?l]ﬁﬁ'q@ Lﬁasziﬂfm IgA nephropathy Lﬂi'wgivlméa%ﬁwzqm
vheensiesunegnamele aehslsfimamasmstgneele
wuRthe IgA nephropathy Flsndisiarias 50-60 Lay
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