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Table 1. Haas’ Histologic Subclassification of IgA Nephropathy™

—

Subclass Minimal histologic lesion

The glomeruli show no more than a minimal increase in mesangial cellularity, without segmen-

tal sclerosis or crescents
Subclass II  Focal-segmental glomerulosclerosis-like

The glomeruli show focal and segmental sclerosis in a pattern resembling primary focal-
segmental glomerulo-sclerosis, with at most a minimal increase in mesangial cellularity and

no crescents
Subclass III Focal proliferative GN

Fifty percent or fewer of the glomeruli are hypercellular. The increase in cellularity may be
limited to mesangial areas, or there may be obstruction of glomerular capillaries by prolif-
erated endocapillary cells. Crescents may be present. While the great majority of subclass III
lesions show segmental glomerular hypercellularity, this is not a requistic for assigning a

biopsy speciment to this subclass
Subclass IV Diffuse proliferative GN

More than 50% of the glomeruli are hypercellular. As with subclass III, the hypercellularity may
be segmental or global, and crescents may be present

Subclass V' Advanced chronic GN

Forty percent or more of the glomeruli are globally sclerotic, and/or there is =40% tubular at-
rophy or loss in the cortex as estimated from periodic acid-Schiff-stained sections. IF these
features are present, the biopsy speciment is assigned subclass V regardless of other histol-

ogic features
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Table 2. Clinical and Laboratory Findings of
Patients with IgA Nephropathy at Ini-
tial Presentation

No. of patients (%) 152 (100.0)

Age (years) 342%+123
Sex ratio (M F) 69:83

Hypertension (%) 41 (27.0)
Gross hematuria (%) 57 (375)
Proteinuria (>1.0 g/day) (%) 115 (75.7)
Proteinuria (>3.5 g/day) (%) 38 (25.0)
Renal insufficiency (%) 30 (19.7)
Mean followed-up duration (years) 9.3 (3-18)

Table 3. Histologic Findings of Patients with
IgA Nephropathy according to Haas’
Histologic Subclassification

No. of patients (%)

Subclass 1 3( 20
il 68 ( 44.7)
111 50 ( 32.9)
v 19 ( 12.5)
v 120 79
Total 152 (100.0)
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Table 4. Clinical Manifestations of Patients with IgA Nephropathy according to Haas' Histologic
Subclassification

1 1I III v A% Total
No. of patients (%) 3 (20 63 (44.7) 50 (32.9) 9 (125) 12 ¢ 79 152 (100.0)
Age (yr) 313+205 316X£120 361£108 245%142 41.7%11.2 342+122
Sex (M/F) 0/3 25/43 27/23 10/9 7/5 69/83
Hypertension (%) 1 ( 33.3) 5 (22.1) 1 (22.0) 9 (47.4) 5 ( 41.7) 1.22+0.72
Gross hematuria (%) 3 (100.0) 27 (39.7) 9 (38.0) 5 (26.3) 3 (250 30 ( 19.7)
Proteinuria (>1.0 g/day) (%) 0C 00 48 (70.6) 3 (76.0) 17 (89.5) 2 (100.0) 115 ( 75.7)
Proteinuria (>35 g/day) (%) 0(C 00 12 (17.6) 1 (22.0) 9 (47.4) 6 ( 50.0) 38 ( 25.0)
Serum creatinine (mg/dL) 0.87+0.15 1.02£0.37 1.25i0.87 155068 1.86%1.14 57 ( 37.5)
Initial renal insufficiency (%) 0C 00 5(74) 11 (22.0) 8 (42.1) 6 ( 50.0) 41 ( 27.0)
ESRD (%) 0( 0.0 6 ( 8.8) 5 (15.6) 7 (50.0) 8 ( 83.9) 26 ( 20.3)

"ESRD : end-stage renal disease
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Table 5. Univariate Analysis of Clinical and Laboratory Finding of Patients with IgA Nephropathy

Clinical and laboratory findings Normal (N=93) ESRD (N=33) p
Age (years) 329+123 376%11.3 NS
Male (%) 33 (35.7) 17 (561.5) 0.002
Hypertension (%) 16 (17.2) 17 (61.5) 0.001
Gross hematuria (%) 9 (41.9) 12 (36.4) NS
Proteinuria (>1.0 g/day) (%) 64 (66.8) 1 (93.9) 0.015
Proteinuria (>35 g/day) (%) 7 (18.3) 15 (18.3) 0.008
Renal insufficiency (%) 6 ( 65) 7 (b1.5) 0.000
Haas’ subclassilication IV/V (%) 7 (75) 20 (60.6) 0.000
Table 6. Multivariate Regression Analysis of 1.0
Risk Factors of Patients with IgA Ne-
phropathy with Stepwise Method = normotension
Risk factor 8 SE p E 081
S
I Haas subclass IV/V  -2498 0678 0.000 2 0.6
2 Renal insufficiency +1.634 0664 0021 % ’
2 0.4
©
1.0 . S
T g 0.2 1 hypertension
- &)
g 0.8 p=0.0003
s 0.0 1
a L T T ¥ T T
= 0.6 1H 3 6 9 12 15
5 ; Follow—up duration(years)
S 0.4 iLL‘ Fig. 3. Actuarial renal survival for normotensive
E ; and hypertensive patients in IgA nephrop-
E i athy (p=0.0003).
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Fig. 2. Actuarial renal survival of all IgA nephrop-
athy.

mg/dL H%Hel o} 108 A AEEL 64% B 92%
2 A FA AdrleRdel AME wdlA Felst
A 4 BEEC] drt (p=0.0000) (Fig. 5. "¢
2 BEES ST T 84% (p=0.7741)F 2

A dnE B2 o vdEudd] 108 A
2zt 91%, 82% (p=0.900M)= 21 AEE&
T e vIAA U

=

Aed BRol we J ALg wlamel

A FosA A AEge] vt} (p=0.0000) (Fig. 6).

] &
IgA 3L 2& %%—011*1 dAg oy F
2 20t0¢t 30uiely swsle) WA AAHes bR
g AbA Agtoz wEAm 9o’ 53 24
= Efé}?f olAlo}, EfH Y Xl B} IgA AF
E’—M T 15-562% % vheketA HiwoiA ¢l
516 :?LHOML 4 570 24ZNE APH =
AFEAIAR F IgA AFe] 178%E AR grhal
Baustdrh, 2 Bk A 9H zo|g Hol=d, o

£ 43 e Aolurks IgA AFe 2ol

o rlov

1:1

(e

- 369 -



— The Korean Journal of Nephrology : Vol. 25, No. 3, 2006 —

1.0 <1.09/day
§ 0.8 -
g
=
2]
< 0.6 1
5
o >1.0¢/day
2 0.4
©
5
E
3 0.2
D=0.0407
0.0-
3 6 9 12 15

Follow—-up duration(years)

Fig. 4. Actuarial renal survival according to de-
gree of proteinuria in IgA nephropathy(p=

0.0407).
1.0 4
L
Cr<1.5mg/dL
B 0.8-
2
=
7]
< 0.6
c
<]
% 0.4
=
g
3 021 Cr=1.5ma/dL
0=0.0000
0.0-
3 6 9 12 15

Foliow—-up duration(years)

Fig. 5. Actuarial renal survival for a normal renal
function and renal insufficiency in IgA ne-
phropathy(p=0.0000).

Aol 2AA 55 vkl did M 2
oz Q7MY gy dRge FEH
AAA Gegog oleld G wa H

A AE 2:1-6: 1747 bl A
s B o dTeME dune

8 Holt 3 |

SUTE B NE geldE Al Rol7}
o *

g 5

1122 duizre] sl giglom Fe) the na

o == H%L ’

o
]
:

o
o
:

Cumulative renal survival
o
B -9
=
<

T T T T

3 6 ] 12 15
Follow-up duration(years)

Fig. 6. Actuarial renal survival according to Haas’
histologic subclassification in IgA nephrop-
athy(p=0.0000).

NME HUzhe] WA HEo| A Ao]E Rolx o
FF. [gA AZe BE AN wAT 59X
3

13_}.
80% oldel 16Mel4 354 Apejo] wAIEH" H o

IgA 2159 44 F4e Iy 7bd 23 54
& Yol wMEHoz ALy dnt AR AR
SOl §-d3] HAHE @RAA Huol [gA AF
A Fa e 27 ZAbolt) o]@]d e WA
< 90% o9 ApelA TAHT Sy HnE
20-78% AmelA Werdu T Axge) A5 @
A4 HAnl 7o A dojA BEEYD Sory Fy
T 38%A glen ol HA FHAA dvEH

Axe] AP A7) WEoz AZH ey
o1% IgA A%< AFol W 27} 2Ask Bk
2} welt}.

IgA AF A2 6-49%0°1A AAZAA el 128 to]
#REH olE F & 2/3004 AlVE Aslrt Buiy
o] A7 Rekola 579 mue] 93wl JgA A=
FAEL 1093 FHABRY A3 A9 dsko] A
deldl #xte] oF 50%7F 11 Foff m¥E o] LAE
= o) dukle] wid m¥Ye FHEC] =
AAGTE ol E F WA, 2413 wlxo] | g
A AE, AR o] dstAY 8% AdotE
A7t #7VE BS aeja APA dshgol e 3
A et FHES]l Uk AAEY A

[ox

O o

@ Ho L oox me ¥2

r>
o

- 370 -



— Gyu Bok Jin, et al.: Long-term Prognosis of IgA Nephroapthy —

@A 2%l Dol BAHAOG AAAY 24
s gule) HEsh ol Aolg wolH

IgA Aol A 1-33%°lA

52
30
=

23)

2 #ol=g®" Masaaki 572 @lne] TS} 7
o) MK A5 dEE dFT 4 e #Y
3 QA vlzolela waaklt B ATAE 25
%ol d AFFE WA eulns BN o= 1

R
5

Sl .
Zol A 2-59%0 A G FA AV EEAE
gol=gl™ B dAfoMr gk @Al 20% #Ato]
A oln] Al7)ERHe] AU

IgA =9 94 AxE nuxpd ue}l ohekstA]
wase] glovt oAl wid 1-2% HE7 Lr|AF
oz PYtE Aoz ded Y. AW 204
IgA 259 A AEET oFo FAg B2 AF7L o]
Fold gew D'Amico”E #d, oRAol, EFolA
IgA AZF2] 108 Al AEEo] 80-85%ear B33
o 2 Ao 106 A AEgo] 85%Hed ol
od%9] MRC Glomerulonephritis Registry™'¢} 109
A AJZg 833%, Alamartine 579 84%% 719 %
el BAEAo R A oAy A FEE

Aol wel w9 vide Row deA om IgA

B

2

—

S ECL

o]
p=]
H QAE welt AL Be F2ETn o4

o

IgA A5 o Fo FFE vx= Axfod digh o
7 A3E 7ked John™ & Wilel w8 Fofi 5
Po pEety ¥ A Au@d dsto] & A
2 Frimat 57 g 24 834 AyoleldA, o
Wi, o] IgA A% el Fsh wo] slrkm Bm
gk FueldE 2 0 A4 gAY e 2
dobeldx, Wz 27o] 4T A, WA
F A AAAE IgA AFo) Tz mAg¥BES ne
S4d w G dFE HAddn sgm F Ve
A%, WEEY, 2447 avr 2NAAA A
9% 9 AFARE Sol 475 Aste @BHe] 9
thn Bustdth X gE i munE ow 5Ye o
Wi dndast 93 Adoled, HabAge)

Al

o] glom 7 £ Haas9] 2A A B cres
A

cents) §, AA e T ATA mAEPY el 2

P g
z
=9
A
30 rir
rir
o
:10
oL m
Rei)
o,
m

E oX L:l;'T do o o o 2 oX
o ol
[
olN on
o ol\ q“ o

bl °

LR
o =
) 13
\T 23 (i
> 2 o
r_{ —
e
2L glF 0§>
o Ogi 1o
HU i
e Sy
5 B S
o, s N
ol Uo?
2 ;‘é e
> oo
o
2
o

Q'L
~
B
et
e
4!
N
N
30,
2
o
e
Z
—
©O
Q0
[\]
2
—
[e]
l¢))
I

T,
£
X rlo A o

il [+
Henoch-Schonlein  AFFE2F IgA AlF9 =3
FAHAd el ZA43t9 Henoch-Schonlein AFRESof &
g o]4¥x & Meadow 59 =S £
Edlz 23k wwlo) Ale Az wet [gA
& 1A VA 553 o] 7lo] QA o Fek Uy

o)
3 A BAV deS Raddoh 199730 Haas™
_?_

- _19_",

tous

r>

ofN

HO #fell 2A3 A=
Aorslitt, Haas: 24499
a7b A Eo] AQkg xA
ZAMeE A3, subclass 17

= o 5
o 5
ol @r =
folr ;‘1(11 ofN
- R o
2 o R
-110“ N i
o=
h =
o Tf
filo
l ot

3

o M
e
we
ol
i}

K

T

jab)

jat)

w
o
=

fru

.{

BN
2
o

Fg dF5E KB
d

2
ek
b
O
o
Il
lo
_>|'1_',
o
rir
gQ
32
o
A
o
2
f
gt
2
o

Al 2 ¥4 Aeoleld ], Haasel ¥Ex38
4 subclass 1V, Vito] o % =
A= velgte 28y g
AAE ohE BaztEe] dAHe 4
A2 AS Gl oka) o Fole] &
T g, ol dilx wjidgo] A&
o

=g HA #AAME ANAE
[e]

[
o

ob ot Y
ro

gl

ol
o
2
o oY b wet

2 H2Hg gEAes Sl ol A7) A
AHE A kA gkol #E il AEUY] WE
B A7k £3 Haasol WAy 254 55

- 37 -



— A FEGIR A 2B A M35 A AYE 2006 —

o 222 HUFS dung FE Frkstel ulg
A9 A A wne] 9o gadne 7
540 Brhu aAc

FAAAE IgA AF o FYH A2go) 9l
£ geolne dFs #am 449 A9 ARE
& 2AFoEM WINRHoRS WYL B3 A
AANZ F e Ao ZYdr) [gA Az Aw

A A7 ghask 4% Y He Ade molt

= Abstract =

Long-term Prognosis of
IgA Nephroapthy

Gyu Bok Jin, M.D., Jung Eun Kim, M.D.
Jeong Soo Yoon, M.D., Jung Hoon Sung, M.D.
Jin Ho Kwak, M.D., Eun Ah Whang, M.D.
Seung Yeup Han, M.D., Sung Bae Park, M.D.
and Hyun Chul Kim, M.D.

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

Background : IgA nephropathy (IgAN) is the
most frequent primary glomerulonephritis in the
world. Despite 20 years of research into this condi-
tion, much remains unknown about its pathogenesis
and therapy. One major problem is that the prog-
nostic evaluation and renal survival of IgAN is un-
reliable.

Methods : A retrospective study was performed
to clarify the prognostic factors and the long-term
renal survival rates of this disease.

Results : One hundred fifty-two patients with
IgAN who followed-up at least 3 years after renal
biopsy were included in this study. During a mean
followed-up of 9.3 years after their renal biopsy
(range : 36-215 months), 33 of them (21.7%) had
progressed to end-stage renal disease (ESRD). The
actuarial renal survival rate was 97% at 5 years,
and 85% at 10 years. Using univariate analysis, 5
risk factors for developing ESRD were identified :
male sex, hypertension, heavy proteinuria, renal in-
sufficiency at the time of biopsy, severe histopath-
ologic findings such as subclass IV/V lesions by
Haas’ subclassification were associated with signifi-
cant risk factors for developing ESRD. In multivar-

iate regression analysis, only Haas' subclass IV/V
lesions and renal insufficiency at the time of biopsy
were the independent prognostic factors of IgAN.
Conclusion : In further long-term
prospective study with larger number of patients
would be necessary to assess the prognostic factors
in IgAN. (Korean ] Nephrol 2006;25(3):365-373)

conclusion,
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