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Pathophysiology of cyanotic nephropathy associated with congenital heart disease
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We elucidated the pathophysiology of cyanotic nephropathy associated with
congenital heart disease (CHD), which is a severe complication of cyanotic CHD. In kidney tissue,
glomerular hypertrophy, enlargement of capillary lumen, increase of mesangial cell and the matrix were
observed, and positive immunohistochemistry staining with HIF-1a and VEGF in glomerular endothelial cells
were also observed in all patients. These findings are negative in normal control. Although plasma level
of VEGF and VEGF-a were not elevated in patients as compared to control, but plasma VEGF-c and TNF-a
were si?nificantly elevated in patients. Our study revealed HIF-1a and VEG expressed in glomerular
endothelial cells could be involved in etiology of cyanotic nephropathy. Specific therapy targeting
VEGF-c and TNF-a may be possible against cyanotic nephropathy.
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