GB5121 is an Oral, CNS-Penetrant, Potent and Selective BTK Inhibitor
for the Treatment of CNS Malighancies

Isharat Yusuf, David Guimond, Zachary Naiman, Theodore Schiff, Bryan Clemons, Bryanna Paulson, Kay Hou, Kristen Taylor Meadows, Mark Rose, Laura Carter
Gossamer Bio, Inc., San Diego, CA, USA

BACKGROUND RESULTS

» Primary central nervous system lymphoma (PCNSL) is a rare and aggressive Figure 2. GB5121 is a highly selective BTK inhibitor Figure 4. GB5121 shows potent activity in vitro in diffuse large B cell Table 3. GB5121 brain-to-plasma ratios after single or multiple daily oral (PO)
form of non-Hodgkin lymphoma that is restricted to the CNS lymphoma (DLBCL) cell lines regardless of phenotype and mutational profile dosing in multiple species
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hWB = human whole blood, mWB = mouse whole blood, mB = mouse brain lysate
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