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Background Results Results
ASH1L (Absent, Small, or Homeotic 1-Like) is a histone lysine A B C A B Ctrl OV
methyltransferase (KMT) that catalyzes the methylation of histone 3 PC3M Ctrl OV
on lysine 36 (H3K36) [1]. ASH1L methylates the H3K36me2 mark e Maximum Invasion Length Invasion Area o H3K4me3 - -
specifically, which regulates gene expression in leukemia cells. The = 3007 1500007 Snail
catalytic SET domain is responsible for its regulatory actions. ASH1L Gl < H3K36me3 i
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Prognosis [2]. The overexpression of A_SHlL was f_ound In breast, s < H3K 36me? —
Iver, and thyroid cancer and has been linked with increased cancer S 1004 S 50000+ ACTR
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ASH1L has not been explored in prostate cancer (PCa) metastasis, as = . | | . o ¥ a |
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mechanism is vital to decreasing PCa mortality [6] — @ 2 (A) Protein expressions for epithelial-mesenchymal transition (EMT)
J Y 15l Y, transcription factors: zinc finger E-box binding homeobox 1 (ZEB1) and
e ~, | Figure3. 3D Matrigel drop invasion assay in PC3M control and ASHIL knockdown. Snail family transcription factor 1 (SNAII)
M th d (A) Representative images of the control and ASH1L knockdown group. Images of the (B) Protein expressions for methylation of histone H3 markers which have
ctnoas cells were taken 72 hours after seeding and analyzed for invasion and general \ been reported to be regulated by ASHIL. Y,
Data for bioinformatics analysis was gained from The Cancer Genome morphology changes.
Atlas prostate cancer pa.ltient.samples. (B) and (C) Quantification of invasion capacity with maximum invasion length and / . . . \
Cell migration and 3D invasion assays were performed on PC3M invasion area in the control and ASHI1L knockout group. p values were calculated by C OnCluS]OnS and Future D]I’ECthnS
control and ASHIL knockdown cells. Analysis of invasion assay was _tai ) 3k % . . . oL .
. Y o y by two-tailed Student’s t test. ***p < 0.001. The findings of this project support the contribution of ASHIL overexpression
conducted with NIH Imagel software. Maximum invasion length was ; : . L .

: .. ; to human PCa metastasis. Gain of function of ASHI1L is highly correlated with
found by subtracting the original radius of the cell from furthest A B metastases in human PCa samples, as well as the in vitro invasion assa
invasion point and invasion area was found by subtracting the total area By X v . .. | T SampIEs, . . %
of invasion by the cell area 600 yielded significant limitations for invasion capacity in ASH1L KO cells.
Real-ti PC};{ PCR ' " 4 usine SYBR G t o ASHIL overexpression results in upregulation of EMT transcriptional factors,

Aea _1.1 nzleB' (tq ) vxf;ger ormte lu snzlg ASHIL reen reagen q = O which regulate cell migration and metastasis.
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%&efesst.ern blot was nerformed fo determine brofein exnressions of ~ Z ® promising mouse models. We performed intratibial injection (I. T) with DX
N ] p ks and pro’ p p S : L cells in B6 mice to mimic bone formation caused by prostate cancer in human.
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Gain (A) Representative images of the control and ASHI1L knockdown groups in PC3M. 5 Regular |
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