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Clinical significance of expression Hpa and NF- kB in glomeruli of idiopathic

membranous nephropathy
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[Abstract] Objective: To explore the expression of Hpa and NF-kB in glomeruli of patients with idiopathic membranous
nephropathy(IMN)and its relationship with albuminuria and serum creatinine. Methods: Immunohistochemistry was applied
to detect the expression of Hpa and NF-kB in renal glomerulus of patients with IMN and control group. Results: Hpa and
NF- kB expressed at a low level in the glomerular basement membrane and in the tubular epithelial cells in control group.
Compared with control group, the expressions of Hpa and NF- kB were significantly increased in IMN group(P<0.01). There
was no significant difference of the expression of Hpa and NF- kB between stage 1IN group and stage  IIMN group (P>
0.05). The expressions of Hpa and NF- kB positively correlated with the urine protein quantitation in 24 hours; moreover
the expressions of Hpa and NF- kB did not correlate with serum creatinine. Hpa positively correlated with NF- kB. Con-
clusion: The abnormal expressions of NF- kB and Hpa may correlate with the renal pathology and the development of pro-
teinuria in patients with IMN; there were correlation between Hpa and NF- kB. The result of the experiment provides evi-
dence for the therapy of IIMN, namely, down- regulation of NF- kB and Hpa was good for the recovery of IMN.
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