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The potential clinical strategies for prevention and treatment of
ischemic/hypoxic myocardial damage following severe burns
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[ Abstract ]

pumping function, which occur immediately after severe burns,

Myocardial damage and decrease in blood-

not only lead to cardiac insufficiency, but also induce or exacer-
bate burn shock , constituting one of the initiating factors for vis-
ceral ischemic/hypoxic damage. Therefore, prompt and effective
prevention and treatment of myocardial damage are important for
resuscitation of burn patients with severe burns, especially in
those whose hospitalization is delayed. In this review, the poten-
tial clinical strategies including angiotensin-converting enzyme
inhibitors, modulation of B-AR-mediated signal transduction and
the “molecular switch Gsa/Gia” , modulation of ion channels,
the control of NO donor, the use of anti-inflammatory agents, and
antioxidants, and energy metabolic modulation are introduced in

details.
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