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The Hippo phosphorylation cascade culminates in the prevention of YAP and TAZ 
from binding TEAD transcription factors, and therefore regulates the expression 
of established oncogenes such as MYC. Bacterial phosphatase Ltp1 may promote 
oncogenesis by disrupting the phosphorylated state of YAP/TAZ or upstream sig-
naling proteins.

Western blot of phosphoproteins shows that Ltp1 transfection of TIGKs does not 
produce major changes in the phosphorylation state of Hippo-associated signal-
ing proteins. Possible explanations include that changes in phosphorylation were 
too subtle to observe in the Western blot, or that Ltp1 requires other bacterial 
cofactors to manipulate the Hippo signaling program.

RT-qPCR demonstrates that downstream effectors (targets of TEAD transcription 
factors) are dysregulated in the context of P. gingivalis infection. Of particular in-
terest are differences in gene expression between wild-type (WT), Ltp1-deficient 
(ΔLtp1), and Ltp1-noncatalytic (CM Ltp1) strains. Defects in Ltp1 cause increases 
in oncogene in two cases, implying a more complicated and indirect relationship 
between Ltp1 activity and oncogenesis than hypothesized.

The Hippo pathway is associated with the control of organ growth and angiogenesis, and its downstream gene effectors control cell proliferation and survival. We investigated the possible involvement of this sig-
naling pathway in bacterial oncogenesis using Porphyromonas gingivalis, a gram-negative, anaerobic bacterium associated with periodontitis and, more recently, with epithelial cancers. We also assessed a possible 
mechanism of this pathway interaction, namely the tyrosine phosphatase Ltp1 which is known to penetrate epithelial cells during P. gingivalis infection.
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