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_ Abstract Results

Pancreatic cancer is the deadliest cancer types, recording the third leading cause of cancer death with 1. Combination therapy of Vactosertib and T1-44 prolonged the survival rate of pancreatic 4. Combination of Vactosertib and T1-44 induced apoptosis both in vivo and in vitro.
the lowest rate of 5-year survival. The heterogeneity, difficulty of diagnosis, and rapid metastatic tumor mouse model.
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