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ABSTRACT BACKGROUND RESULTS
Background: Head and neck squamous cell carcinoma (HNSCC) is é?omamage 4ANQO induces more activation of cell cycle checkpoint proteins in HPV+ HNSCC cells compared to HPV- HNSCC cells
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Hypothesis: In addition to increased DNA repair, HPV+ cells could L SRS, J NHE} HR
also eliminate mutations through the activation of the DNA damage (2) NOK 24h UPCI-SCC40 24h NOK E6.E7 24h UM-SCC47 24h UM-SCC104 24h
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Results: Western blot analyses revealed that 4NQO treatment at 6h | smokers compared to HPV- smokers Figure 2- Graphs showing the effect of 4NQO on cell cycle phases in response to control and 4NQO treatment after 24 hours in HPV- and HPV+ HNSCC cells. Error bars represent standard deviation.
resulted in significant increase in Chkl and Chk2 phosphorylation in
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