Mechanism of APR-246 and Sensitization of Cells to Targeted Agents THt UNIVERSITY OF TEXAS

MD Anderson

w Allyson Drawdy, Shady Tantawy and Varsha Gandhi ( ‘an-or Center

| /ULLIVV NV L

Z
P
i
e
-
=
e
g
—
e it
-
2

¥ INSNNSNT OO,

Department of Experimental Therapeutics, MD Anderson Cancer Center, Houston, TX 77054.

Introduction Role of p53 in APR-246 Cytotoxicity Role of APR-246 In Sensitization of Cells
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