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Hypertensive kidney disease is one of the most common cause of end stage renal disease. Hypertension is
also the most common complication of chronic kidney disease. Chronic hypertension makes the vessels of kidney
become sclerotic and further deteriorate renal function. Factors that correlate with the progression of hypertensive
kidney disease include blood pressure control, the severity of proteinuria, renal function, hyperlipidemia, races
and genes, etc. The most effective medications for hypertensive kidney disease are angiotensin converting
enzyme inhibitors and angiotensin Il receptor blockers. However, physicians should monitor renal function and
serum potassium cautiously to decrease the risk of complications. ( J Intern Med Taiwan 2009; 20: 232-237 )



