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ABSTRACT: Pancreatic cancer is a malignant gastrointestinal tumors of poor prognosis, and the 5-year survival rate of pancreatic
cancer is less than 5%.1It has a close relationship with the apoptosis of pancreatic cancer cells. Bad gene is one of the members of the
Bcl-2 family pro-apoptotic genes, which is considered to replace Bax of Bel-xL/Bax, Bcl-2/Bax dimers of Bax by concentration depen-
dent manner. The most common control of Bad gene in pancreatic cancer is mainly by phosphorylation / dephosphorylation. The research
shows that the total Bad expression of pancreatic cancer doesn't change significantly, but the expression of pBad112, which is considered
as the form Bad phosphorylated at Ser112 site, is significantly increased. The overexpression of 14-3-3sigma, Pim-3, cAMP, etc, can in-
duce Bad phosphorylation. In addition, PKC,MAP4K3, etc, can induce the dephosphorylation of the Bad. Meanwhile, several researches
progress have been made in the field the research of the targeted therapy to Bad in pancreatic cancer, which shows that ginsenoside Rg3,
Cantharidin, Stemonamid and others are available to promote pancreatic cancer cell apoptosis through Bad pathway. The penetrating re-
search of Bad in pancreatic cancer may help us to acknowledge the relationship between Bad and the pathogenesis of pancreatic cancer
cells, which may lead to a new trend in the targeted therapy of pancreatic cancer.
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