678

5 KR 559 B2 5

J Clin Pathol Res 2021,41(3) http://IcbLamegroups.com

doi: 10.3978/}.issn.2095-6959.2021.03.029
View this article at: http://dx.doi.org/10.3978/j.issn.2095-6959.2021.03.029

IgA BR BN ERTSARENER EEAXENHARERE

[ =]

ES: 2z

a—%, Fk H®
(W R BRI E S =B —FL, IR/REE 150001)

IgA' 5 (IgA nephropathy, IgAN) T £ 4t e i UL 0 i M B /NBR B, e TR R & 1 /1N
BRPI P IT LB B v K 45,296~ 58.29% , S BRI B T g il 1 W R I 22—, i 30%1
SR 204 AT DLE SR S 2RI B g oy o T IS R TR Ig A T B I R AR, I T Ig A
HURA R EESEIRZ —, SIgABHEINRE . WERCE B I C, EAFREE FEEIgAE
1 FA

IgAV ;s B IS s BN e

Advances on renal vascular disease and clinical pathological

Abstract

Keywords

changes and renal function in IgA nephropathy

BAI Yibing, LI Bing

(Second Department of Nephrology, Second Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

IgA nephropathy (IgAN) has become the most common primary glomerular disease in the world, accounting for
45.2% to 58.2% of the primary glomerular diseases in China. IgAN is a common cause of end-stage renal failure, and
more than 30% of IgAN patients can progress to end-stage renal failure within 20 years. Vascular disease has a high
incidence in IgAN, which promotes the progression of IgAN in different extent and the important indicators for
judging the poor prognosis of IgAN. It is closely related to the clinical renal function and pathological changes of IgAN.
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