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"Exploring DNA Replication Stress Responses and Mechanisms"
Dr. Cortez's research is dedicated to understanding the mechanisms that maintain
genome integrity with a particular emphasis on DNA replication stress responses.
The lab utilizes a multi-disciplinary approach that includes biochemistry, cell biology,
genetics, proteomics, and structural biology.  Research topics being addressed
include:
• Identification and characterization of replication and repair proteins that help
   overcome varying types of replication obstacles including DNA damage and
   conflicts with transcription.
• Define how abasic sites in single-stranded DNA are managed. Studies are
   underway to define how the evolutionarily conserved protein HMCES acts to
   protect abasic sites from unwanted processing using a DNA-protein crosslink
   mechanism. 
• Characterize signaling responses to DNA damage and replication stress. The lab
   is working to understand how the ATR kinase is regulated, and how it signals to
   control the cell division cycle, DNA repair, and replication fork stability.
• Determine how alternative DNA damage tolerance mechanisms including fork
   reversal act to maintain genome stability.
• Develop strategies to target DNA damage responses to improve cancer therapy.


