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Table 1 . The potential association between chronic inflam-
matory diseases and infection

Disease Infective agent
Peptic ulcers Helicobacter pylori
Rheumatoid arthritis ~ Herpesviruses

Crohn’ s disease Mycobacterium paratuberculosis

Multiple sclerosis Herpesviruses
Sarcoidosis Mycobacterium
Zgo|dEnt SS9 HHy
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Fig. 1. Hypothesis of atheromatous plaque formation.
Macrophages infected with Chlamydia pneumoniae produce
systemic procoagulant and inflammatory mediators.
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