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A B S T R A C T

Beyond its function in hemostasis, platelets activation has an important role in cardiovascular diseases (CVD)
development. There are different clinical conditions that can mediate abnormal platelet activation and favors
pathological thrombosis and CVD. These include Hypertension, diabetes and dyslipidemia, all risks factors from
CVD development. Different drugs employed in the handled of these conditions have showed decreases platelet
activation and related markers. This effect is in part by improved the base condition; however someone of these
drugs can modulate platelet targets. We discuss about underlying mechanisms and the possible implications in
the treatment of CVD.

1. Introduction

Cardiovascular diseases (CVD) are the first cause of death in the
world and strategies focuses in its prevention have been assembled,
which includes changes in lifestyle and drug treatment. Due to the role
of platelets in thrombosis development [1], they are frequent ther-
apeutic target in the prevention of CVD [2]. Hypertension, diabetes and
dyslipidemia are risk factors for the development of CVD [3] and
pharmacological treatment focused on combating these factors is a
spearhead in prevention schemes. Furthermore, in these conditions
there is a state of platelet hyper-activation and a decrease in the
effectiveness of antithrombotic therapy [1,4,5]. Different drugs used in
the treatment of these risk factors have been shown decrease platelet
activation and prevent the development of CVD. This effect could be
due to an improvement in the base condition. However some of these
drugs have been shown directly modulate platelet at clinically sig-
nificant concentrations, which means an additional protective role
against developing CVD. We review the antiplatelet effects of different
drugs used in prevention of CVD focusing in hypertension, diabetes and
dyslipidemia management, that involve a disorder in hemostasis and
possible mechanisms behind these effects.

2. Management of cardiovascular disease

Because cardiovascular diseases are the first leading cause of death
and disability in the world, health systems have developed strategies to
decrease their prevalence in the population. Strategy focuses on general
population aims reduce CVD in broad-spectrum population through
lifestyle and environmental changes [6]. High-risk approach focused on
management of people with high risk factors. Two levels are distin-
guished, those people who have high risk of developing a first
cardiovascular event (i.e. primary prevention), or those with estab-
lished CVD and high risk factor prevalence (i.e. secondary prevention)
[6]. High risk approaches, in addition to considering the early detection
of the population at risk and changes in lifestyle, generally include
pharmacological treatment. Hypertension, dyslipidemia, hyperglyce-
mia and diabetes are individual risk factors for the development of
CVD. A common approach is to directly attack these factors with
lifestyle changes [7–9] or by using pharmacological therapy [10,11].

3. Drugs used in prevention of cardiovascular diseases

Pharmacological treatment is pivotal on CVD prevention and it
target specific state or risk factors.
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