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PATHOGEN BURDEN, THE PRIME CULPRIT OF ATHEROSCLEROSIS
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The potential role of common infectious agents in the pathogenesis and progression of atherosclerosis has been increasingly studied over the last decade. experiments in vitro, animal, and human epidemiological data support the plausibility that infectious agents can promote a proinflammatory, procoagulant and proatherogenic environment in the vessel wall. As a multifactorial disease, atherosclerosis unlikely will be due to a single microbial agent. If infection does play a causal role in atherogenesis, it would be highly likely that multiple pathogens (pathogen burden) are causally involved.

Several clinical investigation showed that pathogen burden had a significant association with extent of atherosclerosis, moreover, increased the risk for future incident MI or death in patients with advanced atherosclerosis. Individuals infected with multiple pathogens (such as HSV-1, HSV-2, CMV, Helicobacter pylori, and Hepatitis A), have high C-reative protein levels (markers of inflammation) and the greatest relative risk for coronary artery disease. Pathogens selected for study had an obligate intracellular pathogen, capable of chronic or persistent infection, and also elicited a persistent lifelong immune response or antibodies. Thus, infectious agents may directly or indirectly trigger and/or modulate inflammation and immune reactions in the vessel wall, leading to plaque progression, plaque “destabilisation” and subsequent atherothrombotic clinical events. Inflammation and immune reactions in response to infection can exacerbate and act synergistically. the aggregate number of certain pathogens with which an individual is infected, rather than any individual pathogen will initiate and precipitate the process of atherosclerosis, pathogen burden may be the prime culprit, not just an innocent bystander of atherosclerosis. 


