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Activated Protein Kinase C alpha Participates in the Decreased Glomerular Filtration Rate in Hepatorenal Syndrome Induced by Tumor Nec-
rosis Factor Alpha. Wen Ying, Wang Donglei, Liu Pei. Department of Infectious Diseases, Affiliated No. 1 Hospital of China Medical Uni-
versity , Liaoning 110001 ,China

Abstract Objective To investigate the effect of tumor necrosis factor alpha( TNF — o ) on the expression and activity of protein ki-
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nase C alpha( PKC - a ) in glomerular mesangial cells (GMCs) in order to delineate the mechanisms of decreased glomerular filtration
rate in hepatorenal syndrome caused by TNF — «. Methods We choosed GMCs line from rats as our material. GMCs were divided into
TNF - a — treated 0, 4, 8,24h groups. We identified the effect of TNF — « on the expression and activity of PKC — a by Western blot,im-
munofluorescence staining, immune electron microscopy and PKC activity assays. Results TNF — a could not affect the protein level of
PKC - a(4h:0.75 +0.13; 8h:0.76 +0.12; 24h:0.78 +£0.10,vs Oh: 0.84 +0.11,P >0.05). Immunofluorescence staining and im-
mune electron microscopy for PKC — a showed that in unstimulated cells, PKC — o was detected only in the cytoplasm. PKC - a in GMCs
treated by TNF — o showed subcellular localization to perinucleus and into nucleus which was the sign of activated PKC - «. TNF - « in-
duced an increase in PKC - a activity. PKC — « activity was globally upregulated in TNF - « — treated 8,24h groups(4h:1.11 +0.96, P
=0.612; 8h:1.87 £0.25,P =0.000; 24h.1.68 +0.14,P =0.000 vs Oh:1.07 £0.06). The maximal effect was seen at TNF - o —
treated 8h group(P =0.017 vs 24h). Conclusion The phenomenon that TNF — a can not affect the protein  expression levels of PKC -

o, but increase the activity of PKC — o in GMCs may be an important signal in the mechanisms of decreased GFR caused by TNF - a.
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