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Inflammation in Heart Failure, edited by W. Matthijs Blankesteijn and
Raffaele Altara, is the first book in a decade to provide an in-depth
assessment on the causes, symptoms, progression and treatments of
cardiac inflammation and related conditions. This reference uses two
decades of research to introduce new methods for identifying
inflammatory benchmarks from early onset to chronic heart failure and
specifically emphasizes the importance of classifying at-risk subgroups
within large populations while determining the patterns of cytokines in
such classifications. Further, the book details c



