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FoxM1 inhibitor induced RASSF1A expression

ABSTRACT

Colorectal cancer (CRC) due to metastasis is the third leading cause of cancer death in the United States. Crosstalk in between Angiogenic FoXM1 and RASSF1A ’; T84 ® _Colo 205 D T84 Colo 205
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Therefore, new research strategies and interventions are needed to identify key regulators for this s|gna| and RASSF1A expression i 20 = i il e s saeates SRR 01D-
metastatic colon cancer (MCRC). Metastatic CRC is the result of oncogene activation, such as Forkhead E oM §§ 1.5 15 i .y
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novel target to advance colon cancer treatment. However, the mechanism by which FoxM1 regulates B
expression and activity directly or through the YAP co-repressor in mCRC is not clear. Therefore, further % Stage-IV
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Organoid cells were generated and cultured as previously described (Sato T., Gastroenterology 2011). vecrr IR - B =~ R assF 1A
The cultures were passaged when the aggregates reached a diameter of approximately 800 um. GAPDH| = |~ 30K0a | eme— T 8 [VEGFR2  [——| GAPDH
Organoids were treated with 8 uM of thiostrepton (cyclic peptide antibiotic, FoxM1 inhibitor, Th) for 24 h VEGFR2| o = s |~ 162K0a === loaPOH <.,
and 48 h. Treated organoids and processed human tissues as standard protocol were subjected to GAPDH | s | ~ 35102 | s o ST |rassFiA gag
immunoblotting. RASSF1A | SRR |~ +0<0= | SE— e VEGF {ngimi)
Impact of Angiogenic RASSF1A requlation is GAPDH| S~ >° > N .

Cell Culture :
T84 and Colo 205 colon cancer cell lines were cultured with complete RPMI media and treated with AGP. sl Elie RASSF1A CEHENHENHETT =Pk coucl"SIONs
To evaluate the relationship between suppression of angiogenic signal and RASSF1A expression, the CARIES IO L T84
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As published protocol (Blanchard TG., Cancers 2019)

Gene expression was evaluated Relative gene expression changes were calculated using the
2AACT method, and expression normalization was accomplished using housekeeping gene GAPDH.
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