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Fig. 1. Comparison of blood pressure(BP) over
24 hours in untreated patients and patients recel-
ving bevantolol once daily.
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Fig. 2. The prevalence of borderline or sustai-
ned hypertension among white and black men
and women in the United States defined as systo-
lic of 140 and/or diastolic of 90 or higher, from
the National Health and Nutrition Examination
Survey II, 1976—1980.
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Fig. 3. Overall Scheme of the renin-angiotensin
mechanism.
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