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WEI Hui-giang', YU Jiang?, BI Chang-fen', SHANG Hai-hua', LI Yi-liang', LIU Qiang'
1. Institute of Radiation Medicine, Chinese Academy of Medical Sciences & Peking Union Medical College, Tianjin 300192, China
2. Tianjin Medical University, Tianjin 300070, China

Abstract: Transforming growth factor-B (TGF-B) signaling pathway plays a crucial role in the evolution and progression in tumors, and
has become a novel promising target for cancer chemotherapy. Galunisertib is a novel TGF-f receptor I inhibitor, which is developed by
Eli Lilly and Company, can inhibit tumor growth, invasion and metastasis by blocking TGF-f signaling pathway. Clinical research
towards myelodysplastic syndrome, hepatocellular carcinoma, and glioblastoma indicates that galunisertib shows favourable
effectiveness and safety. The drug situation, background, route of synthesis, pharmacological action, clinical research, and safety of
vibegron are reviewed in this paper.
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Fig. 1 Structure of galunisertib
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Fig. 2 Synthetic route of galunisertib
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