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Recent Advance in the Treatment of Dyslipidemia

in Chronic Kidney Disease Patients

Hung-Yuan Chen, and Tun-Jun Tsai

Dyslipidemia is a common problem in chronic kidney disease CKD patients. According to the definitions

of dyslipidmia published in ATP III Adult Treatment Panel III , there are more than two-third CKD patients have

this problem. The characteristics of dyslipidemia in CKD patients are low serum HDL and elevated serum trigly-

ceride, VLDL and small dense LDL which are different from those in general population. The dyslipidemia may

be induced by increased hepatic synthesis of VLDL lipoprotein, decreased HDL synthesis and the abnormality

in lipoprotein metabolism caused by altered enzymatic activity. Dyslipidemia in CKD patients has been known to

be a major risk factor of their cardiovascular disease, and may contribute to progressive renal dysfunction.

Consequently, the K/DOQI proposed a therapeutic guideline for dyslipidemia in CKD patients and recommend-

ed the HMG-CoA reductase inhibitor as the drug of choice for them. We also presented a retrospective cohort of

dialysis patients with dyslipidemia during 9 months period (from February 2004 to October 2004) in NTUH and

gave some clinical examples for trouble-shooting and sharing experience. ( J Intern Med Taiwan 2006; 17: 195-

203 )
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