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PRINCIPLES OF INFLAMMASOME
PRIMING AND INHIBITION:
IMPLICATIONS FOR PSYCHIATRIC
DISORDERS

he production of inflammatory proteins by the innate immune system is a

tightly orchestrated procedure that allows the body to efficiently respond
to exogenous and endogenous threats. In the talk the author will first discuss
accumulating evidence suggesting that disturbances in the inflammatory
response system not only provoke autoimmune disorders, but also can have
deleterious effects on neuronal function and mental health. As inflammation in
the brain is primarily mediated by microglia, the immune inflammatory cells of
the brain, there has been an expanding focus on the mechanisms through which
these cells initiate and propagate neuroinflammation. Based on this evidence
the author will debate novel concepts about how microglia can enter persistently
active states upon their initial recognition of an environmental stressor and
are thereafter prone to elicit amplified and persistent inflammatory responses
following subsequent exposures to stressors. In view of the recent evidence
suggesting that primed microglia may be respond to environmental insults
through mechanisms involving the NLRP3 inflammasome; in the presentation
the author will then discuss new concepts supporting the activation of NLRP3
inflammasome mechanisms responsible for the generation of inflammatory
interleukins into functional forms that elicit several consequential effects in the
local neuronal environment. This evidence supports the principle that within
primed neuroimmune systems a lowered threshold for NLRP3 activation can
cause persistentneuroinflammation orthe amplified production of inflammatory
cytokines. Collectively, the take home message of my presentation will provide
novel evidence suggesting that targeting the NLRP3 inflammasome complex
may represent an innovative approach to limit neuroinflammatory states in
psychiatric disorders.
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