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[ Abstract] Cancer immunotherapy has been a novel and efficient cancer therapeutic strategy besides surgery, chemotherapy,

radiotherapy and targeted therapy for its durable clinical benefit. Immune checkpoint blockade, as one of the cancer immunotherapy
strategies, has been approved for the treatment of many advanced cancers. However, the immune adverse effects and drug resistance
are the main challenges limiting its clinical applications. It will be of great significance to explore biomarkers associated with efficacy
of immune checkpoint blockade.
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