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Chronic kidney disease (CKD) is a major noncommunicable disease, which leads to higher risks of end-stage
renal disease, cardiovascular morbidity, and death. CKD related hypertension is mainly due to activation of the
renin-angiotensin-aldosterone system, therefore the first line antihypertesives are angiotensin-converting enzyme
inhibitors (ACEI) or angiotensin receptor blockers (ARB). Calcium channel blockers or diuretics can be added if the
blood pressure has not achieved the optimal target in the patient. In nondiabetic CKD patients without proteinuria,
the blood pressure target is 140/90 mmHg or lower; while CKD patients with proteinuria should keep their blood
pressure below 130/80 mmHg. Renal artery stenosis can lead to secondary hypertension, and the first line therapy
is the antihypertensive treatment with ACEI or ARB; percutaneous transluminal renal angioplasty or surgery can be
considered if resistant hypertension under medical treatment. Hypertension and CKD are closely interrelated, and
optimal blood pressure control is able to decrease the rissk of decline in renal function and cardiovascular mortality.
(J Intern Med Taiwan 2019; 30: 79-85)





