Abstract #
| REL:S

p21 activated kinase 4 (pak4) as a novel therapeutic target for non-hodgkin's lymphoma
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ABSTRACT
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Figure 1. KPT-9274 suppress growth and induce apoptosis in NHL cell lines. [A and B] WSU- Figure 3. KPT-8752 and KPT-9274 increase host life span of NHL brain- disseminated model. Reference: Aboukameel A et al. Mol Cancer Ther. 2017 ;16(1):76-87
DLCL2 and WSU-FSCCL were seeded in duplicate in 24 well plates at 2x10° cells/ml. and were WSU-FSCCL cells was inoculated in the tail vein of mice at a density of 10x10° cells per mouse. One
exposed to dlfferfent concentratlons. of KPT-9274. Cell viability was plqtted agal.nst §oncentrat10n after week. later, eight mice each were treated with either vehicle or as indicated. (KPT-9274 study still Fun ding: Work in the lab of ASA is supporte d by NIH R21CA188818-01A1
being counted daily for 72 hours using Trypan Blue. [C and D] Apoptosis analysis using 7AAD assay. ongoing)




