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[ ABSTRACT ] Aim To investigate the impact of policosanol combined with atorvastatin on high-density lipoprotein
subfractions. Methods A total of 49 consecutively patients with hyperlipidemia were assigned to receive placebo ( con-
trol group, n=17), atorvastatin 20 mg (n=16) or policosanol 20mg combined with atorvastatin 20 mg (n=16). The
baseline clinical characteristics were collected and the HDL lipoprint system was used for lipid subfraction quantification.
Results  After 8 weeks’ treatment, the reduction of triglyceride (TG) , total cholesterol (TC) and low-density lipoprotein
cholesterol (LDLC) was significant in both atorvastatin group and policosanol combined with atorvastatin group ( P<0.05 or
P<0.001, respectively) , while the change of high-density lipoprotein cholesterol (HDLC) level had no significant differ-
ence (P>0.05). Both in groups of atorvastatin and policosanol combined with atorvastatin, large HDLC subfraction level

and large HDLC subfraction percentage significantly increased after treatment ( all for P<0.05) , while small HDLC subfrac-
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tion level and small HDLC subfraction percentage markedly reduced. Further analysis showed that the reduction of small

HDLC subfraction level and small HDLC subfraction percentage was more marked ( P<0.05 for atorvastatin group and P<0.

001 for policosanol combined with atorvastatin, respectively) in policosanol combined with atorvastatin group compared to

atorvastatin group.

Conclusion After treatment with atorvastatin or policosanol combined with atorvastatin, the distri-

bution of HDL subfractions was significantly improved by an increase of large HDL subfraction and a reduction of small HDL

subfraction.

atorvastatin group than that in atorvastatin group.
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52.11+16.11 53.28+14.69 1.17+6.40
22.20+13.01 23.10+10.08 0.90+3.78

HDLC (mg/dL)
KU B (mg/dLL)

40.78+9.22 38.38+11.33 —1.12+5.98 43.59+9.79 41.67+8.49 -1.19+4.46
9.90£4.36 11.60+5.68* 1.70+2.06

12.50+4.22 14.30+2.99* 1.80+1.89
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