BTM-3655 co-opts mitochondrial quality control pathways to induce apoptosis and tumor regression in DLBCL cell lines,
xenografts and PDX models
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i ] OPA-1 long forms (L) cleavage to short isoforms (S) in total lysates, with GAPDH being used as a
reveals that ATF4 regulated genes are highly enriched for

. . : L2 _ loading control. FCCP is a compound known to induce OPA1l cleavage by depolarizing the ma“gnanCIeS will be submitted by early Q2 2022 with initiation of first in
Flgure 1: Core pyrazolo-thlazole structure. increased expression in BTM-3528 treated cells; c) elF2o; mitochondria, being a positive control. D) Quantification of OPA1 L isoforms determined by Western human clinical trials Q3 2022.

phosphoryIaFlﬁnB:;rll/T ?;;g protein are increased following blot as in panel C. Bar graph show the average of n=3-4 independent experiments with error bars
treatment wit - being SEM. ****p<0.0001.
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