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Fig. 1. Extracapillary lesions of IgA nephropathy
(a): with cellular crescent
(b): with segmental sclerosis and fibrous adhesions to Bowman's capsule.
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Table 1. Patient's profile and follow-up period of each group

Group No. of Sex Age Follow-up period
cases male/female (years old) (years)
I 83 39/44 26.8x1.4 6.3310.31
II 46 29/17 28.7+1.4 6.7940.55
I 27 17/10 29.3%2.0 6.26£0.72
v 21 lo/11 33.8t3.2 6.1410.62
Total 177 95/82 28.5+1.0 6.41+0.25

{mean%SE)
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Fig. 2. Proteinuria of each group at the initial

renal biopsy.
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Fig. 3. Glomerular filtration rate (ml/min) of
each group at the initial renal biopsy.
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Fig. 4. Mean blood pressure of each group at
the initial renal biopsy.

n, p<0.025, p<0.005, p<0.025),

3) GFR (R 3) : IB#Tit 109.5%2.5ml/min, 1
BT 12 105.5+3.2 ml/min, IIEETIE 96.646.9 )/
min, IVBTIE61.426.9ml/min THb, I.7.q
HEICRBEL » R ZERRRD Shha b 5, Vi
T, 1-I#CHN, GFR OBBLRETRALh(2
hzh p<0.01, p<0.025), MFEZEAETER A
shiz,

4) FHMFE (K4) @ [H TR 87.2+1.6 mmHg,
I8 TIi391.2+2. 1mmHg, B T2 94.5+2.8
mmHg, IVEETIZ 102.0¢4. 1mmHg TH b, 1.1
MFEETIREA L pEERIBOSNR» o728, Vi
X I BT, FHMECHRER LR A 5hi (p<
0.05).

2. BABEENAR(EL) | BAFERTE: T8
TEETH o 7PN, T BT 83 Fith 7941 (95%),
IIEETH 46 SR 43 H1(93%), IIBETIE 27 fidh 27

(100%), IVEETIE 21 i 21 B (100%) THD, %
T EBOHRBHERMIE, K10 T, &8
MizEEERTD SN Z o7,

PlEDZ L, I~IVEERICEWTIE, SHMRT
KOBOWET, |HREAENS {, FHMESE <,
GFR MMEWERM & 5, I OERZIVECELTE
BHTHoT.

o. ¥ #

1. [gA BEOFH(K5) | BBHEKTHE T8
BFETRETH o 72 170 flch, 4 BIHTET-L Tz, 14 (1
) ARMEEAICLYD, oMo 3 FlInEERS
1T, FHE (14, LTE (240 wTHTLE, &
51z 16 PIHBRAEMBEEFMITH TH D, BIEHE 194

(11%), FEBIEFNL 1B (0.6%) Liotz, Lk
STIGABEDEERE, 5ET90.0%, WET
81.3%THY, HEBEREBERVIIBEDEEE, 5
£790.8%, 104ET82.0%TH o7,

2. EHERE TR (K6) B 195 &R
MRE L DGR ERET 2 &, BT, BREERYS
bz?%%%mtm 10 EAEFEEE 100% TH -7z, 115

BIEHIL 26 (4.3%) THD, 5ELEFRY
96.8%, 10 E4ERIE 86.0% TH - 72, FETH, B
BEGENE 541 (18.5%) T, 5EAFRIE87.1%, WEF
EFERIFT.I3%THY, IVETIR, BEHEL2H

(57.1%) L¥HLLEE L, 5EEFERIT 46.9%,
10 EAEERIZ 8. 1% ThH o7z, b T e L, Eikt
REEOBWET, £FEFOBVERLS SN, 1
BT S p R ERITD Sk h o lzd, E
RIIBRICEE, & 5 IVBER B LN, £BRSH
B oiz (#h2h, p<0.05, p<0.0D),




IgA BEORBT®H

177
100y 70 186y

< :
© 50¢
o
2
Z
> ,
A ‘
OO . 5 1L0

Time from the initial renal biopsy(years)

Fig. 5. Actuarial survival rate of 177 patients with IgA nephropathy. The number of

patients available for analysis and the standard error at each point are presented
as the number and the vertical bar.
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Fig. 6. Actuarial survival rate of each group((group I: adsence of extracapillary
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Fig. 8. Relationship between the percentage of glomeruli involved by
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Abstract
To clarify the long-term prognosis and risk factors of primary IgA nephropathy, a clinical

study of 177 patients with the disease (ages: 11-72 years) was continued for 2 to 19 years with
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the mean of 6.4 years. These patients were divided into 4 groups according to the percentage of
glomeruli involved by extracapillary lesions, which were defined by crescents (cellular, fibrocel-
lular and fibrous) and fibrous adhesion of glomerular tufts to Bowman’s capsule, as follows:
group I; absence of the extracapillary lesions, group II; less than 25%, group II; 25-50%, IV, more
than 50%. Proteinuria was, at the time of initial renal biopsy, more prominent in group I and
IV than in group I and II, and reduction of renal function and elevation of blood pressure were
significant in group IV. During the follow-up period, 19 patients progressed to chronic renal
failure requiring hemodialysis and one patient died of non-renal disease. Thus, the actuarial
survial rate of the whole patients was 90.0% in 5 years and 81.3% in 10 years. Concerning each
group, 10-year-survival rates were 100% in group I, 86.0% in group II, 71.3% in group I ang
28.1% in group IV. Re-biopsy, performed on 27 patients with intervals of 1.4 to 12.5 years from
the initial biopsy, revealed increase in the percentage of glomeruli with the extracapiliary lesions
in 17 patients with significant reduction of renal function in 10 of them. In all of the 10 patients
without increase in the lesions, on the contrary, renal function has remained unchanged, The
glomerular filtration rate could be followed in 110 patients for 2 to 19 years, and the renal
function was decreased in 38 patients. Eleven patients of them, who were examined every year
or every other year for longer than 3 years, showed a stepwise declined GFR. These data suggest
that the extracapillary lesions have a very important role in progression of IgA nephropathy, and
renal function could be impaired by repeated formation and accumulation of the extracapillary
lesion in renal glomeruli. ‘




