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ABSTRACT

Cardiovascular disease is the leading cause of morbidity and mortality globally, due to the
high prevalence of cardiovascular risk factors difficult to correct

Hypertension remains the most important modifiable risk factor for classic and stroke and
antihypertensive treatment is the most effective strategy for the prevention of stroke and
other organ damage secondary hypertension.
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INTRODUTION

Hypertension is considered the most important cardiovascular risk factor
because of its high prevalence of at least 1 billion adults worldwide and
direct linear relationship between blood pressure and cardiovascular events
(Pearson TA et al, 2002, Strong JP et al, 1999, Libby P, 1996)5).
Hypertension is associated with an estimated 9.4 million deaths each year; it
is responsible for at least 45% of deaths due to heart disease, and 51% of
deaths from stroke worldwide (Vogel RA., 1999, Gibbons GH and Dzau
VIJ., 1994).

In fact, pharmacological rationale of combination therapy is to combine
different drugs acting on physiological systems involved in the regulation of
blood pressure in a state in which fenotipulul that determines their response
to antihypertensive drugs is not known.

It is assumed therefore that pharmacological acting on two (or more)
systems, the impact will be greater blood pressure reduction than
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monotherapy (Zwaka TP et al, 2001, Verma S et al, 2002, Pasceri V et al,
2001).

In really, for every 20 mm Hg increase in systolic blood pressure, there is an
approximate doubling of the risk of future cardiovascular event. Therefore,
the objective of antihypertensive therapy must always be so improve blood
pressure control and reduction of cardiovascular events (Engstrom G et al,
2002).

In this regard, the combination therapy produced a significantly greater
reduction of cardiovascular risk and cerebrovascular events versus
monotherapy, independent of blood pressure control (Glagov S et al, 1987,
Hackett D et al, 1998, Engstrom G et al, 2002, Lalouschek W et al, 2003,
Carroll CA et al, 2003, Chapman N et al, 2004). Therefore, there is
convincing evidence that combination therapy offers significant advantages
over alone

MATERIAL AND METHOD

The inclusion criteria were: age over 65 years, diagnosis of hypertension at
the time of selection, antihypertensive therapy, other risk factors for
cerebrovascular disease.

Were excluded from the study patients with atrial fibrillation, patients with
significant stenosis of the carotid arteries, those with anemia and those with
neoplastic disease, and patients with associated pathologies that could
reduce the life expectancy of patients.

After signing informed consent for participation in the study, patients were
noted initials, demographics and were measured vital signs (weight, height,
systolic and diastolic blood pressure, heart rate). These were measured at
rest and were performed 3 consecutive BP measurements at intervals of 5
minutes.

All patients were included in the study was performed carotid Doppler cross
following which a number were excluded 19 patients that were recorded
significant stenosis of the carotid arteries

RESULTS AND DISCUSSION

Depending on the therapy prescribed, patients were divided into 2 groups:
group M which included 89 patients with a Sungur antihypertensive agent
and group C included 94 patients receiving prescribed combination therapy
(2 or 3 antihypertensive). Characteristics of the study group are shown in
Table. 1
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Table. 1 Characteristics of the study group

Parameter Mediate Min Max Standard
deviation
age 69,540 65,00 | 78,00 3,54
sex Masculin 0,53
N=63
TAS 164,66 149,00 8,96
190,0
TAD 98,13 94,00 | 115,0 3,04
Risk factors 3,5137 2,00 6,00 1,29
Number of %
patients
Diabetes N=65 35,51%
Smok N=56 30,60%
Dyslipidemia N=70 38,25%
Controlled N=117 63,93%
hypertension

It was noted that in the hypertensive group are receiving a single
antihypertensive number of smokers was significantly higher (p = 0.004)
and the number of patients with controlled blood pressure values were also
statistically significantly higher in the group of patients with combined

antihypertensive therapy.

Among female subjects, it was observed that the higher percentage of
patients followed combination therapy, compared with male gender
prevailed at that antihypertensive treatment with monotherapy, but the

differences were not statistically significant.

The optimal control of blood pressure, blood glucose and dyslipidemia
correction lower the risk of stroke in hypertensive patients regardless of the

number used hypotensives.
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Fig. 1. Results obtained with use monotherapy and combination antihypertensive therapy

CONCLUSIONS

Our study showed that initial combination antihypertensive therapy is
an effective as monotherapy in preventing a first stroke within the first 6
months of treatment. This finding is inconsistent with previous
observational evidence from some studies that have shown a significantly
greater reduction of occurrence of cardiovascular events, including stroke
by antihypertensive initial combination therapy over monotherapy.

The incidence of stroke is similar in hypertensive patients treated
with monotherapy or combination therapy as long as the blood pressure
values are control.
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