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Laboratory Overview

Our research focuses on how tumor cells and “ndrosdlls interact with each other
in the tumor organ. By doing so, we hope to gdaearaxt generation of anticancer
drugs that can attack cancer on multiple fronts.

Research Interest and Activities

A tumor’s ability to proliferate, resist apoptodisyade and thwart the immune
system is the essence of cancer. Although manycantier therapies show promise,
most are aimed at the tumor cell as an indeperedgity and ignore the importance
of the many cell types that constitute the tumasro@nvironment. An emerging
picture of the tumor as an organ highlights the aflmultiple tumor-associated cells,
including fibroblasts, endothelial cells, hemataimi cells/immune cells and stem
cells, that interact intimately with the transfoineells in modulating the oncogenic
process.

My group has shown that Stat3, which is constilyivactivated in tumor cells, is
also persistently activated in normal cells asgediavith the tumor. We have further
demonstrated that Stat3 signaling coordinates pleltevels of crosstalk between
tumor cells and their microenvironment, affectingior growth, apoptosis,
angiogenesis and immune surveillance.

Our work, along with other studies, has establishati Stat3 in tumor cells regulates
a large array of genes important for proliferatisuvival, angiogenesis,
invasion/metastasis and immune suppression. ltsateale in organizing the tumor
microenvironment makes Stat3 a promising targdt botumor cells and in the
normal cells that constitute the tumor organ.

The goal of my program is to use novel technolotpasrget Stat3 in the entire tumor,
thereby inducing its collapse through multiple medbms, while sparing cells in the
normal organs.
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