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ABSTRACT Objective: To analyze the effect of atorvastatin on the serum levels of lipoprotein (a) and cholesterol ester transfer
protein (CETP) in patients with coronary heart disease and its clinical efficacy. Methods: 112 cases with coronary heart disease who were
treated in our hospital were selected and randomly divided into the control group and the observation group, with 56 cases in each group.
The patients in the control group were treated with simvastatin, while the patients in the observation group were treated with atorvastatin.
Then the serum levels of LP (a), CETP, high sensitivity C-reactive protein (hs-CRP) and brain natriuretic peptide (BNP), and the coronary
blood flow reserve, diastolic peak velocity and peak systolic velocity, left ventricular posterior wall thickness (LVPWT), left ventricular
end systolic diameter (LVESD), left ventricular end-diastolic diameter (LVEDD) and the clinical efficacy of two groups were observed
and compared before and after the treatment. Results: After treatment, the serum levels of LP (a), CETP, hs-CRP and BNP in the
observation group were lower than those of the control group, and the differences were statistically significant (P<0.05); The coronary
artery flow reserve, diastolic peak flow velocity, systolic peak flow velocity, LVPWT, LVESD and LVEDD in the observation group
were lower than those of the control group, and the differences were statistically significant (P<0.05); The total effective rate of the
observation group was higher than that of the control group, and the difference was statistically significant (P<0.05); There was no
statistically significant difference about the safety between the two groups (P>0.05). Conclusion: Atorvastatin has better clinical efficacy
in the treatment of coronary heart disease, which can reduce the serum levels of LP (a) and CETP.
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Table 1 Comparison of serum levels of LP (a) and CETP between the two groups before and after the treatment

Groups Time LP(a)(mg/L) CETP(mg/L)

Control group(n=56) Before treatment 547.85% 31.60 244+ 0.58
After treatment 196.35+ 20.11* 1.96+ 0.54*

Observation group(n=56) Before treatment 545.78+ 30.24 2.40% 0.62
After treatment 168.97+ 16.52:® 1.78+ 0.41®

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 serum levels of hs-CRP and BNP between the two groups before and after the treatment

Groups Time hs-CRP(mg/L) BNP(ng/L)
Control group(n=56) Before treatment 11.78% 2.65 458.23+ 50.49
After treatment 637+ 1.26* 146.85% 27.36*
Observation group(n=56) Before treatment 12.61+ 2.43 456.70+ 51.32
After treatment 4.89+ 1.01® 123.98+ 22.41 *®

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 coronary blood flow between two groups before and after treatment

Groups Time CFVR(score) Diastolic peak flow velocity(cm/s)  Peak systolic velocity(cm/s)
Control group (n=56) Before treatment 2.68+ 0.34 26.87+ 4.20 13.02+ 1.20
After treatment 297+ 0.42* 30.25+ 4.67° 15.79+ 1.35*
Observation group(n=56) Before treatment 2.61+ 0.29 2531+ 431 12.64+ 1.14
After treatment 3.24+ 045 ® 33.83+ 4.89® 17.68+ 1.70®

Note: compared with before treatment, ‘P<0.05; compared with control group after treatment, "P<0.05.
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Table 4 Comparison of ventricular remodeling indexes between two groups before and after treatment

Groups Time LVPWT(mm) LVESD(mm) LVEDD(mm)

Control group (n=56) Before treatment 13.72+ 0.47 44,53+ 3.20 56.87+ 3.42
After treatment 12.17+ 0.34° 38.79+ 2.95° 53.41+ 3.23°

Observation group(n=56) Before treatment 13.68+ 0.36 4442+ 3.14 56.60% 3.29
After treatment 10.42+ 0.28® 31.85+ 2.56® 50.43+ 2.97®

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 clinical efficacy between two groups

Groups Markedly Effective Invalid Total effective rate
Control group(n=56) 18(32.14) 27(48.22) 11(19.64) 45(80.35)
Observation group(n=56) 25(44.64) 28(50.00) 3(5.36) 53(94.64)°

Note: compared with control group, "P<0.05.
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