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Clinical Manifestations and Prognostic Factors of IgA Nephropathy with
Long-Term Follow-Up

Jin Hyuk Paek, Yae Rim Kim, Ha Yeon Park, Eun Ah Hwang, Seung Yeup Han, and Sung Bae Park
Department of Internal Medicine, Keimyung University School of Medicine, Daegu, Korea

Background/Aims: Immunoglobulin A nephropathy (IgAN) is the most common type of primary glomerulonephritis worldwide.
Although several studies have identified IgAN prognostic factors in Korea, the follow-up period was insufficient to evaluate the
natural history of IgAN.

Methods: A total of 471 patients were diagnosed with IgAN after percutaneous renal biopsy between April 1985 and March 2003.
Patients with secondary IgAN and patients with a follow-up < 10 years since their diagnosis were excluded. Thus, 184 patients were
enrolled.

Results: Among the 184 patients, 97 were males (52.7%) and 87 were females (47.3%). The mean age was 33.7 £+ 11.5 years, and
the mean follow-up period was 181.3 = 46.3 months. During the follow up, 73 patients (36.9%) had progressed to end-stage renal
disease (ESRD). The mean duration to ESRD was 98.1 £ 55.9 months. The overall renal survival rate was 60.3%, the 10-years renal
survival rate was 74.3%, and the 20-years renal survival rate was 49.3%. Univariate analyses indicated that hypertension, serum
creatinine > 1.3 mg/dL, estimated glomerular filtration rate < 60 mL/min/1.73 nr’, serum albumin < 3.5 g/dL, proteinuria> 1 g/day,
and severe renal pathology by the Haas sub-classification were significantly associated with ESRD. When these factors were
included in multivariate Cox regression analyses, only severe renal pathology by the Haas sub-classification was an independent
prognostic factor for I[gAN.

Conclusions: Careful follow-up and treatment is recommended, particularly in patients with I[gAN and severe renal pathology by
the Haas sub-classification. (Korean J Med 2015;88:46-53)
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Table 1. Clinical manifestations of patients at the time of renal

= °l&

biopsy

Characteristic Value
Number of patients 184
Age, yr 337115
Sex ratio, male:female 1.1:1
Hypertension, % 35(19.0)
Gross hematuria, % 52 (28.3)
Microscopic hematuria, % 114 (61.9)
Serum creatinine, mg/dL 1.1+£0.5
EGFR, mL/min/1.73 m’ 78.7+31.8
Serum albumin, g/dL 40+2.8
Proteinuria, g/day 25+24
Serum IgA/C3 ratio 59+£52

EGFR, estimated glomerular filtration rate; IgA, immunoglo-
bulin A.

Table 2. Comparison of characteristics between the renal sur-
vival and ESRD groups

sfrililiil ESRD  pvalue
Number of patients 111 73 -
Age, yr 334+£11.0 340+124 0.729
Sex, male/female 56/55 41/32 0.448
Hypertension, % 15(11.5) 20 (27.4) 0.019
Gross hematuria, % 37 (31.4) 15 (20.5) 0.060
Microscopic hematuria, % 65 (58.6) 49 (67.1) 0.242
Serum creatinine, mg/dL 1.0+04 1.3+0.5 <0.001
EGFR, mL/min/1.73 m’ 844+277 699+£356 <0.001
Serum albumin, g/dL 42+3.6 3.7+0.6 0.210
Proteinuria, g/day 2.1£20 32+£28 <0.001
Serum IgA/C3 ratio 63+59 54+4.0 0.280

ESRD, end stage renal disease; EGFR, estimated glomerular fil-
tration rate; IgA, immunoglobulin A.
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Figure 1. Renal survival rate of patients with immunoglobulin A
nephropathy.
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Table 3. Univariate analysis of prognostic factors for renal sur-

vival
10-yr renal

survinlr rate (%) P YAlue

Age, yr <34 71.6 0.161
>34 78.2

Sex male 72.0 0.211
female 76.9

Hypertension ) 59.7 0.003
(@) 77.8

Gross hematuria +) 80.4 0.055
() 71.9

Microscopic hematuria +) 72.7 0.105
) 76.9

Serum creatinine, mg/dL. < 1.3 83.5 <0.001
>13 535

EGFR, mL/min/1.73 m*> <60 50.9 <0.001
>60 83.9

Serum albumin, g/dL <35 46.7 <0.001
>35 79.7

Proteinuria, g/day <1.0 93.2 0.002
>1.0 68.5

Serum IgA/C3 ratio <3.32 71.9 0.383
>332 74.7

Haas sub-classification I 87.5 <0.001
I 89.3
1 75.6
v 42.1
v 11.1
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Table 4. Multivariate analysis of prognostic factors for renal

survival
HR 95% CI p value

Hypertension

) 1.00

) 1.04 0.56-1.92 0911
Serum creatinine

<1.3 mg/dL 1.00

> 1.3 mg/dL 1.40 0.70-2.83 0.343
EGFR

> 60 mL/min/1.73 m’ 1.00

<60 mL/min/1.73 m’ 1.81 0.89-3.68 0.103

Serum albumin

>3.5g/dL 1.00

<3.5¢g/dL 1.65 0.91-2.99 0.097
Proteinuria

< 1.0 g/day 1.00

>1.0 g/day 1.86 0.87-4.00 0.112
Haas sub-classification

v 1.00

I 0.06 0.01-0.50 0.009

I 0.15 0.06-0.37  <0.001

I 0.20 0.08-0.46 <0.001

v 0.44 0.18-1.08 0.072

EGFR, estimated glomerular filtration rate; IgA, immunoglob-
ulin A.

HR, hazard ratio; CL, confidence interval; EGFR, estimated glo-
merular filtration rate.
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Table 5. Clinical features of patients according to the Haas sub-classification

I I v \%
Number of patients, % 8(4.3) 66 (35.8) 82 (44.5) 19 (10.3) 9(4.9)
Age, yr 353+14.1 33.0+11.1 354+12.1 30.8+12.1 35.6+£6.7
Sex, male/female 4/4 30/36 47/35 9/10 7/2
Hypertension, % 2(25) 11 (16.6) 12 (14.6) 8 (42.1) 2(22.2)
Gross hematuria, % 1(12.5) 22(33.3) 25 (30.4) 4(21.0) 0(0.0)
Microscopic hematuria, % 5(62.5) 38(57.5) 50 (60.9) 13 (68.4) 8 (88.8)
Proteinuria, g/day 45+3.6 1.7+1.6 25+2.0 32421 57+52
Serum creatinine, mg/dL 0.8+0.1 1.0+0.3 1.2+£0.6 14+0.5 1.5+04
EGFR, mL/min/1.73 m’ 95.6 +27.6 85.9+£25.0 76.2+32.1 67.5+47.4 57.1+16.1
Serum IgA/C3 ratio 3.9+0.7 5.6+39 6.7+6.7 48+25 51+£26
ESRD, % 1(12.5) 18(27.2) 31(37.8) 15 (78.9) 8 (88.8)
EGFR, estimated glomerular filtration rate; IgA, immunoglobulin A; ESRD, end stage renal disease.
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