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Table 1. AT1 and AT2-mediated angiotensin H effects in the kidney

ATI1 mediated effect

Vasoconstriction of the renal vessels, essentially afferent and efferent gilomerular arterioles with decrease of the

cortical blood flow

Contraction of mesangial cells with decrease of Ky and GFR
Stimulation of the Na+/H+ exchanger in the proximal tubule

Inhibition of renin secretion
Trophic effect

synthesis of extracellular matrix components
Development of fetal kidney

AT2 mediated effects

Cell differentiation in the fetal kidney

Inhibition of cell proliferation

Apoptosis

Control of the natriuretic response to perfusion pressure
Trophic effects

: Cell hypertrophy, hperplasia(mesangial cells and proximal tubule cells), and increase of the
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