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INTRODUCTION RESULTS

* Oncogenic activation of the RAS/MAPK signaling pathway is one of the leading causes for . _y . . - P
driving a variety of cancers!*l. Src homology 2-containing protein tyrosine phosphatase 2 Figure 3. HMPL-415 exhibited anti-proliferation activity in RAS/MAPK

(SHP2) functions downstream of multiple RTKs, and integrates growth factor signals to pathway-dysregulated cell lines
promote RAS activation!?l. Preclinical evidences suggest that suppression of SHP2 activity

Figure 6. HMPL-415 demonstrated anti-tumor activity in class IIl BRAF,
NF1'%F and EGFR mutant tumor models
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