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A AR E Aol ARk g, ARTAlA R 7
Ao} AR-3H?, crescent §4 5ol HelzAeH w3}
Fol A&} glon} vuxl o ssale wE Ao
7} gkol ofwl Bz} A AlYHow A&dA vy
of| &35}7]oll4= o)Al = prL ofe-go] 9lr},
MAEe A2 AnkE] 10499 [gA AF#EA
ozt el Aol AlFHee) A
A& 5 e oFQAE FHE7] e A4
) wejzAstgl ojg QlaAEg w9 o
g 4% 3k
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H 419949 49 139
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2

et ¥ e

19851 49 %€l 199213 3U7R] Al FAEY
Watoll4] k] IgA AlFo 2 zxhihd 10499 &
g 4oz storch

IgA AZe] Axte w@AYFHe]y 2744 =4z
<ol IgAZF A9siA AAE A= e 7y
Z, HMAA Ex4 @y, Henoch-Schonlein Ak
A W 4ol A9 sl

atd Al Fe] Aol ¥A creatinineo] 1.6mg/
dl oj4el A2 9z 2Ete] Hee 47 ¥
qte} 150 mmHg o|Ate]l At o]sly] #gke] 90
mmHg |4l %ot A A Fu¥YAE 5§
Zql ALz siaick wW2lzHed Grade: SM
Kurt Lee!® 258 3slg]ch

Ha|Eaay Net:

1) B0 Y

A28 A2 S 10% 34 Tusle) nysx
gl & ASHYE AH gy 2ol AAE F
2~4 gme) WA H-$ vhEo] hematoxylin & eosin¥}
M goll uwlgl Masson¥ trichrome, periodic acid-
Schiff o silver B 4§ dlo] Fat@in|z o2 A}
et

2) HAHBUMOIBZE MY

Ho @ g A S AgaAe &4
Adted FHAMUCIR 2~3m FAR sl 37
Fol| Az=A]7lz  2lAL8HE o (phosphate buffered

saline, PBS, pH 74) 22 AAg F A& fluo-
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rescein isothiocyanate (FITC) goat anti-mouse IgA
(Biodesign, U.S.A) & Apg8to] AFFAWe] IgA H
£ Leltz-Dlaplan(Leltz, Germany) o3& 3&n]7
o2 B

EAA = ghalwel £4¢ 79 Student’s unpai-
red t-test®} XZ test with Yate’'s % =3 Fisher
exact test, thl g %42 7% multiple logistic
regression© 2. 3}9ich,

- | =

A7 BA) hAgatel dAH B4 ofate # 13
), F 1047 sbgdl @2} 484, oAAbst 56 eE
jule 1:1.22 A dAgulEE Aoy} glglen
ate] HFitolE 28.0412 HA 14404 Ha 61

Agct, dwwio 2R AHARY A7 HP
31.9+44 070 o) gl et
Fabe] HEAt Sobd Hu g Jebd 87t 4942

A 46.6%F AL 3.0g ojake] AFFT
Hele] shlln§ 3l b 439 (44.8%) ol3lem
A7 kil &R creatininex] 7} 1.6 mg/dl ojAto g
AlRAL wal FAE 4o (3.9%) oM Uik HA
IgAx]7} 350 mg/d]l ejArl fate 474 (56%) oA
AL BE 7k Rwghol ZA%s 119
(10.6%) 1A iedl ol &2 71574 9 %
3, 5944 HAEE 25 Haeldoh AlAA w4
#qte] 150/90 mm/dl o]4ql nHE b 25 8%
(7.7%) ©] SAsich,

S-M Kurt Lee 5o =& Hejzzsx 1i4d
Grade II7} 369 (34.6%) 22 7} 9sky Grade II
7} 2944(27.9%), Grade IV7} 194 (18.3%) 9o
Heg Y 3an] 7 A el Rl IgAZF Haslge
v gedelA A 23 BRel M4 R R
T 4 9yl @ 44(3.8%) o4 A3icHTable

obﬂ o

2 e

hAEzl 1049 B FH BV 24.0+17.9
Meojict, ABA w4l ofm] AlF-Ho| oUW 43&
Z@gsled o] 775 247(23.1%) 0] A¥Heg &Y
ool vojz| 807 A4 A7 5& FAlslkich

AfAdes AYF 73 A4S E G T A
olo] o] A qlAEe] chwiagr 48 3 Adde

Table 1. Clinical Data at Presentation

No. of patient 104
Age (yr), mean 28.0+8.5
(range) (14-61)
Male sex 48(46.2)
History of gross hematuria 49(46.6)
Urine protein>3.0 g/day 43(44 8)
Serum creatinine 2 1.6 mg/dl .8)
Serum IgA >350 mg/dl 47( 56)
HBsAg(+) 11(10.6)
Hypertension =150/90 mmHg 8( 7.7

Percentages in parenthesis

Table 2. Histologic Grade by 8-M Kurt Lee. Classifi-

cation

Grade No. of cases (Percentage)

| 13 (12.5)

11 29 (27.9)

m 36 (34.6)

v 19 (18.3)

A% 3 (2.9

None made 4 (3.8

Total 104 (100.0)

Table 33 el $xpe] Avd-g ¥l A¥Herz A
gk o Wi A2 33.9+10.6418 %
T8 26.4+10. 1480k Feo5hA ool ©gkew
(p<C0.01), Al¥Aez AHPF FollM A7 =4
A creatininex|7} 1.61+0.78 ml/dl& 417])3%
Ao 2 fralElgdlel 7ol #EA creatininex] .92+
0.29mi/dlz ®cb FojshA Eatch(p<0.01). B
DARAT RS ok BE AT FoslA *‘fn"}k
2(p<0.01) JatHo g Kobd HLE w9 HY
Adezel Adsfe] felsiA wigkel el 0}-1—
3.0g olAel Al whin g Mgl 7oA AFAL
2 AYY Aot R Ech zehd AAAA
717k A, dA diulss, 44 A FE5
& okFAtelol R-2l&k abels} el

et 1 HedgygEey 470 ool A JFF
-+ whdeer 243 #ne Table 49 2o}, E-Fo
oj% yelzAehd Wrle HHeor AYH ¥
oAl A GradelV, Vol wlsr} 68.2%2 A4

:]_[%] Zl [SA XN

50| A
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Table 3. Univariate Analysis of Clinical Prognostic Factors

—oEh e8] C A48 A 25 AW AM414E 1995—

CRF (Cr=1.6) non CRF (Cr<1.6)
(n=24) (n=80) P value
Age (yr) 32.9%+10.6 26.4+10.1 <0.01
Duration prior to renal biopsy (mos) 50.2+60.4 31.3+51.0 NS
Male sex (%) (60.9) (42.2) NS
Creatinine (mg/dl) 1.61+0.79 0.92+0.29 <0.01
Serum albumin (g/dl) 3.17+0.89 3.60+0.99 NS
HBsAg (+) (%) (25.0) (6.0 <0.01
Gross hematuria (%) (16.7) (52.4) <0.05
Hepertension (2 150/90 mmHg) (%) (37.5) (14.3) <0.05
Nephrotic range proteinuria (%) (66.7) (36.9) (<0.05)
Serum IgA >350 mg/dl (%) (45.8) (14.2) NS
Duration of fossow ujp: 24.0-+17.9 months
Table 4. Univariate Analysis of Pathological Prognostic Factors
CRF (Cr=1.6) non CRF (Cr<1.6)
(n=24) (n=80) P value
0 (46.9) —
Pathologic Grade ], %
athologic Grade 1, 11 (%) (31.8) (46.9) <0.001
o %) (68.2) (6.3 —
IV, V(%) ' '
Extensi f i
xtension of IgA deposits to (56.5) (3.1) <0.001

parietal capillary loop (%)

Duration of follow up: 24.0+17.9 months

Table 5. Multivariate Analysis of Prognostic Factors

A SE df P

Serum creatinine 4.9 18 1 <0.01
Extension of IgA deposits

to parietal capillary loop 3.8 12 1 <o.01
Pathologic grade 28 3.4 1 <0.01

(GrIV,VvsGrl II)

Multiple logistic regression

A

ool 6.3%%cr oA w3ker (p<0.001)
qYF #HeF A IgA7E wlAkR Foll ZgE =]
32 RAER S wet A5 AL Ao w 24
g 4%7t 56.5%2 A4 A7EE A 7Y 3.1%
2ok §8lA ¥eet(p<0.001).

oj4tel Aa-g gokalw whuwaf H4e He
Heze AYE AFY 4 Yv d4d W

5 2 or

Al

2]

x
T
£

e YAz e AAHA 1y, e €3y
creatinine®|, B 7t gwidtlo] ok4, SobHdn
7t e A, nEsh AR Wy, dAyFHA
IgA7} AMR[E #abohizl 2A¥BE whet Habg
738 5 2AgH o g YR gradeFolsich

g8 ol 4ol ¢1delAE-2 multiple logistic regres-
siong o] &3 chHzy ¥4& 3 7z Table 59
e,

AR 4] ofeislz] o4 9 e gelzt
748l ¥4 creatininex|, wWdHPHAAL IgA A
of oAbx| g Wrteliel mAlgHHAl] FAH AL
283 S-M Kurt Lee®] #§-o 2§ wzlgt= wr
S 371X <lziute] SqA o g Aol &g 03
= Aoz v o] 371 Ql=E ALY v
HEER 25 o] 371A] <zl $453 W4E &

¥4 qgie,
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il &

IgA AFe] M& nay Pajee 37) lF7t o)
S o5d Aoz deyfA=l, 2% A% FAHA
Aol gk Bart vhgol whe} o] Hito] Fefel U4
A A 2A 4Ed A3AE Hsle Aol oz
AT 20~40%9] XA AlEHoz Asle A
2 geixin glev RFe o Ao 2 E Yrl4l
FAZe b E3F Yle g Rausm Yot &
2k oh gl FEATE 3 Alamartine¥'V2] 2827
o] IgA A5 8AE Hdoz offola] Hi 9444
27175 507 (18%) ol A vidAlR-do g A8s s
ou] o] oF 1/30] wrlAlY-Ho R AP ALE
astgleh, mbdARAde 2 A ddxZe B
Hel EAoly wdsl, thiy, AIFET, ¥2 ¥
] IgA3x], HLA-B35 &9o EAPend chisf 34
ol A el gk glnk4] wagke] EA, A3 4
o] 413 79, HLA-B35 &4o] v 7$%7 &7
Hog oFe] JEe vlAx ™At shodch
982} IgA A1Z#xE atezd Kusumotod2
H 1049 7HAAAF 23.3%l4 A creatinine
7} 2.0mg/dl oj4re} siidAlRzte] WARE ¥
ahoiet,

A5 7ol QeiE H 24.0+17.97449
2271745 2499 (23.1%) ©] ARz 2=
#3hxe] Alamartined'¥e] 18% Rt woter] dE
9] Kusumotos®2] 23.3%s Zetevt &4717k3)
A AN e] Aelst whel wbz wlaslrle ol
Aoz apgaifdes A g HEst F
ot HAEe] 748 AgkA] ASFF Welel e
A7 45% v Ele] iR uAERe 58RI wol
23907 Wiz A7, Adejit FFo Wi
IgA A1Z8) F550 Hol7t sleAls doz o o
Fsiolel @A Ak feteli Ay IgA AlFE
lEsb 22 el IgA AFe drAdsHe] T8
% %ol A3e] © Feog Yrsjo Yo o] A/
o] Ak 2o AA¥He s AHYE F v YA %
2| zalgtd el ARREE Zrle) Aol AR of
At Ae] 2% Aoz Aty

HA7A] G HHAA 2 ClFARIE AR

chal 10 eI B AlFA] o 3-8 7t
AW, obd dFuol Wde] glE AP, PAY, B
g 0 B oA, AL a0 g 7t
Aol AgO5o] heiA ek

IgA AlFoll Al wuhal wiAdgko] phg4-% ol¥7t §
A 23 Aoz e glch. Neelakantappa$'*
< ZgHA] 19w wjAdeke] 1g miui’l FelAd e
Aoz A o7t e glolert 19 =xby
s gko] 1~2.9g Alele] FEETANHE 5%l4, 3
g ol A% whllm ol 40%clA el Al
FEAo] WAT-E wasidch 5EF AlFAEEL
A Dl Fol 100%, F5E wh¥uT 87%, A¥
il nFoll A 69% 3o el AlRHez AHYY
A s A3 hlpol viE] FEETNNE
2.5, Ag chnFolME 6.3 Foba dlgeh
wepd whilly = wejzzaAq] Aleate] Yo} o
A Ao glom Arlsiae] A E ] Aol A
A &4 APE 276wl ASY 5 e A4
&7t & 4 9lek

AFETE IgA A58 A5 5~30% A= @
Aol 4 FrtElw oAl Aol AIF BFE ks
A e Aol EAer adzols 3 widAdAA A
Bofl i8] uhgo] glow 37t BHE oz Uy
) QlepEo - 2 IgA AlE #AkE AAAAA o4k
ol vlAamEst 9e AR BRlelM = ARl A
Boll qbg3le AN oz ojiwmEy AFFF T
Wol ofed§ Foldt 97t Udol AR ¥
I Yo o) A A e v AFFT
Higo 2 IgArl £d3 A she4d, EHZ TY
s 7l ojAtelels F g F5H YU 4
ZAsh Frba] AlARe] FEY shAE A4E 4
ot obA A sigte] gle Aot ALY
735 whE Mol e AFFE Ay dns X
Ql F=Abe] 69.6%0A stdAIRAHo 7 o] Fsled oY
latg et chigk Ao Sl elAlelA
A=dedl ol wrhill widder xal¥coHe chilln
E dovle Mdle] s YelaAgy A&d] A5
s} el ol Aoz Aziylcl

2g]he IgA A1F Bulohel 2E FH AW
o] Aol FeHdt JE vlH T UL 2 A A}
Aolel, Noel3'®E IgA A ZFofl4] 1dgte doloi4
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€ 5% A=E WA Baslm glend, AlelMe 2
ok Eob AxtA] 6.8% FAolA, 3 WAF 41%9
FAtell Al A"k o, IgA Aol mE sty
AR E G Alo]of] zfo]r} glon} HhHA] ool
354 mlatoll A= 35%0l 41, 354 olAelA+ 64% ¥
Aol 4] & sfe] Whalslo} nEYl Foll4 HF dArio
Faen Aol wAEs] Wi 69H n¥gte] A
#He B0 ct® Alamartine$ 9 AtiA] A7)
ol AAAFANM n@glel Fuk f5o) & 10d
o 208F AlAAEEE n¥tel U ASE 7%
W O52% A, 2yste] glE S W% W TT%EH
2Esgke] e 3¢ AR 2 AgE AdH §
o] 2,199 Erbx dgdch, el IgA AFe o F
of d&-g mlA+ ofel YAYUAES iy F4E
3 ol E£E vele A2 nagle] T84 o
ofA&d ol nEsle] e AL AdHer
FAbe] o] wa AlTa A3Ea Ze yejzAg
o wwlel 4l8ly, 19 1g o|4¢ wne HEr}
frelsiA w7l WEez A4t AAsEy 3¢
M= HYlAEE chidFg FAT S nEgLe F
HAql fgedielr] Bobe ohE AgaAel T4
bl g o 4 AAe,

IgA A1F8] #3335 &qkd "o WA Y4
ALdg 2Agcbe 2orl You® Jadew &
HERst e FAe e FA =8 gk AlEA
oze APY Yol wom* Fotd FYunrt gl
7A€ |4 Huot Us Fol vis] 5.5u02] Aed
H gl givhe Bart e,z opdak B4
g SRR BaEEe fobd duel §5& dF
£ veblE 537} olue] Kot ¥xE el
£ 82 %A $e gxlol wis A HFd Q95
o]l @3, AR HelxAeA o] Ao, AR
Hezel Aol =F 7oz odnx ek AHREA
Ao E &abd Hn thigRAols dFst §
€ dAE vEebgod ok Aol e £ AL o
FAA7E elslen ohE HglAlel FEAq Azt
A& & & Uden olgg AL D'Amicos?e]
238} A3}k

WAl dgdel & ol 7 F4 R Ao
2 ez e o] KusumotoEDe 23
717ke] wlxd 4olollMe 9.2%004, AlolAME

23.3%°041 mHdAlN-A o2 AYslo) Y]lojA o F7}
FA X#¢E 23dies D'AmicodPe uhiAlY
Aoz AP 4id AP+ WA o] 404
o] 42 3.48%0l ula| 244 olslellAE 0.260.2 =
g Badel Jeb?, olefire}l o] we ¥
olAl dlF7t EFE AL aH A o] Age
o] o A&A] obum o] Aghe] Arks W 2R

Eo Ao s AYsta YfeAlE obd FA4A o

ot AAREel Y chiFEAelA AMA =HA)e o
o7} B Foll4 Al¥Hdo el Ago] FoalA 3
ot oa] chEEAdolAE S/ HE A ol A
A &) slgict,

oA xct FAdolA dlFrt L ez Busy 9l
ol chig BAEHo] oFml Fgold =A A
Wk Alsla, Alg gne WEs) F7) wfes
AH®, dn g Aol AW ze)d
BAY 4 edded ol IgA AlFe] oz qlFd
atet 2 el A% Hxs) oh2s] affq He
2 A7Rc,  AlamartineE9.2 IgA Al1&e) o)Fo)
FAA Azrt dojste] ghiw 9l chHak B4
HLA-B35 349 &4l dlfrsl B34 3o A%
7b Rt et HLA 8437 IgA A% 43
A5 obA] =gho] 2k Abejoll e}~

A [gAA7L 71 7% FAal Fol vis o
FrF ERdcka Ragt qlsloy 2% ¥4 [gAxE
o Fott FHdlche Aol dHAFHPY, Laig®e o
qkelell i IgA AlF #Alol4 HBs &) W}
FI dFEE F2 $&E vudlely Fuel v 5@
E HBsAg Aol wtedwlzr BAode 9gedas
EFE Ao chHER-dol e A9 s e

Dohi%*¢ £®9| interleukin-68] =44 Al&e
ge|aHql AH-E Jehll+ & NEr Hug 4
o] IL-69] #7134l &Aooz IgA AFe AL 3
AR F 3Ee Ladtdovt ez N ge Ay
7b dejok & A e},

IgA A1Z9] ollFoll F8-g nixE Wa|zAtty 9
oAz A g FAA A, A7aAl g akE,
A 7H 9 JE, AZA4 crescent ¥4, A
FA Z1A e,z sy e] HEga 3y
2 ol ARE glon oiyRe WAL 43
Ade] IgA A1F9] AYL ASFY F e M A

~— 156 —



—Hyun Chul Kim, et al.: Prognostic Factors in Idiopathic IgA Nephropathy—

94 gle xEZ A7sn ek, D'Amicos'?
& Al AsEe] Axol whel AAA 12dF AA
AEGE Bty AR S| e e 100%
Aovl, 1~20%2 A#Fe] A& ALE 70%, 20%
ol Ak 73tEo] gwlE 20% vigte R Rndg
ck,

Kurt Lee S-M50] w2l #zjzzaad wwe
A5sl 2304 5oz AsAsE: W HLR
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g 3~4FolAE whilly, n¥sh, AFAY W=st 7
g Fof wldl wostA Eohn el AAE NS
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Eoton) arAlRAe s Y Fo AHHA A2
Zoll ula) AAAA ¥k Dlw, A¥Hs] H=,
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1 oj2)7kx $igdAEe i B4 gz
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ou} o5 QAEe] chiZAe] ojstw AbTAl o
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g8aatat ek 2R AEE4 FEHAF
(arteriolar hyalinosis), AF-#l F91& o4 %
£ He crescent$-2 clFE AAsHE AU H
2 ggtort ALl F91§ €84 crescent’} 50%
olate] ALFAlolAd BASE AL ARHezy A
#L &Y 4 Adx Adst # & Yz HAA"
A2l 7% S-M Kurt Lee 54 IV-VES A%
o] gl A$E o o chily 34 2ol
%o EHql sgalae wHA go] wust dA
3 of 4 YNk, =iy} oAbt G,
IgM =+ IgGel Eub A3 o¥E o¥sh FAsh4
IgA Axto] siAlx) g Ruteljel eM¥dHez
AE A9 oAbz ollnt Y 7Sl wlE] o F7}
papg Aoz yausm Ao AR #HelFAM

Ti mAdEe Austel wo A% Y AREAl 7
Aute] GalE ol F7h v dFelAtebe Max 9l
s,

Aabgel AtE WAy "olgPAd IgA d2
pAEBRy ez gy Aerb bl o PR
q BFollA cllFo] vfmA kg u]X £ oFlatE
vhebitet,

287 A IgA A1FS dlFAAEL A
F32 A7y, AL AEF, AF, AA
wE Apo|7h 91-E Wubohdz), ANl &Alell gloiA
= o9l A¢E Az geonz Joz @l fA
£ tidosg AdaHsl A7t gle] 27 e
die AFE F de AEE Hople o] Fa3}
2let Az,

(-] of

M IgA AFe A B Adgeze A
AR 2 74 £ A ATA ARe gA
glov] $elvels LY FEA Y] &3 wAE
7} e Ao A ok ¥ AHY ClFe HT
tlx otedAl AN FEdlA] Fihd AT 20~40%
gajolx uhdAlRAoz Agste AR RIFHIT
olch, IgA AlZelA shadAlR-Ae e Agse A
AzE nEsl, AT e, aERA, 34, FeHH
Hurl s A4S, ANAA AL ez W
Zo] AEHn o AALY @ zelsl gol o
W g7 A ARAdoz VYA v «lF3h]el
olAx @& oj#ge] Urh

Ui 0 1985 488 19923 3R] A F
A Wzl AMsted W4 IgA AFe R Axky
2 1049¢ Hate g oo JukE oA ez 4%
sle gabd o we|zed qlAE sy W o
Wek B4 F8 AFeadch

Ao 2409 2 7)7HF 249 (23%) S &
27b mpgARde g AYsigch HHAFHeR A
Hg 7o A 4 FaAFE HAAF ¥4 2
2} AAA whA] 23, ¥ ¥4 creatinineX|, B¥7}
of Fridy BFA, &bH Pro e fe 7
o ndgh AZFT HY whln, HEAHH
wwlo] gradest A&HE 7359 IgA YJate] T2 24
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g adet $gde A9} F5 B3 odlE ql
Z2 vebsiel, of4e] YeAER chigR4Y 2
3} A7 FA] e ¥H creatininex}, Kurt Lee S-
M £foll o wejzashd wo] Aldl Ay 9l =
A F dn|H A4 IgA Hzte] B2 AU E o
2t 45 37k qlaldle] o F & JehllE /A
Al stz el

SR ool AdAHoz IgA AFHA A bFALY
e APE FY & e AP $HezE
e o ofl g BHo] {LEe AFE M}
A3 AFY F dve dAE AHEs] Asde o
22 Boh g #AE 4oz Akl A A
Al 97t B2 E B A7

= Abstract =

Prognostic Factors in Idiopathic
IgA Nephropathy

Hyun Chul Kim, M.D., Soo Hyeong Lee, M.D.
11 Joo, M.D., Woon Woo Lee, M.D.
and Sung Bae Park, M.D.

Department of Internal Medicine, Keimyung University
School of Medicine, Taegu, Korea

Kwan Kyu Park, M.D.
Department of Pathology

Objectives: Idiopathic IgA nephropathy is the most
frequent type of pimary glomerulonephritis in the world.
IgA nephropathy was initially considered a benign
disease with a favorable prognosis. As data from long-
term follow-up studies became available, progression of
the disease to renal failure in 20~40% of adult patients
was recognized. Many recent studies have demonstrated
that some clinical and histologic features can be of
assistance for prediction of the clinical course in indi-
vidual patients. However, with a few exceptions, the
numbers of patients studied were two small to draw
firm conclusions.

Method: To clarify the risk factors or prognostic
indices for chronic renal failure (CRF) in idiopathic IgA
nephropathy, we performed a dual study on 104 patients
using both standard univariate and multivariate ana-
lyses.

Results: During a mean follow-up of 24 months, 23%

of the patients (24/104) had gone into CRF.

The univariate comparison of patients with CRF
versus patients without CRF showed multiple risk fac-
tors; older age, higher serum creatinine level at biopsy,
HBsAg positivity, no history of gross hematuria, arte-
rial hypertension, nephrotic range proteinuria, advanced
pathologic grade by Kurt Lee S-M classification and
extension of IgA deposits to the peripheral capillary
loops.

On multivariate analysis, however, only 3 factors;
higher level of serum creatinine at biopsy, advanced
pathologic grade by Kurt Lee S-M classification and
extension of IgA deposits to the peripheral capillary
loop; proved to be independent prognostic indicators.

Conclusions: Our data confirm the greater usefulness
of multivariate over univariate analyses in finding risk
factors for CRF in IgA nephropathy. However, it is
necessary for study with larger number of patients,
more prolonged duration of follow-up and a prospective
manner.

Key Words: IgA nephropathy, Prognosis
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