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mellitus, abnormalities of lipid metabolism, obesity and hypertension 
rather than others play synergistic effects with cigarette smoking. The 
first three belong to the group of metabolic disorders, while the fourth 
identifies also changes in arterial tone and blood flow. It is a great 
pleasure for me in this editorial to briefly discuss the basic concepts 
that emerge about the relationship between quitting smoking and other 
major cardiovascular risk factors to establish its importance to prevent 
and reduce the rate of heart disease. If so, quitting smoking should be 
considered a habit to follow not only with regard to itself, but also for 
the favorable effects, still variably interpreted by the different reports, 
on the group of other major risk factors.

In spite ofwhat’s believed in the past, overwhelming evidence 
indicates that quitting smoking quickly takes back smokers to the 
status of a never smokers5,6 with a reduction in the rate and events of 
cardiovascular disease. The risk of coronary pathology in ex-smokers 
declines rapidly after quitting and within 2–3years is similar to the 
risk for non-smokers. A controversial opinion still exists about the 
direct effects of cigarette smoking on metabolic disorders with regard 
to the exponential reduction-rate of cardiovascular events.

Diabetes mellitus, alone, increases the cardiovascular risk up to 
10% with a highly major rate when is associated with other factors, 
including cigarette smoking. In quitting smokers there would be a 
cardiovascular risk equal to that of diabetes mellitus alone. Really, 
this does not exactly occur. Two relatively recent papers7,8 achieved 
completely opposite conclusions. The one7 emphasized that a 
significant metabolic improvement together with cardiovascular 
risk reduction was seen in diabetic patients who stopped smoking, 
particularly when they were pharmacologically treated, while another8 
reported a worsening in glycemic control in similar patients with no 
change in cardiovascular risk. Generally, all the metabolic parameters 
that characterize metabolic syndrome are variably influenced by 
smoking cessation.

Lipid metabolism disorders are more strongly associated 
with cigarette smoking than that of diabetes mellitus. Thus, lipid 
metabolism alterations, primarily increased concentrations of LDL-
Cholesterol, actively contribute to atherosclerotic plaque formation 
as cigarette smoking does, while hyperglycemia of diabetes mellitus 
exerts primarily its effects on both the arterioles, which mainly show 
fibro-sclerotic lesions accompanied by progressive organ damage 
and failure, and conduit arteries, which may develop atherosclerotic 
lesions. Therefore, micro and macro vascular pathology are a typical 
pattern of diabetes mellitus also in nonsmoker individuals.

It is worth noting that the main compounds of cigarette smoking, 
nicotine and carbon monoxide, exert both direct and mediated 
effects of catecholamine release and sympathetic nervous system 
stimulation, which enhance LDL-Cholesterol concentrations. There 
is evidence that oxidized LDL-Cholesterol is the major precursor 
of atherogenesis because it leads monocytes to binding endothelial 
cells, which incorporate fat droplets and migrate within the vessel 
wall.9 However, smoking cessation favorably influences a reduction 
of atherogenic effects due to LDL-Cholesterol10 through an improved 
HDL-Cholesterol, total HDL, and large HDL particle concentrations. 
In addition, a gain in body weight has been observed in quitting 
smokers.

These observations allow analyzing the role of obesity, which 
is widely debated with regard to the type of fat, its significance and 
distribution. However, of the two risk factors already discussed, 
diabetes mellitus and disorders of lipid metabolism, undoubtedly the 
first is more strongly correlated to the pathology of obese individuals 
being often a metabolic disorder associated with metabolic syndrome. 
Although health benefits of smoking cessation are undeniable, this 
habit may be associated with a small increase in the prevalence of 
overweight, whose significance is still far to be established.11 However, 
opinions support that the gain in body weight could be a temporary 
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It has been recognized that a strong interaction exists between 

the major cardiovascular risk factors,1‒3 which may exert their 
harmful effects on cardiovascular system either independently or 
variably associated with statistical, probabilistic evidence, in this 
case, an exponential increased rate of disease and, consequently, 
more powerful response. A different matter concerns the effects of 
lack or changing a cardiovascular risk factor, being this occurrence 
not yet well established. On the contrary that should be carefully 
known since there are several methods, if applied, to control the 
specific characteristics of those factors potentially harmful for the 
cardiovascular system.

The detrimental effects of the tobacco undoubtedly could be 
absolutely avoided by quitting smoking.4,5 How does it modify the 
characteristics of the other major risk factors? This is the goal of the 
editorial. Four major cardiovascular risk factors, respectively diabetes 
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occurrence, and physical activity and appropriate diet should control 
this outcome.12

My personal and foreseen opinion to explain the gain in body 
weight following smoking cessation is it significantly improves the 
health status of the individuals, who, therefore, show a major attention 
to other gratifications of the life like wholesome food and recreational 
activities. Appropriate dietetic measures and fitness practice 
undoubtedly could be able to correct body weight gain, which, 
generally, does not adversely influence cardiovascular risk. However, 
as aforementioned, all the features related to over-weight and obesity 
need further explanation, also including smoking cessation, in an 
attempt to properly classify the true risk of obese individuals. Thus, 
the evidence indicates that body fat distribution, white and/or brown 
adipose tissue and genetic patterns play a strong role as determinants 
of the metabolic imbalance.13‒15

With regard to hypertension, the results observed after quitting 
smoking are certainly clearer than that of other major cardiovascular 
risk factors. It is worth noting that smoking and hypertension exert not 
only an independent, but also additive effects to harm the heart and 
blood vessels.1 However, conflicting opinions exist on this concept,16,17 
some emphasizing lowering while some others an increase in blood 
pressure following smoking cessation, although is commonly accepted 
a significant reduction of cardiovascular events and mortality in this 
group of patients. Apart the blood pressure outcome, the evidence 
indicates an improvement in the arterial stiffness and decrease in 
adrenergic and sympathetic stimulation in habitual smokers who quit.

Conclusion
There is evidence that different opinions characterize the 

interpretation and outcome of major cardiovascular risk factors when 
one of them, including cigarette smoking, stops its effects. In addition, 
the degree of damage of heart and blood vessels could not be changed, 
unless forwhat’s due to the activity of the specific factor removed if 
reversible alterations still co-exist.18 However, whatever results are 
obtained, a reduction in rate of cardiovascular morbidity and mortality 
has been certainly seen. Therefore, efforts to help smokers to change 
their habit quitting smoking should be encouraged independently of 
the interaction with other risk factors.
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