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ABC-DLBCL, activated B cell-like diffuse large B-cell lymphoma; ALL, acute lymphocytic leukemia; AML, acute myeloid leukemia; BC, breast cancer; BL, Burkitt lymphoma; mESCs, mouse embryonic stem cells;
CLL, chronic lymphocytic leukemia; CML, chronic myelogenous leukemia; CRC, colorectal cancer; DLBCL, diffuse large B-cell lymphoma; ESCC, esophageal squamous cell carcinoma; HCC, hepatocellular

carcinoma; HUVECs, human umbilical vein endothelial cells; MCL, mantle cell ymphoma, mCRPC, metastatic castration-resistant prostate cancer; MM, multiple myeloma; NHL, non-Hodgkin’s lymphoma; NSCLC,

non-small-cell Lung cancer; PC, prostate cancer; TNBC, triple-negative breast cancer.
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