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INTRODUCTION




INTRODUCTION

SYSTEMIC HYPERTENSION

The second half of the twentieth century has seen a progressive
decrease in cardiovascular mortality in North America, Western Europe,
Japan and Australasia.!’ At the same time, the control of hypertension in

these regions has improved considerably.

The Health Examination Surveys in the USA have demonstrated that
whereas 10% of hypertensive subjects had their blood pressure lowered to
below 140/90 mmHg in 1976-80, the proportion had risen to 27% by 1988-
91.% On the other hand it is important to note that this leaves over 70% of
hypertensive subjects with imperfect control (or no treatment at all), as has

been reported in many other countries.®9

More worrying is the rapid development of the "second wave"
epidemic of cardiovascular disease that is now flowing through developing
countries and the former socialist republics. It is evident that death and
disability from coronary heart disease (CHD) and cerebrovascular disease
dre increasing so rapidly in these parts of the world that they will rank No. 1
and No. 4 respectively as causes of the global burden of disease by the year
20209

Given the central role of elevated blood pressure in the pathogenesis

of both CHD and stroke, it is clear that one of the biggest challenges facing



