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Abstract

Chronic kidney disease (CKD) is defined by two criteria. One criterion is abnormal renal
function or morphology, especially proteinuria. A second criterion is an estimated glomerular
filtration rate (eGFR) less than 60 mL/min/1.73 m’ calculated with the serum creatinine
concentration. CKD is classified on the basis of eGFR from stage 1 to stage 5. CKD is a
common cause of cardiovascular disease (CVD). CVD is a major cause of morbidity and
mortality in patients with CKD. Management of hypertension in patients with CKD aims to
prevent CVD and provide renoprotection. First-line agents for controlling blood pressure are
inhibitors of the renin-angiotensin system: angiotensin-converting enzyme inhibitors and
angiotensin II receptor blockers. These agents are superior to other classes of
antihypertensive agents in reducing the amount of urinary protein and in preserving renal
function. In CKD, the target blood pressure is less than 130/80 mmHg, and 125/75 mmHg, if
the amount of urinary protein is more than 1 g/day. To achieve the target blood pressure,
other classes of antihypertensive agents, such as diuretics and calcium channel blockers,

should also be administered.
(HARERRFEESHEE  2010; 6: 17-22)
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LTWBIZ EPMEEINTWS. B212CKD & CVD
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RO M %, Na PRSI X 2 A0 &R AE M = i
ETHY, TOHPEL L TEERZETHD, non-
dipper BB IMLERE & 72 5. BERB OIMFIZEM X
DRSS, ZOTEN10% K TH 5 b D% non-
dipper f & Ifil £ fE E MO, CVDO Y A7 7 7 2
¥ —ThbI EDPHESINTWASY non-dipper El &
MERE T EREREL ERIELZ LML TY
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