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I NTRODU CTI ON RESU LTS PV-10 targets multiple protein kinase signalling PV-10 treatment induces significant regression of
pathways, including the phosphorylation of WNK lysine FaDu mice xenograft tumors in vivo
deficient kinase 1 (WNK1)
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Figure 1. (A) Dose-response curves of different adult solid tumor cell lines were treated with increasing concentrations % ﬁ % E
(6.25-400 pM) of PV-10 for 96 hours. Cell viability was measured by Alamar Blue assay. Percent cell viability was normalized to [ % =
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replicates and standard deviations are shown. (B) Mean distribution of PV-10 IC_ values (uM) for cell lines from Figure 1A. = ¢ |n addition to the known aCtIVIty of PV-10 to mediate tumOr-SpeCIfIC
Figure 3. (A) Phosphokinase antibody array blots of whole-cell extracts. Total protein lysates from Detroit-562 (head - - -
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e Tumor Xenog raft studies were carried out acco rding to established Figure 2. Western blotting of adult solid tumor cell line lysates treated with either PBS (vehicle control) or 100 uM of Figure 4. (A) Wound closure of adult solid tumor cell lines CAL-27, Detroit-562, and FaDu following treatment with This prOjeCt was funded in part by the Alberta Children’s Hospital
| PV-10 for 24 and 48 hours from (A) breast, (B) colorectal, (C) head and neck, and (D) testicular tissues. Total cell lysates were .elther PBS (vehicle control), or a sublethal dose of PV-10 (10 pM) or pan-WN.K. '“I'f'b'tor WNI.(463 (1 pM). Representative Foun d ation. Ki d s Cancer Care Foun d ation O.I: Al b erta. an d Provectus
PrOtOCO S. prepared and analyzed by immunoblotting to detect the levels of markers associated with apoptosis (total and cleaved PARP images were taken 24- and 48-hours post-treatment. (B) Dot plots show quantification of relative wound area. Mean ! !
and caspase-3) and autophagy induction (p62/SQSTM1, beclin-1, and LC3B-I/LC3B-II). B-actin was used as a loading control. relatlye wound closure (n=2 per treatment) and standard deviations are shown. Asterisks show significant differences, Bi h rmaceuti al s In
. . . . . d St d t's t-test. P<0.05 |Op a aC U IC C.
Molecular masses are indicated in kilodaltons (kDa). MCF-7 cells lack the expression of caspase-3. unpaired student s t=test, F<LU.Uo.

Corresponding author: Dr. Aru Narendran (a.narendran@ucalgary.ca) Presented at the AACR Annual Meeting 2022, April 8-13, 2022




