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Abstract

Objective: To further explore the effect of amlodipine on carotid atherosclerosis, and to provide a
theoretical basis for the selection of clinical medication for patients. Methods: 120 patients were
enrolled in the experimental group (60 patients taking amlodipine at 5 mg/day) and the control
group (60 patients taking placebo at 5 mg/day). Carotid ultrasound was measured at the beginning,
6 months and 12 months, respectively. Results: 1) The experimental group compared with control
group, now in gender, age, smoking, body mass index (BMI), total cholesterol (TC), low density lipo-
protein (LDL), high-density lipoprotein (HDL), triglyceride (TG), fasting blood glucose, systolic
pressure, diastolic blood pressure, atherosclerosis plaque volume, and the artery plaque thickness
has no statistical difference (p < 0.05); 2) The carotid plaque volume in the experimental group
ranged from 6 months (706.12 * 90.08 mm?3, p = 0.012) to 12 months (427.84 * 69.62 mm3, p <
0.001), and the difference was statistically significant. In contrast, carotid plaque volume in the con-
trol group ranged from 6 months (793.63 + 118.17 mm?3, p = 0.964) to 12 months (690.52 * 136.57
mm?3, p = 0.088), with no statistically significant difference; 3) The thickness of carotid plaque in the
experimental group ranged from 6 months (1.28 * 0.13 mm, p = 0.379) to 12 months (1.00 + 0.13
mim, p < 0.000). In contrast, carotid plaque thickness in the control group ranged from 1.33 + 0.12 mm
(p = 0.652) to 12 months (1.31 * 0.13 mm?3, p = 0.715), with no statistically significant difference. Con-
clusion: Amlodipine can reduce the incidence of atherosclerosis without affecting blood pressure.
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Table 1. Clinical features of two groups
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Figure 1. Comparison of carotid plaque volume
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Figure 2. Comparison of carotid plaque thickness
B 2. FEkBHREE LR
4. g
AR FERE AL A — PR R E s, S X O m I R AR B VIR R[] [2] [3]. &
Hu~PAE VR ST S R RCR BIPPAN IR A — 20 MHRATFER T, Z ST AT B 2 PR AR S50 ik o A B A A XUy
[9] [10]. AHJ, 53 —Sei e l], S SHF 5 3Eh kR AR R I 2 f 0% RIFABEVI[11] [12]. AHSGSCHRES

DOI: 10.12677/acm.2019.911195 1264 I IR = =23t e


https://doi.org/10.12677/acm.2019.911195

S %

BA—F, WREST AL LA EA B K. IWIRBATEL NI RZ ST, 7R &
FITEILR, Wik 6 S H (130.55 + 20.49 mmHg, p = 0.327) %] 12 /> H (133.97 + 24.11 mmHg, p = 0.205), 47
k)& 6 /N H(85.59 + 11.87 mmHg, p = 0.658) %] 12 4~ 4 (133.97 + 24.11 mmHg, p = 0.796), KIN & FH~F AT
AN BN KR FEREAL 1) R A o X S AR S a AT o s SR . S S -0 o) o 857 4 6 5 22 A0 OR3P Bl ik
SEAEREAL R AR, 22/ gy ol e ST T e FEL T LA 2 —BI[18]. XA T REEAR . 2L
I AR T3k — 25 A FEAUE 52 o

SE

[1] Underhill, H.R., Yuan, C., Yarnykh, V.L., et al. (2010) Predictors of Surface Disruption with MR Imaging in Asymp-
tomatic Carotid Artery Stenosis. American Journal of Neuroradiology, 31, 487-493.
https://doi.org/10.3174/ajnr.A1842

[2] Lorenz, M.W., Polak, J.F., Kavousi, M., et al. (2012) Carotid Intima-Media Thickness Progression to Predict Cardi-
ovascular Events in the General Population (the PROG-IMT Collaborative Project): A Meta-Analysis of Individual
Participant Data. The Lancet, 379, 2053-2062. https://doi.org/10.1016/S0140-6736(12)60441-3

[3] Nambi, V., Chambless, L., He, M., et al. (2012) Common Carotid Artery Intima-Media Thickness Is as good as Caro-
tid Intima-Media Thickness of All Carotid Artery Segments in Improving Prediction of Coronary Heart Disease Risk in
the Atherosclerosis Risk in Communities (ARIC) Study. European Heart Journal, 55, 183-190.
https://doi.ora/10.1093/eurheartj/ehr192

[4] Mathiesen, E.B., Joakimsen, O., B@Naa, K.H. (2001) Prevalence of and Risk Factors Associated with Carotid Artery
Stenosis: The Tromsg Study. Cerebrovascular Diseases, 12, 44-51. https://doi.org/10.1159/000047680

[5] Prasad, K. (2015) Pathophysiology and Medical Treatment of Carotid Artery Stenosis. International Journal of Angi-
ology, 24, 158-172. https://doi.org/10.1055/s-0035-1554911

[6] Cuspidi, C., Negri, F., Giudici, V., et al. (2009) Effects of Antihypertensive Drugs on Carotid Intima-Media Thickness:
Focus on Angiotensin Il Receptor Blockers. A Review of Randomized, Controlled Trials. Integrated Blood Pressure
Control, 2009, 1-8. https://doi.org/10.2147/IBPC.S5174

[7] Nissen, S.E., Tuzcu, E.M., Libby, P., et al. (2004) Effect of Antihypertensive Agents on Cardiovascular Events in Pa-
tients with Coronary Disease and Normal Blood Pressure: The CAMELOT Study: A Ran-Domized Controlled Trial.
JAMA, 292, 2217-2225. https://doi.org/10.1001/jama.292.18.2217

[8] Dahlof, B., Sever, P.S., Poulter, N.R., et al. (2005) Prevention of Cardiovascular Events with an Antihypertensive Re-
gimen of Amlodipine Adding Perindopril as Required versus Atenolol Adding Bendroflumethiazide as Required, in the
Anglo-Scandinavian Cardiac Outcomes Trial-Blood Pressure Lowering Arm (ASCOT-BPLA): A Multicentre Rando-
mised Controlled Trial. The Lancet, 366, 895-906. https://doi.org/10.1016/S0140-6736(05)67185-1

[9] Weiss, D. and Taylor, W.R. (2008) Deoxycorticosterone Acetate Salt Hypertension in Apolipoprotein E”~ Mice Re-
sults in Accelerated Atherosclerosis: The Role of Angiotensin 1. Hypertension, 51, 218-224.
https://doi.org/10.1161/HYPERTENSIONAHA.107.095885

[10] Chen, X.F., Rateri, D.L., Howatt, D.A., et al. (2013) Amlodipine Reduces Angll-Induced Aortic Aneurysms and
Atherosclerosis in Hypercholesterolemic Mice. PLoS ONE, 8, e81743. https://doi.org/10.1371/journal.pone.0081743

[11] Doran, D.E., Weiss, D., Zhang, Y., Griendling, K.K. and Taylor, W.R. (2007) Differential Effects of AT, Receptor and
Ca®* Channel Blockade Onatherosclerosis, Inflammatory Gene Expression, and Production of Reactive Oxygen Spe-
cies. Atherosclerosis, 195, 39-47.  https://doi.org/10.1016/j.atherosclerosis.2006.11.030

[12] Nakandakare, E.R., Charf, A.M. and Quintdo, E.C.R. (2008) Dietary Salt Restriction Increases Plasma Lipoprotein and
Inflammatory Marker Concentrations in Hypertensive Patients. Atherosclerosis, 200, 410-416.
https://doi.org/10.1016/].atherosclerosis.2007.12.034

[13] Kayamori, H., Shimizu, I., Yoshida, Y., et al. (2018) Amlodipine Inhibits Vascular Cell Senescence and Protects
Against Atherogenesis through the Mechanism Independent of Calcium Channel Blockade. International Heart Jour-
nal, 59, 607-613. https://doi.org/10.1536/ihj.17-265

DOI: 10.12677/acm.2019.911195 1265 Il R 125 23k i


https://doi.org/10.12677/acm.2019.911195
https://doi.org/10.3174/ajnr.A1842
https://doi.org/10.1016/S0140-6736(12)60441-3
https://doi.org/10.1093/eurheartj/ehr192
https://doi.org/10.1159/000047680
https://doi.org/10.1055/s-0035-1554911
https://doi.org/10.2147/IBPC.S5174
https://doi.org/10.1001/jama.292.18.2217
https://doi.org/10.1016/S0140-6736(05)67185-1
https://doi.org/10.1161/HYPERTENSIONAHA.107.095885
https://doi.org/10.1371/journal.pone.0081743
https://doi.org/10.1016/j.atherosclerosis.2006.11.030
https://doi.org/10.1016/j.atherosclerosis.2007.12.034
https://doi.org/10.1536/ihj.17-265

	Effects of Amlodipine on Carotid Atherosclerosis in Patients with Hypertension
	Abstract
	Keywords
	氨氯地平对高血压患者颈动脉粥样硬化的影响
	摘  要
	关键词
	1. 引言
	2. 材料和方法
	2.1. 纳入人群
	2.2. 彩色多普勒超声
	2.3. 统计分析

	3. 结果
	3.1. 一般临床特征
	3.2. 斑块体积比较
	3.3. 劲动脉斑块厚度比较

	4. 讨论
	参考文献

