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Abstract: Merkel cell carcinoma (MCC) is a rare and invasive skin malignant tumor originated from
neuroendocrine cells. Avelumab is a humanized IgG, monoclonal antibody, inhibiting tumor growth by blocking
the activity of programmeddeath-ligand 1 (PD-L1) and was firstly approved for the treatment of metastatic MCC
by U. S. Food and Drug Administration in March, 2017. In this paper, mechanism of action, clinical study, and
drug safety evaluation were described in order to provide references for the clinical use.
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