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Summary As the "don’t eat me" signal. CD47 is upregulated on the surface of myeloid malignancies and
binds to signal regulatory protein alpha on macrophages to inhibit macrophage phagocytosis, and play a role in the
immune evasion of malignancy cells. Studies have shown that high expression of CD47 is associated with the pro-
gression of myelodysplastic syndrome and poor prognosis in acute myeloid leukemia. CD47 is a high-profile im-
mune checkpoint in innate immunity, and a variety of drugs targeting CD47 for the treatment of myeloid malig-

nancies have entered the stage of clinical trial. Related drugs are expected to become a powerful means of treating

myeloid malignancies.
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