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2 IgAN M(Pys Ps5)
XZ/I,/Z P Xz/t/Z P
(n=84) (n=76) (n=74) (n=113)
n(%) 43(51.2) 15(19.7) 17.082  <0.001 27(36.5) 15(13.3) 13.835  <0.001
( xzs) 37£12 311 2070 0.04 37(31 50) 32(28 42) ~2.829  0.005
(g/L) 40.5(37.2 43.0)  40.8(37.5 43.5)  -0.279  0.781  37.1(32.8 39.7)  39.2(35.4 40.9) -2.436 0.015
(pumol /1) 113.4(89.2 143.9)  87.9(75.3 99.6)  -5.609 <0.001 92.7(71.5 133.5) 60.4(50.2 69.6)  -7.555 <0.001
(mmol /L) 6.71(5.16 8.63)  5.25(4.19 6.39)  -4.363 <0.001 7.01(4.99 8.77) 4.40(3.62 5.22)  -7.791 <0.001
eGFREPI(ml/min x£s)  73.8+28.7 102.1£28.1 -6.272 <0.001 70.2(40.4 95.3) 111.3(92.7 122.4) -7.294 <0.00l
C(mg/L) 1.44(1.09 1.87)  1.06(0.88 1.30)  -5.018 <0.001 1.41(1.10 1.95) 0.89(0.71 1.21)  -3.704 <0.001
2%k (mg) 1598(926 2465)  1151(623 2104)  -1.859  0.063  1778(1274 2774)  1071(531 2291)  -7.122 <0.001
(mmol /L) 4.5(3.8 5.3) 4.6(3.8 5.3)  -0.137 0.8  5.1(4.3 6.3) 4.6(3.9 5.7)  -1.95 0.051
(mmol /L) 2.00(1.30 2.60)  1.50(1.06 2.24)  -2.192  0.028  1.61(1.00 2.41)  1.30(0.90 1.90)  -2.048 0.041
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3 IgAN n( %)
X’ P X’ P
(n=84) (n=76) (n=74) (n=113)
M) 6.614 0.015 4.487 0.044
MO 7(8.3) 17(22.4) 7(9.5) 24(21.2)
M1 77(91.7) 59(77.6) 67(90.5) 89(78.8)
/ (0) 22.321 <0.001 33.423 <0.001
00 12(14.3) 24(31.6) 8(10.8) 34(30.1)
01 28(33.3) 39(51.3) 26(35.1) 62(54.9)
02 44(52.4) 13(15.5) 40(47.6) 17(15.0)
(A) 11.373 0.003 30.153 <0.001
A0 24(28.6) 46(60.5) 19(25.7) 68(60.1)
Al 39(46.4) 29(38.2) 39(52.7) 42(37.2)
A2 21(25.0) 1(1.3) 16(21.6) 3(2.7)
(H) 10.298 0.002 4.623 0.035
HO 49(58.3) 67(88.2) 55(74.3) 98(86.7)
H1 35(41.7) 9(11.8) 19(25.7) 15(13.3)
(@)) 47.459 <0.001 47.901 <0.001
TO 39(46.4) 62(81.6) 34(46.0) 101(89.4)
TI 32(32.1) 11(14.5) 26(35.1) 12(10.6)
T2 13(15.5) 3(3.9) 14(18.9) 0(0.0)
(E) 0.063 0.801 0.001 0.977
EO 80(95.2) 73(96.1) 70(94.6) 107(94.7)
El 4(4.8) 3(3.9) 4(5.4) 6(5.3)
(SS) 1.912 0.215 2.170 0.158
SS0 57(67.9) 59(77.6) 44(59.5) 79(69.9)
SS1 27(32.1) 17(22.4) 30(40.5) 34(30.1)
©) 2.698 0.315 2.852 0.259
Co 62(73.8) 61(80.3) 53(71.6) 87(77.0)
Cl 19(22.6) 15(19.7) 15(20.3) 23(20.4)
C2 3(3.6) 0(0.0) 6(8.1) 3(2.7)
4 IgAN M(Pys Pis)
X 1t/7 P X 1t/Z P
(n=26) (n=52) (n=21) (n=90)
n(%) 10(38.5) 8(15.4) 5.200 0.043 5(23.8) 7(7.7) 4.539 0.049
) 30021 35) 31(22 37) -0.462  0.644 36(30 41) 32(27 39) -1.281  0.200
(g/L) 41.6(38.2 43.7)  40.8(37.6 43.5) -0.631  0.528 38.0(31.3 41.4)  39.0(35.5 40.9) -0.794  0.427
(mol/L) 86.3(75.5 89.2) 82.1(70.83 88.8) -1.256  0.209  61.2(48.4 69.5) 56.1(47.1 64.1) -1.536  0.125
(mmol /L) 5.22(4.41 5.70)  4.68(3.90 5.62) -1.362  0.173  4.79(4.17 5.14)) 4.39(3.57 5.14) -1.498  0.134
eGFR - EPI(ml/min) ~ 104.9(98.2 117.9) 107.9(97.1 127.1) -0.562  0.574 104.9(98.8 121.0) 113.9(106.6 124.7) -2.251  0.024
C(mg/L) 1.02(0.88 1.13)  0.97(0.77 1.10) -1.171  0.241  0.91(0.81 1.17)  0.83(0.67 1.03) -2.109  0.035
24 h (mg) 1667(798 2581) 1235(641 2275)  -0.784  0.433 1786(1309 2738) 1051(539 2202) -2.413 0.016
(mmol/L) 4.5(3.9 5.2) 4.6(3.8 5.6) -0.223  0.824 5.1(4.1 6.2) 4.5(3.8 5.4) -1.445  0.149
(mmol/L) 2.12(1.24 2.70)  1.50(1.05 2.30) -1.403  0.161 1.91(0.90 2.90)  1.25(0.90 1.93) -1.749  0.080
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5 IgAN n(%)
X’ P X’ P
(n=26) (n=52) (n=21) (n=90)
) 2.925 0.074 0.179 0.461
MO 3(11.5) 15(28.8) 4(19.0) 21(23.3)
M1 23(88.5) 37(71.2) 17(81.0) 69(76.7)
/ 0) 1.729 0.421 11.294 0.003
00 10(38.5) 19(36.5) 5(23.8) 41(45.6)
o1 11(42.3) 28(53.9) 11(52.4) 47(52.2)
02 5(19.2) 5(9.6) 5(23.8) 2(2.2)
(A) 10.526 0.003 6.219 0.049
A0 13(50.0) 38(73.1) 8(38.1) 58
Al 8(30.8) 14(26.9) 11(52.4) 30(33.3)
A2 5(19.2) 0(0.0) 2(9.5) 2(2.2)
(H) 6.940 0.013 2.422 0.215
HO 19(73.1) 49(94.2) 17(81.0) 83(92.2)
H1 7(26.9) 3(5.8) 4(19.0) 7(7.8)
(T) 5.649 0.045 3. 606 0.147
TO 20(76.9) 49(94.2) 19(90.4) 81(90.0)
T1 5(19.2) 3(5.8) 1(4.8) 9(10.0)
i 1(3.9) 0(0.0) 1(4.8) 0(0.0)
(E) 0.256 0.612 0.105 0.746
EO 25(96.2) 51(98.1) 20(95.2.) 84(93.3)
El 1(3.8) 1(1.9) 1(4.8) 6(6.7)
(SS) 0.696 0.533 0.080 0.777
SS0 20(76.9) 44(84.6) 15(71.4) 67(74.4)
ss1 6(23.1) 8(15.4) 6(28.6.) 23(25.6)
) 4.308 0.194 1.724 0.498
Co 20(76.9) 41(78.8) 16(76.2) 71(78.9)
Cl 4(15.4) 11(21.2) 4(19.0) 18(20.0)
c2 2(7.7) 0(0.0) 1(4.8) 1(1.1)
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IgA nephropathy combined with hyperuricemia

in different genders:a clinicopathological analysis
Cai Xiaofan Deng Yueyi Zhong Yifei et al
(Dept of Nephrology Longhua Hospital Affiliated to Shanghai
University of Traditional Chinese Medicine Shanghai 200032)

Abstract Objective To investigate the clinical and pathological factors of IgA nephropathy with hyperuricemia
(HUA) in different genders. Methods The clinical and pathological data of 347 patients with primary IgA ne—
phropathy diagnosed by renal biopsy were retrospectively analyzed. The patients were divided into HUA group and
normal uric acid(NUA) group according to gender and uric acid level. Clinical indicators such as age of onset
prevalence of hypertension serum creatinine(Scr) urea uric acid(Ua) cystatin C(Cys C) estimated glomeru—
lar filtration rate(eGFR) plasma albumin total cholesterol(TC) triglyceride (TG) as well as mesangial prolifer—
ation endocapillary proliferation segmental sclerosis renal tubular atrophy/interstitial fibrosis crescent forma—
tion glomerular sclerosis/obsolescence arterial wall thickening arterial hyalinization were measured or tested.
The clinical and renal pathological characteristics between HUA and NUA patients of the same gender were respec—
tively compared. And the patients with normal renal function were further analyzed. Results There were significant
differences in age prevalence of hypertension Scr urea Cys C eGFR-PI TG renal tubular atrophy/intersti—
tial fibrosis arteriolar wall thickening hyalinization glomerular sclerosis/obsolescence and mesangial proliferation
between male and female patients with HUA and those with NUA(P <0.05). The 24-hour urinary protein level in
the female HUA group was significantly higher than that in the NUA group while the serum albumin level was sig—
nificantly lower than that in the latter group(P <0.05). In the normal renal function subgroup the prevalence of
hypertension in patients with HUA of different genders was higher than that in the NUA group. There were signifi—
cant differences in 24-hour urinary protein Cys C eGFR-EPI glomerular sclerosis/obsolescence and arteriolar
wall thickening between HUA and NUA groups of female patients(P <0.05). In male patients with HUA  tubu-
lointerstitial injury arteriolar wall thickening and hyalinization were more serious than those in NUA group (P <
0.05). Conclusion The clinical and pathological changes of patients with IgA nephropathy combined with HUA of
different genders are more serious than those of NUA of the same gender. But there are some differences in clinico—
pathological factors between different genders. Women may be more closely associated with proteinuria and glomer—
ular sclerosis/obsolescence while men with tubulointerstitial injury and arterial hyalinization. This may be related
to the different causes of IgA nephropathy with HUA in different genders.

Key words IgA nephropathy; hyperuricemia; renal pathology



