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ABSTRACT Objective: To study the clinical effects and mechanisms of atorvastatin on the coronary heart disease. Methods: 170
patients with coronary heart disease were divided into the control group (n=85) and research group (n=85) according to the method of lot-
tery. The inflammation factor [tumor necrosis factor-o(TNF-«), matrix metalloproteinases-9 (MMP-9) and c-reactive protein (CRP)] lev-
els, oxidative stress [Malondialdehyde (MDA), superoxide dismutase (SOD)] levels, endothelial function[Serum nitric oxide (NO) and
endothelin-1 (ET-1) levels], blood lipids and heart function were compared between two groups before and after treatment. Results: After
treatment, the serum TNF alpha, MMP-9, CRP, MDA, ET-1, total cholesterol (TC), triglycerides (TG), left ventricular end-diastolic di-
ameter (LVEDD), left ventricular end systolic diameter (LVESD) levels of research group were significantly lower than those of the con-
trol group, but the serum SOD, NO, high-density lipoprotein (HDL-C), left ventricular ejection fraction (LVEF) levels of research group
were significantly higher than those of the control group (P<0.05). Conclusion: Atorvastatin could significantly improve the cardiac func-
tion of patients with coronary heart disease, which might be related to the inhibition of inflammation, oxidative stress and reduction of
blood lipid levels.
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Table 1 Comparison of the serum TNF-a, MM P- 9, CRP levels between the two groups before and after treatment

TNF-a(ng/L) MMP-9(ng/L) CRP(mg/L)
Groups n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Control group 85 132.78+ 12.28  97.64%+ 10.23* 99.70+ 9.64 67.43+ 8.61* 76.73t 8.29 62.17 6.93*
Research group 85 133.67+ 12.85 62.58+ 7.81* 99.35+ 9.52 42.50+ 6.42* 76.84+ 8.40 49.84% 6.70*

Note: Compared with before treatment, *P<0.05; compared with control group after treatment, “P<0.05.
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Table 2 Comparison of the serum MDA and SOD levels between the two groups before and after treatment(xt s)

MDA (pmol/L) SOD(pmol/L)
Groups n
Before treatment After treatment Before treatment After treatment
Control group 85 13.73 2.74 10.15% 1.53* 58.51% 8.72 68.79+ 9.20*
Research group 85 13.70£ 2.62 7.62+ 1.21%** 57.60% 8.61 82.65% 9.74**

Note: Compared with before treatment, * P<0.05; compared with control group after treatment, “P<0.05.
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Table 3 Comparison of the serum NO and ET-1 levels between the two groups before and after treatment

NO(pmol/L) ET-1(pg/L)
Groups n
Before treatment After treatment Before treatment After treatment
Control group 85 40.89+ 5.12 50.70% 6.60* 98.54+ 9.76 7042+ 8.11*
Research group 85 40.63% 5.27 63.48+ 7.21* 98.41% 9.60 58.23+ 7.25*

Note: Compared with before treatment, * P<0.05; compared with control group after treatment, “P<0.05.



- 1694 -

IREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol17 NO.9 MAR.2017

2.4 WMABERTAEMASKTAILLE
RITHET, WALERE BIMIRKF B2 R R g i 8 X
(P>0.05); ¥A477 ) , I 1ML T HDL-C /K V- 503R 7 A k. 3

EJF, WPl TR, M4LR My LDL-C \TC,
TG /KGR T T R, HATTEH I AR T IR, I
M ZE R A G X (P<0.05), Ik 4.

® 4 WABERTAIIRMASKT LB xS 5)

Table 4 Comparison of the serum lipid levels between two groups before and after treatment

LDL-C(mmol/L) HDL-C(mmol/L) TC(mmol/L) TG(mmol/L)
Groups n Before After Before After Before After Before After
treatment treatment treatment treatment treatment treatment treatment treatment
Control group 85 4.17+ 038 3.75+ 0.29* 096+ 0.18 1.14+ 0.25* 6.78% 0.62 594+ 0.51* 3.15+ 042 2.32% 0.30*
Research group 85 419+ 0.36  2.60+ 0.24*"  0.97+ 0.17 1.26% 0.30*" 6.80x 0.63 4.53+ 0.42*" 3.17+ 040 1.65+ 0.25*"

Note: Compared with before treatment, * P<0.05; compared with control group after treatment, “P<0.05.
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Table 5 Comparison of the cardiac functions between the two groups before and after treatment

LVEDD(mm) LVESD(mm) LVEF(%)
Groups n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Control group 85 68.26%+ 7.51 62.40+ 6.47* 53.18%+ 6.31 49.60% 5.20* 32.38%+ 4.57 35.90+ 5.49*
Research group 85 68.34+ 7.68 56.49+ 6.21* 53.24+ 6.22 4541+ 5.03* 32.47+ 4.69 39.27+ 6.12*

Note: Compared with before treatment, *P<0.05; compared with control group after treatment, “P<0.05.
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