ALRN-0192519 is a potent and selective EGFR L858R mutant allosteric inhibitor that demonstrates anti-cancer A

activity in preclinical models as monotherapy or in combination with osimertinib o
orion

Jiaqgi Liang', Yezhen Zhang', Lisha Xie', Jihong Chen', Xipan Liu', Wenheng Liang?, Tingru Zhou', Xiaobin Zhang?, Tao Ji?, David Pirovich?, Xiang Zhai?, Yipin Lu?, Ming Yu?, John Campbell?, Fang Li?, Yaoyu Chen?, Lina Gu-?. Therapeutics
'Allorion Therapeutics, Guangzhou, China, %Allorion Therapeutics, Natick, MA 5615

Figure 3. ALRN-2519 selectively inhibits mutant EGFR activity in Figure 5. ALRN-2519 delays tumor regrowth as monotherapy or Figure 8. ALRN-2519 effectively suppresses phospho-EGFR
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ALRN-2519 and osimertinib via daily oral administration and docetaxel via weekly IP dosing.
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