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[Abstract] Asanovel tumor treatment, photodynamic therapy (PDT) has been widely used in clinical treatment of a variety of
tumors due to its advantages, such as fewer adverse reactions, precise targeting and repeatability of treatment. Unlike conventional
treatments, such as surgery, chemotherapy and radiotherapy, PDT not only eliminates the primary tumor but also effectively inhibits
metastatic tumors by activating the body's immune response. However, the PDT-activated immune response is influenced by multiple
factors, including the localization and dose of photosensitizer in the cells, light parameters, oxygen concentration in the tumor, and the
integrity of immune function. This review summarizes the mechanisms behind the PDT-activated anti-tumor immune response,
systematically examines the key influencing factors on the immune effect of PDT, and discusses the future development direction of
PDT in cancer treatment.
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Fig.1 The mechanism of photodynamic therapy in the treatment of tumor
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Fig.2 The mechanism of photodynamic therapy-induced tumor immune effects
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