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ABSTRACT Objective: To investigate the effects of rosuvastatin and atorvastatin on blood lipid and plasma asymmetric two methyl
arginine (ADMA) levels in patients with hyperlipidemia in coronary heart disease. Methods: A total of 210 patients with hyperlipidemia
in coronary heart disease, who were treated in West China Hospital of Sichuan University from March 2016 to December 2017, were
selected and were randomly divided into study group (n=105) and control group (n=105). The study group was treated with rosuvastatin
and the control group was treated with atorvastatin for 8 weeks of continuous treatment. The levels of blood lipid, ADMA, serum
inflammatory factors and vascular endothelial function were compared between the two groups before treatment and 8 weeks after
treatment; the incidence of adverse reactions in the two groups was recorded. Results: There were no significant differences in the levels
of triglyceride (TG), total cholesterol (TC), high-density lipoprotein cholesterol (HDL-C) and low density lipoprotein cholesterol
(LDL-C) between the two groups before treatment and 8 weeks after treatment (P>0.05). The levels of TG, TC and LDL-C of the two
groups 8 weeks after treatment were lower than before treatment (P<0.05), but there was no statistical difference in HDL-C level
compared with before treatment (P>0.05). The levels of ADMA, high sensitivity C reactive protein (hs-CRP) and interleukin -6 (IL-6) in
the two groups 8 weeks after treatment were all lower than those before treatment, and the study group was lower than that in the control
group (P<0.05). The level of endothelin -1 (ET-1) in the two groups 8 weeks after treatment was lower than that before treatment,and the
level of nitric oxide (NO) was higher than that before treatment (P<0.05), and the level of ET-1 in the study group was lower than that of
the control group, and the level of NO was higher than that of the control group (P<0.05). The patients in the two groups had no intolerant
adverse reactions during the treatment. Conclusion: Compared with atorvastatin, the use of rosuvastatin in the patients with
hyperlipidemia in coronary heart disease can improve vascular endothelial function, TG, TC and LDL-C levels, and it can reduce the
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inflammatory response and reduce the level of ADMA, without serious adverse reactions, which is worthy of clinical promotion.
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Table 1 Comparison of blood lipid levels between the two groups ( xs,mmol/L )

TG TC HDL-C LDL-C
Groups n Before 8 weeks after Before 8 weeks after Before 8 weeks after Before 8 weeks after
treatment treatment treatment treatment treatment treatment treatment treatment
Study group 105 232+ 0.81  1.54% 0.31* 552+ 1.11  3.78+ 0.93*  1.16%+ 0.27 1.24+ 0.32 378+ 1.01  2.29+ 0.67*
Control group 105 245+ 0.87  1.62+ 0.43* 547+ 1.09 3.84+ 0.96* 1.18% 0.25 121+ 0.29 3.63 091 221+ 0.65*
t 1.121 1.546 0.329 0.460 0.557 0.712 1.131 0.878
p 0.264 0.124 0.742 0.646 0.578 0.477 0.260 0.381

Note: compared with before treatment,* P<0.05.
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2.2 WEEHE ADMA KE R KEEHFKFE L8
WiZH 8 EVAYTHT ADMA Hs-CRP IL-6 /K WA B4 12
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Table 2 Comparison of levels of ADMA and inflammatory factors between the two groups (x=s )

ADMA( pmol/L )

Hs-CRP(mg/L) IL-6(ng/L)

Groups n 8 weeks after 8 weeks after 8 weeks after
Before treatment Before treatment Before treatment
treatment treatment treatment
Study group 105 3.51+ 0.16 1.41+ 0.12* 11.87 3.15 2.89+ 0.95* 1529+ 3.18 5.14%+ 0.78%*
Control group 105 3.48+ 0.13 2.56% 0.15% 12.54+ 3.47 7.13+ 1.27* 16.12+ 3.25 10.42+ 1.01*
t 1.491 11.345 1.465 9.378 1.870 8.973
P 0.137 0.000 0.144 0.000 0.063 0.000
Note: compared with before treatment,* P<0.05.
2.3 WAREME RN EINBEEIRER BOAITRTTR (P<0.05) , HAFFEH A ET-1 KPR T X B4,

B4 B EIGITHT ET-1 NO K F LR G225 (P>
0.05) 1897 8 JEJG Wit ET-1 /K FEEFF TR, NO /K

NO K- T4 (P<0.05) , W3 3,

* 3 FEBEIE R EIEEIEIRIE B (w5 )

Table 3 Comparison of vascular endothelial function between the two groups (xs )

ET-1(ng/L) NO( pmol/L)
Groups n
Before treatment 8 weeks after treatment Before treatment 8 weeks after treatment
Study group 105 89.25+ 9.73 52.65+ 7.87* 48.35% 6.64 73.92+ 7.13*
Control group 105 91.19+ 10.14 73.86+ 8.43* 4721+ 6.58 58.32+ 7.59*
t 1.415 9.331 1.031 8.236
P 0.159 0.000 0.312 0.000

Note: compared with before treatment,* P<0.05.
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