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ABSTRACT Objective: To comparison the efficacy and safety of pivastatin calcium and atorvastatin calcium in the Treatment of
Coronary Heart Disease. Methods: 100 patients with coronary heart disease from March 2016 to December 2018 were divided into the
pitavastatin calcium group(n=50) and the atorvastatin calcium group (n=50). The blood glucose(Glu), Glycated hemoglobin(HbA1c), Ul-
tra-sensitive C reaction protein (hsCRP), Total cholesterol (TC), Triglycerides (TG), Low density lipoprotein cholesterol (LDL-C),
High-density lipoprotein cholesterol(HDL-C), Acetyltransferase(ALT), Valley grass transaminase(AST), Creatinine(Cr), Creatine kinase
(CK)were monitored and compared before treatment and after treatment of 6,12 months. Results: After 6months and 12months treatment
the pitavastatin calcium group HDL-C were significantly elevated (P<0.05), hsCRP were significantly lower(P<0.05). After 6months and
12months the atorvastatin calcium group HDL-C and hsCRP compared to before treatment the difference were not statistically(P>0.05).
The atorvastatin calcium group HbAlc were elevated after 12months treatment with statistically differences(P<0.05), but the pitavastatin
calcium were not elevated(P>0.05). The two groups TC, LDL-C were lower with statistically significant differences(P<0.05). The differ-
ences between Glu, ALT, AST, Cr, CK before treatment and after treatment were without statistically differences (P>0.05), 1patient was
removed because of transaminase elevated. Conclusions: Both pitavastatin calcium and atorvastatincalcium can lower LDL-C, TC TG in
Coronary Heart Disease patients, Moreover, the pitavastatin calcium can elevate HDL-C level and lower hsCRP level. Meanwhile, the
pitavastatin calcium had no evidence in new diabetes, it was efficacy and safety in long-term treatment.
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Table 1 Comparison of the biochemical indexes before and after treatment between two groups

Pitavastatin Atorvastatin
Before treatment At 6 months after At 12 months after Before treatment At 6 months after At 12 months after

treatment treatment treatment treatment

Glu(mmol/1) 597+ 2.14 5.83+ 0.71 5.84% 0.72 6.54+ 3.72 6.30% 1.05 6.48+ 1.51
HbA1c% 6.02+ 1.29 5.73+ 0.61 5.90+ 0.98 6.48+ 2.30 6.46% 1.09 6.77+ 1.13
hsCRP/( mg /L) 3.54+ 1.74 249+ 1.20%* 2.69% 3.47** 2.69% 1.50 2.60% 1.07 2.35% 1.33
TC(mmol/l) 5.05% 1.15 4.02+ 0.63* 4.04+ 0.77%* 4.50+ 1.26 3.82+ 0.77* 3.72% 0.76**
TG(mmol/l) 2.06% 1.45 1.58+ 0.46 1.60%+ 0.51 1.67+ 0.89 1.46% 0.48 1.38+ 0.52
LDL-C(mmol/1) 3.15+ 0.13 2,50+ 0.46%* 2.48% 0.57** 2.80+ 0.91 2.34% 0.64%* 2.22+ 0.54%*
HDL-C(mmol/I) 1.25+ 0.31 1.39+ 0.36* 1.38+ 0.28* 1.35+ 0.63 1.34+ 0.38 1.21+ 0.25
ALT(U/N) 19.71% 831 22.36% 6.90 21.59+ 6.55 26.41+ 15.01 28.71% 13.08 29.74+ 22.86
AST(U/) 23.34+ 9.00 24.65% 6.88 24.39+ 6.22 34.14+ 28.64 29.60% 12.25 32.09+ 37.28
Cr(mmol/l) 69.0% 23.06 68.13% 17.61 65.99+ 18.73 70.20% 19.65 70.23+ 12.84 68.65+ 15.03
CK(U/) 46.26+ 14.52 47.12+ 12.05 48.82+ 13.29 47.69+ 17.17 45.07+ 13.29 49.61+ 14.70

*P<0.05 **P<0.01.
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