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ABSTRACT Objective: To explore the efficacy and safety of different doses of rosuvastatin in treatment of elderly coronary heart
disease patients. Methods: Two hundred and ten hospitalized patients (including 75 years old and higher) diagnosed as Coronary
atherosclerotic cardiopathy (CHD ) were evenly divided into group A and group B by random from June 2012 to June 2013. The patients
in group A were treated with oral rosuvastatin at the dose of 10 mg/d, and the patients in group B were treated with oral rosuvastatin at
the dose of 20 mg/d. The other cooperative medication methods were collected. Biochemical indicators were measured before and after
one, six, twelve months of treatment, including Low-density Lipoprotein Cholesterol(LDL-C), Total Cholesterol(TC), High Sensitivity C
Reactive Protein (hs-CRP), Triglyceride (TG), High-density Lipoprotein Cholesterol (HDL-C), Alanine-Aminotransferase (ALT), and
Intima-media thickness (IMT). Result: There were significant decrease in LDL-C, TC, hs-CRP, and TG between the two groups before
and after one, six, and twelve months of treatment(P< 0.05). After treatment, the levels of LDL-C, TC, TG, and hs-CRP of group B were
significantly lower than that of group A (P <0.05), and HDL-C higher level was significantly higher than in group A. There was no
significant difference between the two groups in the level of ALT and the incidences of adverse reactions (P> 0.05). Both group A and
group B had no adverse cardiac events (MACE) and termination of the experiments. Conclusion: For elderly patients with coronary heart
disease in our country, rosuvastatin medication is beneficial, and higher dose of rosuvastatin is safe and more effective against CHD.
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Group Case Age(year) Smoke Man Hypertension Diabetes ~ Aspirin ~ Pentacard Clopidogrel Trimetazidine
105 79.5% 3.56 59 53 71 42 101 78 95 38
105 78.6+ 3.43 55 61 67 38 95 86 97 91
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Table 2 Comparison of biochemical i
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LDL-C(mmol/L) TC(mmol/L) TG(mmol/L)
Group Case
Before 1 month 6 months 12 months before 1 month 6 months 12 months before 1 month 6 months 12 months
A 101 2.01% 1.94% 1.72+ 1.40% 4.27% 3.85% 3.46% 3.04+ 1.22+ 1.20+ 1.05+ 0.95+
0.61 0.31 0.52 0.38 1.10 1.02 0.94 0.86 0.40 0.30 0.37 0.26
B 99 2.11% 1.76% 1.43% 1.00£ 4.14% 3.70% 2.92+ 2.46% 1.22+ 1.07+ 091+ 0.79+
0.66 0.44 0.32 0.32 1.20 0.94 0.83 0.83 0.30 0.32 0.30 0.25
t 0.82 2.02 2.7 5.15 0.60 0.78 2.73 3.50 0.03 0.19 1.87 2.90
P 0.42 0.04 0.00 0.00 0.55 0.44 0.01 0.01 0.98 0.04 0.04 0.00
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ALT(U/L) HDL-C(mmol/L) Hs-CRP(pug/L) IMT(mmol/L)

1 6 12 1 6 12 1 6 12 1 6 12
Before before before before

month months months month months months month months months month months months
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0.55 0.47 0.78 0.02 0.37 2.10 2.29 8.44 0.78 6.51 3.19 2.53 0.10 0.72 0.30 0.33
0.58 0.64 0.44 0.97 0.71 0.04 0.01 0.01 0.44 0.00 0.03 0.01 0.92 0.48 0.01 0.01

23 WAREFRRNEFRLE

TR P 2 BE ALT IRZ5T0)5 JCH B 22 7 (P> 0.05),
TR 24 38 it v e A B AR M VT R ST E S R R A R A 4 4]
(3.8%), . 6 i(5.7% ) AL ¥E AT B3 1R] 2009 177 5% 20 R
i 3 RELLE 3 0 BRSO A 2 46, SR 1 9 e B
TN 4 BT R Se8e, PR E G N O R B
(MACE i) M2k 3285 1 SB35 . AL A R S 2] L
BTG 25 5(P>0.05), TEILFE 3,

R 3 AR K R L% Fisher 15HH0L6)

Table 3 Comparison of adverse drug reactions( Fisher)
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