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[ABSTRACT] Am To mvestigate the effects of niacin on the atherosclerotic plaques fom ation and MK2 mRNA ex-
M ethods 16 Nev Zealand white rabbits were fed w ith high-fat diet for 8 weeks and then were ran-
dan ly divided nto o groups hyperlipidem ia group (n= 8) which mamntaned high-fat diet for 6 weeks niacin treament
Control rabb its
(n=8) were fed w ith nomaldiet for 14 weeks At the end of the study, all rabbits w ere sacrificed to detect the histopatho-
Results Rabbits fed w ith high-fat diet show ed higher serum
levels of total cholesterol and low density lipoprotein cholesterol (LDLC), more aorta endametrial thickness plaque area

pression of aorta

group (n= 8) whichmamtamed higch-fat diet supplean ented w ith niacin (200mg/( kg * d)) for 6 weeks

logical changes and MK2 mRNA expression of the aortas

andMK2 mRNA expression (allP < Q 01).

Campared w ith hyperlipidem ia group rabbits treated w ith niacin showed less

serum levels of total cholesterol and LDLC, less aorta endam etrial thickness plaque area and MK2 mRNA expression ( all

P< Q 01).
endam etrial thickness (r=Q 863 P< Q 01).

MK2 mRNA expression was positively correlated w ith atherosclerotic plaque area (r= Q 82 P < Q 01) and

Conclusion Niacin’ s 1ole of antratherosclerosis is not only due to its

lipid-low ering effect but also may be related to itsMK2 mRNA -low ering effect
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