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Clinicopathological analysis for IgA nephropathy with
isolated hematuria and/or mild proteinuria

HE Lingyan, CAO Xia, YANG Danyi, ZHUO Hui, PENG Xiaofei, HE Liyu, LIU Hong, PENG Youming

(Department of Nephrology, Second Xiangya Hospital, Central South University, Changsha 410011, China)

ABSTRACT Objective: To investigate the correlation of different types of urinary abnormalities or different
proteinuria and hematuria with the pathological injury of kidney in IgA nephropathy with isolated
hematuria and/or mild proteinuria.

Methods: Patients with primary IgA nephropathy, isolated hematuria and/or mild proteinuria
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were enrolled in the Department of Nephrology, the Second Xiangya Hospital, Central South
University from January 2013 to January 2018. According to the difference of red blood cell count
in urinary sediment and quantitative of 24-hour urinary protein (24 h-UP) during renal biopsy, the
patients were grouped in 3 ways: a simple hematuria group, a hematuria and proteinuria group, and
a simple proteinuria group; a proteinuria I group, a proteinuria II group, and a proteinuria III group;
a hematuria I group, a hematuria II group, and a hematuria III group. The clinical parameters such
as age, mean arterial pressure, blood urea nitrogen, serum creatinine, blood uric acid, 24 h-UP, and
renal pathological damage were compared.

Results: A total of 157 patients met the inclusion criteria, including 71 males and 86 females.
The most common pathological type was focal and/or segmental glomerulosclerosis. The Lee’s
classification were dominated by grade III and IV, and the renal pathological injury was heavy.
Immunoglobulin deposition was dominated by simple IgA deposition. The most common
fluorescence intensity of IgA deposition was +++. 97 (61.78%) patients were accompanied by
complement deposition and were mainly composed of simple complement C3 deposition. There
were 18 patients (11.47%) in the simple hematuria group, 111 patients (70.70%) in the hematuria
and proteinuria group, and 28 patients (17.83%) in the simple proteinuria group. Compared with
the simple hematuria group, the proportion of patients with mild injury was lower in the simple
proteinuria group, and the proportion of patients with moderate-to-severe injuries was increased
(x’=7.053, P=0.008). Compared with the hematuria and proteinuria group, the proportion of
patients with mild injury was lower in the simple proteinuria group, and the proportion of patients
with moderate-to-severe injury was increased (x’=4.294, P=0.038). Compared with the proteinuria
I group, the proportion of patients with mild injury was lower in the proteinuria III group, and the
proportion of patients with moderate-to-severe injury was increased (y’=5.433, P=0.020). There
was no significant difference in the proportion of patients with renal pathological injury among
different hematuria groups (P>0.0S).

Conclusion: The clinical manifestations of patients with IgA nephropathy with hematuria and/or
mild proteinuria are inconsistent with renal pathological damage. Some patients with mild clinical
manifestations have severe renal pathological damage and the renal pathological damage is more

serious in simple proteinuria. The more proteinuria, the heavier the renal pathological damage.

IgA nephropathy; isolated hematuria; mild proteinuria; renal biopsy; renal pathology
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Figure 1 Results of immunofluorescence in 157 patients with IgAN
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A: Types of immunoglobulin deposition; B: Deposition intensity of IgA; C: Types of complement deposition
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Table 1 Comparison of related indexes in patients with different types of abnormal urine

205 A 2 MAP/mmHg Hb/(gL™) ALB/(gL™')  Chol/(mmolL™) TG/(mmolL™")
B4l I PREH 35.72£11.82 88.52£10.88 126.89+14.18 41.1314.47 4.25%0.91 1.49%2.40
I PR+ H R4 30.46+9.67 92.19+12.30 131.16+19.14 39.49+5.37 453141 1.38%1.11
PASEER R 35.75+11.54 98.60+11.52 145.07+14.69 38.24+5.88 4.67+0.95 1.94+1.37

P 0.015 0.012 0.001 0.212 0.573 0.180

ZH 51 HDL/(mmol-L™)  BUN/(mmolL™)  SCr/(umol-L™) UA/(pmol-L™) eGFR(mLmin"-1.73 m™)
PASE I hRZH 1.16£0.26 5.55+1.69 60.90£14.07 276.13+70.40 107.12+24.69
PR+ PR 1.17+0.40 5.04£1.79 70.80£17.91 312.19+87.53 103.06+24.84
iR R 1.08+0.37 5.55+1.22 82.50£20.45 361.56£103.36 102.84£28.32

P 0.592 0.220 <0.001 0.006 0.813

25 24h-UP/g IgA/(gL™) IgG/(gL™) IgM/(gL™) C3/(gL™) C4/(gL™)
B4l I PREH 0.10£0.043 2.33%1.11 11.09+1.44 0.95+0.39 0.880.23 0.180.07
Il bR+ R A 0.47+0.22 2.87+0.99 11.15+3.77 1.34£0.70 0.94+0.24 0.23+0.09
PASEER R4 0.58+0.26 2.88+1.01 11.69%3.00 1.15%0.64 1.07+0.24 0.25+0.09

P <0.001 0.178 0.779 0.098 0.017 0.073

1 mmHg=0.133 kPa
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SRG 2R L (P>0.05, K2C),
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Table 2 Comparison of related indexes in patients with different degrees of urinary protein

4151 ) MAP/mmHg Hb/(gL™) ALB/(gL™) Chol/(mmolL™")  TG/(mmol-L™)
R R 35.72+11.82 88.52+10.86 126.89+14.17 41.12+4.47 4.25%0.91 1.49+2.40
R R 31.15%£10.09 92.62+11.97 133.23+20.89 40.5714.36 4.47+1.24 1.35£0.95
PRI 32.00£9.73 94.58+12.89 134.93£16.74 37.54+6.28 4.66%1.43 1.69+1.42
P 0.251 0.177 0.278 0.002 0.461 0.360
20571 HDL/(mmolL™)  BUN/(mmolL™) SCr/(umol-L™") UA/(pmol-L™) eGFR/(mL'min 1.73 m )
HEHIKIH 1.16%£0.26 5.55+1.69 60.93£14.07 276.13+70.40 107.12424.69
HHIRIE 1.15£0.29 5.05+1.40 70.66%18.60 304.38+88.11 105.51£27.78
I PRIAL 1.16%0.49 5.26£2.00 76.84%19.09 344.84+4.09 99.86%22.06
p 0.963 0.489 0.006 0.006 0.350
21 IgA/(gL ™) IgG/(gL™") IgM/(gL™") C3/(gL™) C4/(gL™)
R 2.33%1.11 11.09+1.44 0.950.39 0.88+0.23 0.18+0.07
HHIKIA 2.88+0.96 11.70%4.03 1.29+0.67 0.9610.24 0.22+0.08
i H IR 2.87+1.04 10.71%3.04 1.3240.73 0.98%0.26 0.25%0.10
P 0.178 0.284 0.201 0.358 0.036

+R3 AFEIFEE MR B& HIHEKIERIL R

Table 3 Comparison of related indexes in patients with different degrees of hematuria

205 AR % MAP/mmHg Hb/(gL™) ALB/(gL™) Chol/(mmol-L™") TG/(mmol-L™)
1L pRIZH 35.57+11.19 97.96+11.13 139.06+17.52 38.55+6.73 4.69%1.47 1.94%1.77
I pRITZH 32.11+8.57 93.30+12.02 135.67+17.45 40.58+4.63 4.51%1.13 1.27+0.78
1. FRIITZH 29.27£10.59 88.85+12.02 129.64+18.88 39.33+4.67 4.40%1.25 1.33+1.31

P 0.007 <0.001 0.002 0.194 0.534 0.380

25 HDL/(mmol-L™")  BUN/(mmol-L™) SCr/(pmol-L™) UA/(pmol-L™") eGFR/(mL'min"-1.73 m™)
IMLRIZH 1.08+0.32 5.57%2.16 77.04£20.75 339.25+105.52 104.81+24.67
IfiLPRIIZH 1.2240.51 5.41£1.63 70.87+19.18 313.06£79.13 102.26%26.83
LR ITIZH 1.16£0.28 4.75+1.18 68.60£16.44 303.69+86.47 103.39%25.08

P 0.225 0.024 0.062 0.128 0.889

21 24h-UP/g IgA/(gL™") IgG/(gL™) IgM/(gL™") C3/(gL™) C4/(gL™)
MR 12H 0.41£0.25 2.88+1.06 11.04+3.00 1.11£0.55 1.02£0.24 0.24+0.09
I pRIIZH 0.43£0.26 2.85+1.00 11.3612.74 1.31£0.73 0.95£0.24 0.22%0.07
IfILPRIITZH 0.50£0.26 2.76%1.00 11.27+4.27 1.34£0.70 0.92£0.24 0.22+0.11

P 0.119 0.836 0.915 0.243 0.126 0.528
I R O R S [ gAY L]
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Figure 2 Constituent ratio of renal pathological injury among different groups
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