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WHY THIS MATTERS TRANSCUTANEOUS CO, THERAPY KEY RESULTS
DFU healing remains suboptimal. Standard wound care addresses the wound environment, but impaired tissue-level perfusion may remain a A treatment strategy designed to target microvascular dysfunction through physiological and molecular mechanisms that improve local tissue oxygen delivery and
major limiting factor. healing biology. PRIMARY OUTCOME: NUMBER OF HEALED ULCERS AFTER 4 WEEKS
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PATHOPHYSIOLOGY OF MICROVASCULAR DYSFUNCTION IN DFUs '
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