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Ultrastructure Pathological Changes of Podocyte and the Expression of Podocalyxin in the Kidney of Hypertensive Rats. Liu Yipeng, Liu
Shuhua Lt Ting ,Zhu Gangyan,Huang Hongchun. Department of Geriatrics , Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To observe the ultrastructure pathological changes of podocyte and to investigate the expression and roles of
the podocyte — associated molecule podocalyxin( PCX) in the kidney of 2 — kidney — 1 — clip hypertensive rats. Methods Thirty male SD
rats were randomly assigned into two groups: experimental group(n =20)and control group(n =10). Improved 2 — kidney — 1 — clip hy-
pertensive rats were used in the experiment. The urinary B, — microglobulin( 8, — MG) , blood urea nitrogen( BUN) and serum creatinine
(Scr) were monitored at different stages. The expression of podocalyxin in the kidney was detected by using immunofluorescence, and an-
alyzed by Image — pro plus 6.0 software. The pathological changes of the kidney and podocyte were observed under optical and electron
microscope respectively. Results The systolic blood pressure 2 weeks after operation in experimental group was significantly higher than
that in control group (P <0.01). The urinary B, - MG 5 weeks after operation in experimental group was significantly higher than in that
control group (P <0.01), but the BUN and Scr levels in experimental group had no significant difference compared with control group in
the whole process. We could see pathological changes of the kidney under optical and electron microscope. The expression of PCX in ex-
perimental group was significantly lower than in control group(P <0.01), and it was negatively correlated with the urinary g, - MG(r =
-0.927, P<0.01). Conclusion The reduction of the expression of the podocyte — associated molecule podocalyxin may be one of the
pathogenesises of hypertensive kidney lesion. It may lead to injury of charge barrier in glomerulus, the increase of the excretion of urinary
B, — MG, and impairment of renal function.
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