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Clinical observation of clopidogrel combined with atorvastatin calcium in treatment
of hypertension with carotid atherosclerosis

GAO Yong-xing
Department of Cardiology, Jiangyin Hospital of Traditional Chinese Medicine, Jiangyin 214400, China

Abstract: Objective To investigate the clinical effect of clopidogrel combined with atorvastatin calcium in treatment of hypertension
with carotid atherosclerosis. Methods Patients (120 cases) with hypertension with carotid atherosclerosis in Jiangyin Hospital of
Traditional Chinese Medicine from January 2011 to December 2014 were randomly divided into control and treatment groups, and
each group had 60 cases. The patients in the control group were po administered with Atorvastatin Calcium Tablets on the basis of
conventional treatment, 20 mg/time, once daily. The patients in the treatment group were po administered with Clopidogrel Hydrogen
Sulphate Tablets on the basis of the control group, 75 mg/time, once daily. The patients in two groups were treated for 3 months.
After treatment, the efficacy was evaluated, and the changes of blood pressure, blood lipid indexes such as total cholesterol (TC),
triglyceride (TG), high density lipoprotein cholesterin (HDL-C), low density lipoprotein cholesterin (LDL-C), carotid atherosclerotic
plaque area and thickness, and carotid atherosclerosis plaque prioritization were compared. Results After treatment, the clinical
efficacy of patients in treatment group (93.3%) were higher than those in control group (70.0%) with significant difference (P < 0.05).
Systolic and diastolic blood pressures of two groups were lower than those before treatment with significant difference (P < 0.05).
Systolic and diastolic blood pressures in treatment group were lower than those in control group, and the difference was significant (P <

0.05). After treatment, TC, TG, HDL-C, and LDL-C of two groups were improved more than those before treatment with significant
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difference (P < 0.05). TC, TG, HDL-C, and LDL-C in the treatment group were better than those in control group, and the difference

was significant between two groups (P < 0.05). Carotid atherosclerotic plaque area and thickness of two groups were diminished

more than those before treatment with significant difference (P < 0.05). Carotid atherosclerotic plaque area and thickness in treatment

group were diminished more than those in the control group, and the difference was significant (P < 0.05). After treatment, carotid

atherosclerotic plaques of two groups were improved more than that before treatment with significant difference (P < 0.05). Carotid

atherosclerotic plaque in treatment group was better than those in control group, and there were significant difference (P < 0.05).

Conclusion Clopidogrel combined with atorvastatin calcium has clinical curative effect in treatment of hypertension with carotid

atherosclerosis, can effectively reduce the atherosclerosis, improve blood pressure and blood lipid, and stabilize the atherosclerotic plaque.
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Table 1 Comparison on clinical efficacies between two groups
415 n/tl BRI 31 v ! SRR IY%
PO 60 6 36 18 70.0
HI7 60 10 46 4 93.3"
GRHRALLLE: "P<0.05
"P <0.05 vs control group
*2 FAMMELE ( x+s, n=60)
Table 2 Comparison on blood pressure between two groups ( X+s,n=60 )
il W45 He /mmHg #77k & /mmHg
T T Tl T
X 155.8+11.6 133.5+£12.7° 88.7+4.2 80.143.0"
Iy 156.6+12.4 128.4+11.2"4 89.3+3.8 7734344

SRMBITATR: "P<0.05; S0 HAGIT)EHE: 4P<0.05 (1 mmHg=133 Pa)

"P <0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment (1 mmHg=133 Pa)

#£3 WEAMMASEEE ( x+s, n=60)
Table 3 Comparison on blood lipid between two groups ( X£5,n=60 )

TC/(mmol-L ™) TG/(mmol-L™")

HDL-C/(mmol-L ") LDL-C/(mmol-L ")

ZH 95

BITET BT E TBITHT BT E TBITHT BIT )a BITHT WBIT)a
W 48+15 40+1.3" 1.840.6 1.6+0.5" 12402 1.3+03" 3.3+0.6 3.0+0.6"
WY 48+13 374074 19407 1L1+05% 12403 154034 34406  24+04°4

HRMA T "P<0.05; SxtAAIT A E: 4P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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Table 4 Comparison on carotid atherosclerotic plaque area and thickness between two groups ( X£5,N=60 )

., BEH AR /mm? BEHLE R /mm
20 531 n/ — - — -
VATT Y BT e VATT Y BIT e
pugic) 60 24413 21+1.1° 1.14+0.5 0.6+0.3"
BT 60 23412 14+0.7°4 1.0+0.4 03+0.2"4

HRAHMITITHE: P<0.05; S0 R4LAIT G HE: 4P<0.05

*P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment
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Table 5 Comparison on carotid atherosclerosis plaque prioritization between two groups

) 0 2/ 1 /%1 2 /1 3 /)

2155 n/fi — - — - — - — -
VAT I RIT R AT WA TRITH RIT A TRITH bEEAd =t
pogic 60 0 2" 11 23" 23 17" 26 18"
YAIT 60 0 94 13 3474 24 g4 23 94

LHRMRITITHE: "P<0.05; S EAGITEE: 4P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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