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Interleukin-10 (IL-10) has been shown to have anti-inflammatory properties.  It is suggested to counterbalance many adverse effects of proinflammatory cytokine, tumor necrosis factor (TNFα).  IL-10 suppresses the production of TNFα and many other proinflammatory cytokines.  TNFα–induced oxidative stress as well as apoptosis are also known to be mitigated by IL-10.  Moreover, improvement in cardiac function after treatment with various drugs is also shown to be associated with an increase in IL-10 content.  We have recently obtained evidence that IL-10 can also activate the innate signaling in cardiomyocytes.  Such signaling may also involve an activation of TLR4, its co-receptor CD14 and a downstream protein MyD88 in an intricate manner to control apoptosis as well as synthesis of some of the primary cytokines.  IL-10 receptor blocker inhibits upregulation of TLR4 and its downstream effects suggesting a linkage between IL-10 and TLR4 activation.  Based on these data, it is suggested that optimal levels of IL-10 may be a new therapeutic strategy towards a healthier heart.  (Supported by CIHR)
