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Significance of synaptopodin protein expression in renal tissues in patients with IgA nephropathy "

Chen Daojun sWu Ming , Zhan Feng , Lin Shudian ,Fu Keying , Han Hui
(Department of Nephrology and Rheumatology » Hainan Provincial People’s Hospital s Haikou, Hainan 507311, China)
Abstract : Objective  To investigate the expression of synaptopotin protein in renal tissue in patients with IgA nephropathy,dis-
cusses the distribution characteristics of synaptopodin in renal tissues, And putative prognosis after correlation analysis. Methods
The study including 202 inpatients with IgA nephropathy,all the cases were divided into five grades according to the Lee's classifi-
cation, referred to Katafuchi scoring system,and calculated pathological integrals according to the pathologic change degree in the
renal tissue. Subsequently, the renal biopsy specimens were treated with mouse anti-IgG synaptopodin by indirect immunofluores-
cent stain. Expression intensity of synaptopodin was observed by fluorescence microscope and imagepro plus was applied to quantity
the synaptopadin expression, measured the glomerlular IOD SUM and area SUM and then the statistical analysis. Results The
mean density of synaptopodin expression had a significantly different among the five groups of renal tissues in patients with IgA ne-
phropathy (P<C0. 01) ,katafuchi scoring system of renal pathological change were gradually increased from grade I to IV. Conclusion
Synaptopodin may be an important factor for predicting renal fibrosis and prognosis of IgA nephropathy.
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