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Abstract: Objective To explore the influence of atorvastatin on N-terminal brain natriuretic peptide (NT-proBNP) and oxidative
stress in patients with chronic heart failure (CHF). Methods 102 cases of chronic heart failure patients with non-ischaemic heart
disease were chosen as chosen as the research objects. The patients were randomly divided into control group (n = 51) and
atorvastatin group (rn = 51). The patients were treated with the conventional drugs in control group, and combined with atorvastatin of
20 mg/d in atorvastatin group. All patients were treated for 12 weeks. Triglyceride (TG), total cholesterol (TC), high-density
lipoprotein (HDL-C), low density lipoprotein (LDL-C), NYHA classification, left ventricular ejection fraction (LVEF), NT-proBNP,
6 min walking distance (6 MWT), SOD, MPO, MDA were observed and compared before and after treatment in two groups. Results
Compared with before treatment and control group, TG, TC, LDL-C decreased obviously after treatment in atorvastatin group, the
differences were statistically significant (P < 0.05). NT-proBNP levels decreased significantly after treatment in two groups,
compared with that before treatment, the differences were statistically significant (P < 0.05), but the change in atorvastatin group was
better than that in control group (P < 0.05). Compared with those before treatment and control group, SOD increased significantly,
MDA, MPO decreased significantly after treatment in atorvastatin group, the differences were statistically significant (P < 0.05). The

control group had no significant change before and after treatment. Conclusion The conventional anti-heart failure treatment added
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with atorvastatin could reduce effectively NT-proBNP level and inhibit oxidative stress in CHF patients.
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Table 1 Comparison on baseline data between two groups
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Table 2 Comparison on blood lipid indexes before and after treatment between group two
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Table3 Comparison on cardiac function indexes between two groups before and after treatment
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