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Fig. 1: KB-0742 dose escalation trial design
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Fig. 2: Pharmacokinetics
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Change in CDK9 responsive gene expression

Patient tumor types

Waterfall plot showing patients ranked by maximum change in tumor size from baseline. Of the 21 patients with at least 1 overall response assessment, one partial response

(per RECIST v1.1) was observed lasting 113 days in a 7th line myxoid liposarcoma patient (scan on the right). 9

(43%) patients had stable disease (SD) as the best response

and the overall disease control rate was 48% (defined as a CR (Complete Response), Partial Response (PR), or Stable Disease (SD)).
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sarcomas with TF fusions.
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