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Research progress of RGC32 in tumor
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[Abstract] Complement response gene 32 (RGC32) is an important complement response gene, which plays a key role in the
regulation of cell cycle, epithelial-mesenchymal transformation, immune and tumor metastasis. RGC32 is widely expressed in a variety
of normal tissues and tumors. Its abnormal expression has tumor-relevant and tissue-differentiated characteristics. For example,
RGC32 has a positive regulatory role in colorectal cancer, pancreatic cancer, breast cancer, gastric cancer, ovarian cancer and other
tumors, but it has a reverse regulatory role in glioma, multiple myeloma. It can also play an inhibitory and stimulative role in non-
small cell lung cancer. At present, there is no consensus on the role of RGC32 in tumors. This article reviews the research progress of
RGC32 in tumors.
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