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Pharmacological Effect Analysis of Lacidipine Combined with Irbesartan
in Elderly Patients with Isolated Systolic Hypertension

BAI Haixing, GUO Xiaoping
(Department of Pharmacology ,Fenyang College of Shanxi Medical University ,Fenyang ,Shanxi 032200, China)

Abstract: Objective To investigate lacidipine combined with Irbesartan effect on the pulse pressure,urine (32-mi-
croglobulin, uric acid and serum Homocysteine Level of elderly patients with the isolated systolic hypertension. Methods
68 elderly patients with isolated systolic hypertension disease from Fenyang Hospital in Shanxi Province were selected and
randomly divided into observation group (n =34)and control group(n =34). The observation group was administered the
lacidipine tablet 4 mg qd and the irbesartan tablets 150 mg qd after breakfast, and the control group was administered the
amlodipine besylate tablets 5 mg qd after breakfast. During treatment, the patients should receive low-salt,low-fat and low-
purine diets, abstain from alcohol and smoking. After 12 weeks, the blood pressure,urine $2-microglobulin,uric acid, serum
homocysteine level and fasting blood-glucose level were collected.  Results  After 12-week treatment, pulse pressure, u-
rine B2-microglobulin,uric acid and serum homocysteine levels of observation group decreased obviously (P <0.05) ,FBG
levels had no statistical difference (P >0.05). Before and after treatment, pulse pressure of the control group decreased ob-
viously( P < 0. 05) , urine B2-microglobulin, uric acid, FBG and serum homocysteine levels had no statistical difference
(P>0.05). Compared with control group,pulse pressure,urine 32-microglobulin,uric acid and serum homocysteine levels

of the observation group were obviously lower (P <0.05) ,FBG levels had no statistical difference (P >0.05). The Ad-
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verse Reaction (ADR) incidence rate of the observation group was 5. 8% ,while that of the control group was 8. 8% . The

rate of ADR of these two groups was not different significantly (P >0.05).

Conclusion Combined therapy with lacidip-

ine and irbesartan can smoothly decrease pulse pressure of elderly patients with isolated systolic hypertension and play a role

of kidney protection to a certain extent. Both of the drugs are safe and effective.
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