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[Abstract] Objective To investigate the influence of different initial doses of atorvastatin on oxidative stress
indexes in patients with carotid arterial plaques. Methods A total of 120 patients with carotid arterial plaques, who ad-
mitted to our hospital from March 2014 to February 2016, were selected and randomly divided into two groups (A
group, n=60; B group, n=60). A group was gave atorvastatin 20 mg/d for 24 weeks, but B group was treated for the ini-
tial atorvastatin doses of 40 mg/d before 4 weeks, then 20 mg/d for 20 weeks. Two oxidative products: oxidized low den-
sity lipoprotein (ox-LDL) and malondialdehyde (MDA), and Crouse score of carotid plaques were detected at admission, 4
weeks and 24 weeks after treatment. Results  All items had no statistical difference at admission to hospital between two
groups (P>0.05). After therapy for 4 weeks and 24 weeks, the levels of ox-LDL in A group were (110.55+17.91) png/L,
(89.91£20.00) pg/L, and the levels of MDA were (6.5741.29) nmol/L, (5.17+1.42) nmol/L; while in B group, the levels
of ox-LDL were (101.78+14.53) ng/L, (81.78+13.13) pg/L, and the levels of MDA was (5.87+1.34) nmol/L, (4.42+1.31)
nmol/L (P<0.01); oxidative stress indexes reduced after 4 weeks and 24 weeks' treatment in two groups, and the extent
of decline in B group was significantly higher than that in A group (P<0.01). There was no significant difference in
Crouse score between the two groups at admission. After 24 weeks of treatment, Crouse score in A group was (2.58+
1.32), while that in B group was (2.07+1.31). The treatment evaluation of B group was also better than that of A group
(P<0.05). Conclusion Atorvastatin calcium Atorvastatin can reduce oxidative stress in patients with acute atheroscle-
rotic plaques, and also slow down the development of atherosclerosis and attenuate intimal thickening. The higher doses
of atorvastatin have better effect.
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