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I ABSTRACT |

Background: Hypertensive patients often present with carotid atherosclerosis, and especially those with left ventricular
hypertrophy (LVH) are known to have twice the prevalence of carotid atheroma. The aims of this study were to evaluate the
changes in the severity of carotid atherosclerosis and left ventricular (LV) mass by control of blood pressure (BP) and
hyperlipidemia in hypertensive patients. Methods: A total of 87 treated hypertensive patients who had been diagnosed as stage
2 hypertension on Joint National Committee 7 classification in past 1 year or LVH on electrocardiographic criteria were
enrolled. Both at baseline and the end of study, repetitive measurements of carotid intima-media thickness (IMT) and LV mass
indexed by body surface area were performed. Measurement of carotid IMT was conducted at bilateral sides of distal common
carotid artery. Results: After the follow-up period of mean 16-months, there were significant lowering in systolic and diastolic
BP, respectively (144.6 £19.2 to 131.3 £ 13.6 mm Hg, p <0.001; 87.5+ 11.3 to 79.6 +£ 9.4 mm Hg, p <0.001). Carotid IMT
showed no significant change (0.75 £ 0.18 to 0.76 + 0.18 mm, p = 0.310). Although there was significant reduction in LV mass
index (107.9+22.0 to 101.0 + 18.4 g/m’, p <0.001), it was not correlated with the changes in carotid IMT (r=0.141, p=
0.197). Conclusions. Anti-hypertensive therapy combined with statin if indicated did not show significant reduction in
atherosclerotic burden of carotid artery, but it seemed to prevent further progression in hypertensive patients. Decrement in LV
mass achieved by BP control was not correlated with changes in carotid IMT. (JKorean Soc Hypertens 2011;17(4):177-184)
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Table 1. Baseline characteristics of patients

All patients (n=87)

Age (yr) 559 £10.0
Male sex 63 (72.4)
Diabetes 3(3.4)
Current smoker 9 (10.3)
Serum creatinine (mg/dL) 09 £02
Body mass index (kg/m’) 258 + 26
Blood pressure (mm Hg)
SBP 1446 £192
DBP 875 £ 113
Anti—hypertensive medications
ACEi/ARB 80 (92.0)
Beta blocker 15 (17.2)
Calcium channel blocker 73 (83.9)
Diuretics 32 (36.9)
Monotherapy 13 (14,9)
Combination therapy 74 (85.1)
Lipid profile (mg/dL)
Total cholesterol 1877 + 284
LDL cholesterol 16,5 £ 261
HDL cholesterol 516 £ 126
Triglyceride 161.5 = 1041
Left ventricular ejection fraction (%) 621 +35
Left ventricular mass index (g/mQ) 1079 £220
Male 104 227
Female 992 £178
Mean carotid IMT, both sides (mm) 075 £0.18
Right side (mm) 074 +£0.19
Left side (mm) 075 £0.18

Values are presented as mean = standard deviation or number (%)
SBP, systolic blood pressure; DBP, diastolic blood pressure;
ACEIi/ARB, angiotensin—converting enzyme inhibitor/angiotensin
receptor blocker; LDL, low—density lipoprotein; HDL, high—density
lipoprotein; IMT, intima—media thickness,
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Table 2, Changes in blood pressure, lipid profile, left ventricular mass index and carotid IMT after follow—up

Base (n=87) Follow—up (n=87) p—value
Blood pressure (mm Hg)
SBP 1446 + 192 131.3 + 136 < 0.001
DBP 875+ 113 796 £ 94 < 0,001
Lipid profile (mg/dL)
Total cholesterol 1877 £ 284 1724 £ 254 < 0,001
LDL cholesterol 16,5 £ 261 987 £ 205 < 0.001
HDL cholesterol 516 + 126 498 + 129 0.183
Triglyceride 1615 £ 104.1 162.6 = 954 0.775
Left ventricular mass index (g/m2) 1079 £ 220 101.0 + 184 < 0,001
Male 10,4 £ 227 1043 + 182 < 0,001
Female 992 + 178 921+ 164 0.005
Mean carotid IMT, both sides (mm) 075 = 0.18 076 = 0.18 0.310
Right side (mm) 074 £ 019 073 £ 018 0.405
Left side (mm) 075 + 0.18 076 + 0,18 0.795

Values are presented as mean =* standard deviation,

SBP, systolic blood pressure; DBP, diastolic blood pressure; LDL, low—density lipoprotein; HDL, high—density lipoprotein;

IMT, intima—media thickness,
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Fig. 1. Correlation of change* in LV mass index with changeJr in carotid IMT (A), with baseline LV mass index (B). LV, left ventricle;
IMT, intima—media thickness; BSA, body surface area, *Nalue of follow—up minus baseline,
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