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Figure 8. CID-078 shows robust single agent activity in a
BACKGROUND TNBC RB1 mutant PDX model and a luminal HR+/HER2-
post-CDK4/6 inhibitor BC PDX model
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computational and synthetic platforms to rapidly disease
generate macrocycles that can be administered orally

Figure 1. The MXMO™ drug discovery engine integrates

Figure 9. CID-078 shows single agent activity in CDK-RB-

Figure 5. NSCLC: CID-078 activity trends with RB1 status

AlI/ML & physics-based ADME
and on-/off-target modeling

E2F dysregulated tumors
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 The pre-clinical data for CID-078 provide compelling
proof of concept for CID-078's potential as a novel

Figure 7. In vivo SCLC and NSCLC xenograft studies. Mice were inoculated SC with
5x106 NCI-H69 (A) or 1x107 NCI-H2106 (B) CDX cells, or fragments of LUX083 (C) or

CTG-0166 (D) PDX tumors. Treatment was initiated when tumors reached 100-250 mm3. and differentiated treatment for E2F-driven cancers. E] E]
: . . . CID-078 and controls were administered at the doses indicated. All treatment regimens : : : sttt
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indications. Cell lines were exposed to CID-078 for 4-8 days depending on length of time were collected after six days of treatment and stained for p-separase (S1126) o ) _ o 2 M R DK
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Cell Titer Glo assay. ES, Ewing sarcoma; RCC, renal cell carcinoma; HCC, (F) are shown CID-078 into clinical studies. E]:,.. g
hepatocellular carcinoma; NSCLC, non-small cell lung cancer; OS, osteosarcoma; '
SCLC, small cell lung cancer; TNBC, triple negative breast cancer SC, subcutaneous; PO, orally; BID, twice daily; TID, three times daily; QOD, once every A multi-center phase 1 clinical trial (NCT06577987)

two days; Q3D, once every three days; QW, once weekly; SEM, standard error of mean is currently enrolling patients.
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