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Pathological Type and Clinical Characteristics of IgA
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[ Abstract] Objective To investigate the pathological type and clinical characteristics of IgA nephropathy in
Yunnan. Methods We analyzed the pathological grade and the clinical characteristics of 50 patients diagnosed as
IgA nephropathy based on renal biopsy in our department from January 2008 to September 2011, and explored their
changing patterns. Results IgA nephropathy accounted for 17.4% of all patients with renal biopsy, 50 patients
with IgA nephropathy had microscopic hematuria (76%) as the main clinical manifestations, followed by less than
1 gram of proteinuria, the clinical diagnosis of chronic glomerulonephritis (including asymptomatic hematuria and /
or asymptomatic proteinuria) dominated (78%) , grade II according to Lee's accounted for 44%, followed by grade
I (36%) , grade IV, V accounted for a certain percentage. Conclusion The patients with kidney damage
(hematuria, proteinuria and abnormal renal function) should be timely understanding of the pathological type based
on renal hiopsy, active intervention should be given to reduce the occurrence of end—stage renal disease (ESRD).
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Tab. 1 Clinical manifestations of 50 patients with

IgAN
Il R n HAE (%) 95%CI (%)

e

H 8 16 7.17 ~29.11

Jc 42 84 70.89 ~ 92.83
1o ML

H 10 20 10.03 ~33.72

Jc 40 80 66.28 ~ 89.97
IR

PRLHR i JR 12 24 13.06 ~ 38.17

BT IR 38 76 61.83 ~ 86.94
HEAR

Jc 15 30 17.86 ~ 44.61

<1gd 18 36 22.96 ~ 50.81

1~3.5g/d 7 14 5.82~26.74

>3.5g/d 10 20 10.03 ~33.72
B DIREIE# 43 86 73.26 ~94.18
B ohee A 7 14 5.82~26.74
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Tab. 2 Clinical diagnosis of 50 patients with IgAN

Il A2 Wi n o BHSE (%) 95%CI (%)
P8 5 /INEK 4% 39 78 64.04 ~ 88.47
JREME WA T 14 5.82 ~26.74
M PEDIRE R 4 8 2.22~19.23
At 50 100 92.89 ~ 100.00
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Tab. 3 Pathological classification of 50 patients with

IgAN

LY n A% (%) 95%CI (%)
Lee [G 1 %% 2 4 0.49 ~ 13.71
Lee [% 11 %% 22 44 29.99 ~ 58.75
Lee [GINI%% 18 36 22.92 ~50.81
Lee [RIVZ 4 8 2.22~19.23
Lee (& V 2% 4 8 2.22~19.23
At 50 100 92.89 ~ 100.00
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