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Fig.1 The process of selecting aptamers
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Abstract

Tumor immunotherapy is aimed to inhibit the proliferation of tumor cell and kill the tumors

through regulating the immunity of the body. In recent years, tumor immunotherapy has gained great progress in

clinical practice, especially in the aspect of blocking the immune check point. The main methods for tumor

immunotherapy are antibody therapy and adoptive cellular therapy. However, there are some shortages in the

present immunotherapy, such as high side effects and high cost for treatment. Therefore, it is necessary to

develop new methods that are efficient, safe and low cost. Aptamers are signal-strand DNA or RNA oligo-
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nucleotides obtained throughout systematic evolution of ligands by exponential enrichment ( SELEX ). The
aptamers are similar to antibody, which can bind to their targets with high affinity and specificity. Moreover,
aptamers have the advantages of low immunogenicity, penetrating tissues easily, convenient chemical synthesis
and modification, and have the potential to take the similar role as the antibody for tumor immunotherapy.
Presents the new applications of aptamers in cancer immunotherapy was reviewed, mainly including immune
checkpoint immunotherapy, bispecific aptamer immunotherapy, aptamer-targeting siRNA immunotherapy and
antibody-aptamer combination immunotherapy.

Key words Aptamer Tumor immunotherapy Bispecific aptamer Immune checkpoint
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