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Cytological Mechanisms in Regulation of Post-infarction
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[ Abstract ] Inflammation plays a crucial role in cardiac repair after myocardial infarction. Moderate inflammatory response can reduce
the infarct size and promote recovery of ischemic myocardium, while excessive inflammation will aggravate ischemic injury, leading to
adverse cardiac remodeling. Recently published studies demonstrated that the functional repertoire of inflammatory and reparative cells may

extend beyond the roles suggested by traditional teachings. This review summarizes recent advances in the cytological mechanism of the post-

infarction inflammatory response in order to develop new treatment for controling inflammation to suppress pathological remodeling.
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[ Abstract ] Pulmonary hypertension is a progressive pulmonary vascular disease characterized by increased resistance of pulmonary
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