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ABSTRACT Objective: To explore the clinical efficacy of different doses of atorvastatin combined with aspirin in the treatment of
primary hypertension with atherosclerosis. Methods: The clinical data of patients with essential hypertension treated by atorvastatin and
aspirin in our hospital from January 2015 to December were randomly divided into the control group and the experimental group, 40
cases in each group. The experimental group was given oral high dose of atorvastatin (40 mg/d) combined with aspirin enteric-coated
tablet (100 mg/d), while the control group was given low dose of atorvastatin (20 mg/d) combined with aspirin enteric-coated tablet (100
mg/d), the course of treatment was 3 months. The levels of total cholesterol (TC), high-density lipoproteincholesterol (HDL-C),
triglyceride(TG), low-density lipoprotein cholesterol(LDL-C), systolic blood pressure(SBP), diastolic blood pressure (DBP) and carotid
plaque grade were observed and compared before and after the treatment between two groups. Results: After treatment, the levels of SBP,
DBP, serum TC, TG and LDL-C in the two groups were significantly lower than those before treatment, the serum HDL-C levels were
significantly higher than before treatment (P<0.05). The levels of SBP, DBP, serum TC, TG and LDL-C in the experimental group were
significantly lower than those in the control group (P<0.05), serum HDL-C level was significantly higher than that in the control group
(P<0.05). The proportion of carotid plaque 0-I in the experimental group was significantly higher than that of the control group (P<0.05).
Conclusions: High dose of atorvastatin (40 mg/d) combined with aspirin enteric-coated tablets (100 mg/d) is more effective than low dose
atorvastatin (20 mg/d) combined with aspirin enteric-coated tablets (100 mg/d) in the treatment of primary hypertension with
atherosclerosis, it can reduce the blood pressure, regulate the blood lipids and improve the prognosis of patients.
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Table 1 Comparison of the general data between two groups

Project Experimental group Control group
Gender(male/female) 21/19 22/18
Age(years) 66.8+ 5.6 67.8% 6.6
Weight (kg) 71.5% 7.1 68.5+ 8.8
BMI (kg/m?) 26.2% 3.4 26.4% 3.8
Duration (years) 53+ 14 52+ 1.2
IMT(mm) 2.7¢ 08 2.8+ 0.9
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Table 2 Comparison of the changes of blood pressure between two groups before and after treatment(xzs)

Group Time Control group Experimental group
Before treatment 151.6+ 5.2 151.2+ 4.8
SBP (mmHg))
After treatment 136.2+ 3.8* 129.5+ 3.4**
Before treatment 106.5% 4.5 107.5+ 5.4
DBP (mmHg)
After treatment 94.2+ 3.8% 80.4+ 3.5%

Note: compared with before treatment, *P<0.05; compared with the control group, “P<0.05.
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Table 3 Comparison of the serum TC, HDL-C, TG and LDL-C levels between two groups before and after treatment (xzs)

Group Time Control group Experimental group
Before treatment 5.8+ 1.5 57+ 1.9
TC
After treatment 43+ 1.1* 3.5+ 1.0*
Before treatment 2.5 0.6 2.4+ 0.5
TG
After treatment 1.8+ 0.4* 1.0+ 0.3*
Before treatment 44+ 04 4.3+ 0.7
LDL-C
After treatment 3.2+ 0.3* 2.3+ 0.2%
Before treatment 0.8+ 0.2 0.7+ 0.2
HDL-C
After treatment 1.1+ 0.2* 1.5 0.2*

Note: compared with before treatment, *P<0.05; compared with the control group, “P<0.05.
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Table 4 Comparison of the carotid plaques classification

between two groups after treatment

Experimental group

Classification Control group(n=40) (n=40)
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