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Lung cancer is a major cause of cancer mortality. One area of the Tran 
laboratory focuses on tumor cell epithelial plasticity - the transitions 
between epithelial and mesenchymal cellular states and the implica-
tions of these transitions for lung cancer tumorigenesis and treatment 
resistance. One of these transitions, known as epithelial-mesenchymal 
transition (EMT), is a conserved developmental program that when 
inappropriately activated in post-natal life has been associated with 
organ fibrosis, tumorigenesis, treatment resistance and metastasis. High 
expression of epithelial-to-mesenchymal transition transcription factors 
(EMT-TFs) are strongly associated with metastatic cancers and with 
treatment resistance. However, EMT-TFs can also upregulate pathways 
such as O-GlcNAcylation and MYC to suppress fail-safe programs such 
as oncogene-induced senescence (OIS) that accelerates early tumori-
genesis. Our work in this area has revealed critical structure-function 
relationships of the EMT-TF Twist1 for acceleration of lung tumorigenesis 
and downstream pathways that may serve as therapeutic targets.  More 
recently have uncovered novel targeting strategies to limit pro-tumor-
igenic programs and serve as a therapeutic for TWIST1-overexpressing 
lung cancer.


