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[ Abstract] Objective To investigate the efficacy of various calcium channel blockers combined with folic acid in the
treatment of elderly patients with mild to moderate high homocysteine (Hcy) hypertension (H type hypertension). Methods A
randomized, single-blind, parallel-controlled trial was carried out on 90 elderly in- and out-patients with mild to moderate primary
H type hypertension of grades 1 to 2 in our department from June 2011 to June 2014. They were 42 males and 48 females, and at
an age of (66.9 + 3.5) years. They were randomly assigned into 3 groups (n = 30): group 1 (5mg/d amlodipine), group 2 (2.5mg/d
levamlodipine) and group 3 (5mg/d felodipine), all combined with folic acid (0.8mg/d). Blood pressure and serum levels of Hcy,
nitric oxide (NO), endothelin-1 (ET-1), superoxide dismutase (SOD) and malondialdehyde (MDA) were measured before and after
4 weeks’ treatment. Results Blood pressure and serum Hcy level were significantly decreased in all 3 groups. Compared to the
other 2 groups, amlodipine combined with folic acid had significant effectiveness in lowing both systolic blood pressure and
serum Hcy level (P < 0.05). In amlodipine group, the serum levels of NO and SOD were significantly increased, and those of ET-1
and MDA were significantly decreased after treatment (P < 0.05). Conclusion Calcium channel blockers combined with folic
acid can reduce both blood pressure and plasma Hcy level in the elderly patients with mild to moderate H type hypertension. The
therapeutic scheme of amlodipine combined with folic acid is the best option.
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Table1 Comparison of baseline data among the three groups (n=230)
Item Amlodipine group Levamlodipine group Felodipine group P

Gender(male/female, n/n) 15/15 13/17 14/16 0.87
Age(years, x+ts) 66.3 +6.7 67.2+5.4 65.9+7.2 0.72
BMI(kg/m? x+s) 224+19 23.1+2.2 22.7+1.6 0.36
Smoker[n(%)] 8 (26.7) 7 (23.3) 5 (16.7) 0.63
Heart rate(beats/min) 67.4+75 70.8+6.9 67.6+10.3 0.21
Glucose(mmol/L, xts) 59+1.4 6.1+0.9 57+1.2 0.42
LDL-C(mmol/L, x=+s) 32+1.1 29+0.6 29+0.9 0.30
HDL-C(mmol/L, x*s) 1.2+04 1.1+0.3 1.2+05 0.55
Hey(umol/L, x +s) 25.0+3.1 26.8+5.2 27.2+4.8 0.13

BMI: body mass index; LDL-C: low-density lipoprotein cholesterol; HDL-C: high-density lipoprotein cholesterol; Hcy: homocysteine
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Table 2 Comparison of blood pressure before and after treatment among the three groups (n=30, mmHg, x+s)

SBP DBP
Group Before treatment After treatment Before treatment After treatment
Amlodipine 158.8 + 13.2 141.3+12.5" 92.4+10.3 78.1+8.9"
Levamlodipine 160.1+11.0 148.2 +10.2™ 89.5+11.2 77.8+9.5
Felodipine 161.3+10.6 146.8 +11.4™ 91.8+10.5 80.5+9.7

SBP: systolic blood pressure; DBP: diastolic blood pressure. Compared with before treatment, "P < 0.05; compared with amlodipine group,
“P <0.05
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Table 3 Comparison of serum levels of Hcy, NO and ET-1 before and after treatment among the three groups (n=30, x +s)

Group Hcy (umol/L) NO (umol/L) ET-1 (pg/ml)
Before treatment  After treatment Before treatment  After treatment Before treatment  After treatment
Amlodipine 25.0+3.1 11.9+3.4 26.7 + 4.4 423+52" 52.7 £10.1 34.1+56"
Levamlodipine 26.8+5.2 147 +2.6™ 27.8+3.7 29.6 +4.5° 51.9+84 502 +7.7°
Felodipine 27.2+4.8 15.8+1.9" 252 +6.7 27.4+58" 50.1 +10.5 48.6 +9.5°

Hcy: homocysteine; ET-1: endothelin-1. Compared with before treatment, “P < 0.05; compared with amlodipine group, “P < 0.05
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Table 4 Comparison of serum levels of SOD and MDA before and after treatment among the three groups (n=30, x+s)

Group SOD (U/mL) MDA (nmol/L)
Before treatment After treatment Before treatment After treatment
Amlodipine 65.9+4.6 89.7+3.6" 76+1.4 4.0+0.7"
Levamlodipine 67.4+1.8 79.2 £5.3™ 7.8+21 5.4+1.3"
Felodipine 65.8+5.5 78.8+4.7" 76+1.9 5.1+0.8™

SOD: superoxide dismutase; MDA: malondialdehyde. Compared with before treatment, “P < 0.05; compared with amlodipine group, “P < 0.05
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