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A Clinical Study of Antihypertensive Effects of Amlodipine(Norvasc®)
in Essential Hypertension

Baeg Su Kim, M.D,, Ki Nam Park, M.D., Byeng Su Kwak, M.D.,
Yong Seok Choi,M.D., Eun Seok Jeon, M.D., Chong Hun Park, M.D.

Department of Internal Medicine, College of Medicine, Chungnam National University

Background : To evaluate the safety and the efficacy of amlodipine, a dihydropyridine
calcium antagonist, monotherapy in the treatment of moderate essential hypertension.

Method : Amlodipine Smg once a day was administered as a starting dose in 30 patients
with essential hypertension in the morning and a one step upward titration was performed
(amlodipine 10 mg once a day) was done at the end of 4weeks treatment. Final evaluation
was done at 12weeks with laboratory test and echocardiogram.

Result - Within 4weeks treatment with dose of Smg amlodipine once a day, the systolic
blood pressure (SBP) was decreased(184.5+ 23.3/150.5+ 16.0mmHg, p<<0.000), and the dias-
tolic blood pressure(DBP) was also decreased significantly (109.9+ 04.6/92.3+ 11.5mmHg,
p<0.001).

After 12 weeks of treatment with a mean dosage of 6.6mg once a day, SBP and DBP
was maintained compare with basal level (147.0+ 15.8/88.1+ 0.9mmHg, respectively). The
efficacy of amlodipine treatment was noted an excellent in 16 patients(53.3%). good in
4 patient(13.3%). fair in 4 patients(13.3%)., and failed in 2 patients(6.7% ). There was no
significant change in heart rate before and after amlodipine treatment.

(80.0+ 2.3/80.9+ 104 beats/minute n.s).

Amlodipine had not significant effects on laboratory findings such as serum creatinine,
BUN, ALT/AST, hemoglobin. leukocyte countplatelet and lipid profiles. There was facial
flushing 2 patients. but no need to discontinue administration of amlodipine and all patients
completed for 12weeks therapy.

Conclusion * 1t is concluded that amlodipine is an effective antihypertensive agent, as
monotherapy once a day in patients with moderate essential hypertension.
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Fig. 1. Chemical structure of amlodipine.

Table 1. Age and sex distribution

Age Male Female Total
20—29 0 2 2
30—39 1 1 2
40—49 4 2 6
50—59 6 5 11
> 60 4 5 9

Total 15 15 30
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Table 2. Profiles of hypertensive subjects and antihypertensive effects of amlodipine

Case Age/ Fundo EKG Echocardiography  Pretreatment  Posttreatment Dosage Duration
No Sex  scopy finding  finding SBP/DBP/HR SBP/DBP/HR mean(mg) (weeks)
1 64/M WNL WNL WNL 196/104/58 146/78/58 5 12
2 42/M  WNL WNL Conc LVH 192/112/96 156/84/95 8.3 12
3 53/M  WNL WNL Hypertropy 240/ 95/96 154/84/88 5 12
4 68/F WNL LVH Hyertrophy 204/114/60 162/68/82 5 12
5 73/M  GIII  WNL Hypertrophy 220/108/68 158/100/104 8.3 12
6 26/F GIII  WNL WNL 162/112/84 132/92/88 8.3 12
7 54/M  WNL SB Hypertrophy 190/102/60 150/100/74 8.3 12
8 49/M WNL LVH Conc LVH 186/114/92 162/98/88 8.3 12
9 59/M WNL WNL WNL 196/110/78 146/86/88 5 12
10 64/M WNL SB WNL 150/105/78 134/80/68 5 12
11 70/M Gl Af WNL 164/108/88 156/78/84 5 12
12 51/M WNL NS Conc LVH 162/112/74 140/84/88 5 12
13 43/M  WNL WNL Conc LVH 178/112/72 124/90/76 5 12
14 54/M WNL LVH Conc LVH 226/116/62 164/90/64 5 12
15 50/F WNL NS WNL 192/114/78 146/88/72 8.3 12
16 76/F GIII  LVH Conc LVH 220/110/96 176/76/86 5 12
17 39/M Gl WNL Hypertrophy 186/108/82 136/96/84 8.3 12
18 67/F WNL LVH Senile change 192/114/84 142/78/82 5 12
19 53/M WNL WNL WNL 174/112/80 122/88/86 5 12
20 55/F WNL ST Conc LVH 210/114/112  162/92/94 8.3 12
21 66/F WNL WNL Conc LVH 164/112/94 148/88/86 8.3 12
22 53/F  GII WNL WNL 170/108/68 120/78/64 5 12
23 54/F WNL NS WNL 158/115/84 168/94/74 8.3 12
24 30/F WNL WNL Hypertrophy 186/114/80 184/118/88 8.3 12
25 50/F WNL WNL WNL 190/114/84 136/96/72 8.3 12
26 45/M Gl WNL Conc LVH 162/111/80 128/90/92 8.3 12
27 60/F GII SB Conc LVH 142/102/80 134/88/76 5 12
28 62/F WNL WNL Conc LVH 186/110/72 142/86/84 5 12
29 44/F GII WNL WNL 166/106/76 138/82/80 5 12
30 47/F WNL WNL WNL 170/110/84 146/92/82 8.3 12

WNL : within normal limit GII-III
SB : sinus bradycardia
NS ! nonspecific ST change  LVH :

ST : sinus tachycardia Conc

Keith-Wagener’s classification ofhypertensive retinopathy
Af : atrial fibrillation

concentric left ventricular hypertrophy
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Normalization 67%

Good Fail 139
response 7% a %
) 4
response 13%
Fair response 27% Good response 13% 4

8
Response rate

after 4 weeks treatment

(mean dose= Smg)

4
Response rate

after 12 weeks treatment

(mean dose=6.6mg)

Fig. 2. The antihypertensive effects of amlodipine after 4 and 12 weeks treatment with 4 weeks dose titration.

— 154 —



Table 3. Serial hemodynamic action of amlodipine in 30 hvpertensive patients

Base line 4weeks 8weeks 12weeks
n=30 =30 =30 =30
Mean dose (mg/dav) 5 6.2 6.6
SBP(mmHg) 180.5£23.3 150.5% 16.0 1489+ 15.2 147.1£ 158
DBP(mmHg) 109.9% 04.7 92.3t11.5 89.8£09.5 88.1+ 09.5
HR(BPM) 80.0+12.3 81.1+10.3 813+ 11.1 80.9+ 10.4
Values are expessed as meanz SD.
SBP : systolic blood pressure DBP : diastolic blood pressure
HR ! heart rate BPM ! Beats per minute
mmHg
| 180.5
150.5. 148.9 147
200 - .
109.9
92.3 !
150 89.9 88
100 A
50 -
EmsrR EZosp [sep
0 T 1 T
Basal 4 weeks 8 weeks 12 weeks

Fig. 3. Serial hemodynamic action of amlodipine in 30 hypertensive patients
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