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pound does not exhibit significant resistance, and can inhibit a broader spectrum of KRAS-mutated tumor cells
compared to other small molecule inhibitors.

The KRAS protein is a signaling molecule associated with various types of cancer. Due to its high mutation rate and  Molecular glues facilitate the formation of a ternary complex between KRAS and CYPA, which in turn inhibits the
critical role in tumor development, KRAS has become an important target for anticancer drug development. Howev-  binding of cRAF to KRAS. The mutual binding between cRAF and KRAS can be detected by HTRF.
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Molecular glues(MG) can induce the formation of a ternary complex between KRAS and CYPA. The detection of this 4 Ce" based assay
ternary complex formation using the HTRF method facilitates high-throughput screening for KRAS molecular glues. Figure 5. The IC50 evaluation of KRAS MG across a panel of 3D cultured Pan KRAS cell lines(a) and pERK panel(b).
The results indicate that RMC-6236, as a molecular glue, can inhibit a broader spectrum of KRAS-mutated tumor
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