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Why is this important? These data show that biomarkers of resistance to anti-PD1/L1

* Proceed to study CTX-009 in patients who have

Given the non-trivial prevalence of two immune checkpoint inhibitor resistance biomarkers in .
progressed on immunotherapy.

large BTC patient datasets, we constructed a mouse model for resistance. These studies therapy can_be found in BTC tumors.
suggest potential activity of CTX-009 independent of resistance biomarkers.
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Why is this important? Similarity between mouse and human tumors enables testing of l\Why is this important? These data show that the mouse model

deletion, anti-PDL1 tumor growth control was reduced as expected. In contrast, 6066.CIR-16-0114
behaves as expected for studying human resistance to immune
checkpoint inhibitors.

drug response and resistance ideas in mouse models before testing in human tumors.
Data for human BTC tumors was obtained from the published literature as cited in the References checkpoint inhibitors.

section. De-ldentlfle_d real-world BTC data (n=345) was evaluated using the Tempus database that this will translate to human trials testing CTX-000.

(Tempus Al, Inc., Chicago, IL).

Real-World Data:

« Patients

Mouse Studies:  Physicians
B2m knockout cell lines were generated and tested in MC38 mouse colorectal tumor cells as « The Compass Team
described in the figure legends. Presented at the Cholangiocarcinoma Foundation (CCF) Annual Conference 2024, April 17-19, Salt Lake City, UT, USA & Online «  Tempus Al

Tumor growth inhibition studies were carried our as described in the legends.



	Survey of CTX-009 Patient Selection Hypotheses Using Real World Biliary Tract Cancer Data 

