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Preface

Inflammation is older than humanity itself. Indeed, the earliest signs of inflam-
matory processes can be found on the bones of dinosaurs. Inflammation has
always been integral to humans as the key process that protects against sterile or
infectious insults. By the end of the eighteenth century, John Hunter was among
the first to define inflammation as a salutary function, a concept endorsed 100
years later by Elie Metchnikoff. To limit the side effects of inflammation, the use
of herbal anti-inflammatory was introduced in China (2800 BC) and Egypt (1520
BC), well before Hippocrates. Bloodletting was another therapeutic approach
widely supported for some 2000 years. While natural products remain an
important source of new anti-inflammatory drugs, bloodletting has been recog-
nized to be powerless!

Nowadays, the beneficial effects of inflammation are well recognized when
associated with the overlapping innate immune response. In recent years,
molecular and cellular players have been well characterized and their precise
interactions better understood. New molecular mechanisms have been deci-
phered such as the inflammasome and epigenetics. However, the word inflam-
mation remains mainly associated with disease. Indeed, many chronic
inflammatory disorders have been identified as severe debilitating diseases
that may even favor the emergence of certain cancers. Deciphering the molecular
and cellular events underlying inflammation has enabled development of new
drugs that have revolutionized treatment and outcomes of some of these
disorders.

Major achievements have been made in the last few decades allowing new
understanding of the cross-talk between immune and nonimmune cells (e.g.,
cytokines, neuromediators, and eicosanoids) and in the resolution of inflamma-
tion (e.g., control by the neuronal system, new lipid mediators). Well-recognized
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leaders in the field have contributed their specific expertise to this book, thus
making it most comprehensive overview of inflammatory processes and associ-
ated diseases.

Institut Pasteur Jean-Marc Cavaillon
Paris

France

University College London Mervyn Singer

London, UK
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