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The Role of DAMP-Associated Processes in Cancer
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Abstract ;: Conventional chemotherapeutics,radiotherapy and targeted anticancer agents can pro-
voke a therapeutically relevant,adaptive immune response against malignant cells ,which is com-
monly known as “immunogenic cell death.” Dying cancer cells are perceived as immunogenic only
when they emit a set of immunostimulatory signals upon the activation of intracellular stress re-
sponse pathways. The emission of these signals are generally referred to “damage-associated
molecular patterns” (DAMPs). In this paper,we reviewed DAMPs including calreticulin, HSPs,
ATP and so on,which indicated that DAMPs might have prognostic or predictive value for cancer
patients.
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