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A role of CD16 positive monocytes in epidermal damage of severe drug rash
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Stevens-Johnson syndrome (SJS)/ toxic epidermal necrolysis (TEN)-like

epidermal disorders that occur during treatment with immune checkpoints were compared with those of
SJS/TEN and erythema multiforme (EM) induced as drug adverse reactions by immunohistochemical
analysis. Characteristic of CD16-positive monocytes iInfiltrating SJS/TEN-like erythema that occur
during administration of immune checkpoint inhibitors were considered to resemble that of
CD16-positive monocytes infiltrating in EM. In the SJS / TEN-like erythema during treatment with
immune checkpoint inhibitor, the epidermis showed a different pattern of molecular expression from
SJS/TEN. These findings suggest that epidermal damage caused by the use of immune checkpoint
inhibitors may occur by a different type of mechanism from that of SJS/TEN.
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