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Elucidation of skin injury mechanism due to leakage of anticancer drug and
establishment of treatment and prevention methods
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The involvement of oxidative stress by lipid peroxidation was suggested to
be involved in the acute cell injury when the vesicant anticancer drug was extravasated. In
addition, it was suggested that tubulin dysfunction may be involved in the disruption of the
cytoskeleton.

It was suggested that the cold compress is effective for the cytotoxicity of anti-microtubule
function-inhibiting anti-cancer agents when the injury is severe. It was suggested that when the
concentration of leaked anti-cancer drug is low, warming treatment is also effective and that
heat-shock protein is induced to protect epithelial cells. In addition, although cytotoxicity
promotes the release of IL-6 and induces inflammation, steroids themselves are also toxic at
clinical dose concentrations, and the dose should be carefully monitored (the clinical dose of
100-10 It is suggested that 10,000-fold dilution is appropriate).
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Induction of extravasation by antimicrotubule agents and mechanism
of skin lesions
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Study on mechanisms of suppressive effect of warm
compress against cytotoxicity by vinorelbine

140

2020




compress against cytotoxicity by vinorelbin

Examination of mechanisms of suppressive effect of cold
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Suppression of adrenal corticosteroids on the cytotoxicity
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Involvement of cytoskeletal disruption in cytotoxicity of anti-microtubule
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Suppressive effect of cold compress on cytotoxicity of antimicrotubule
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Suppressive effect of Sodium

thiosulfate hydrate and metallothionein against cytotoxicity by Mitomycin C
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Suppressive effect of cold compress on cytotoxicity of Mitomycin C
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