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Accelerating Factors Not Risk Factors

Ahmad Takriti~

Abstract
Atherosclerosis is the first killer disease in the developed countries. In the last years, our knowledge of this
disease has increased dramatically and our focus headed to studying the disease, its predisposing factor
and the terms that are linked to it, specifically and scientifically.
Changing the appellation of the predisposing factors, from risk factors to accelerating factors, is the aim
of this article.
Based on the studies and results found in the medical literature and in the results of deeply studying the
pathology of this disease and its pathway, the human body shows that this disease is an inevitable disease
accelerated by a group of factors. Thus, we think it is scientifically more accurate to call these factors
accelerating factors instead of risk factors.
Key words: atherosclerosis, inevitable disease, accelerating factors.

“ Professor of heart surgery- head of heart surgery ward in the faculty of medicine — Damascus University
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