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( CCK-8) colony formation assay and wound healing experiment separately as well as apoptosis was detected by
flow cytometry. Subsequently the protein levels of the PI3K/Akt signaling including PI3K p-PI3K Akt and p-
Akt were detected by Western blot in parental and HYOUI -ablated BXPC3 and Panc- cells. Cell proliferation was
also examined in HYOUI -ablated cells after treatment of recilisib an activator of the PI3K/Akt pathway. Results
The expression of HYOUI in pancreatic tumor tissues was significantly higher than that in normal tissues and the
patients with high expression of HYOUI had a much shorter survival compared to the patients with low HYOUI( P <
0.01) . Immunohistochemical staining of pancreatic cancer specimens showed that the expression of HYOUI was
higher in tumor tissues than in paracancerous tissues( P <0.01) . The mRNA and protein levels of HYOUI were
higher in all pancreatic cancer cell lines compared to the human normal pancreatic ductal cell( P <0.001 P <
0.01) . HYOUI ablation inhibited BXPC-3 and Panc cells survival proliferation and migration and promoted
early cell apoptosis. In addition loss of HYOUI decreased PI3K/Akt signaling activity whereas the PI3K/Akt ac—
tivator Recilisib reversed the effects of HYOUI ablation on cell survival and proliferation. Conclusion HYOUI
promotes pancreatic cancer progression by activating the PI3K/Akt signaling pathway.
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Effect of TBC1D5 on hepatocellular carcinoma
progression via JAK/STAT pathway

Wei Haowei' > Tao Xuewen® Yu Decai'
( 'Dept of Hepatobiliary and Transplantation Sugery Affiliated Drum Tower Hospital Medical School of

Nanjing University Nanjing 210008; >Dept of Hepatobiliary ~Pancreatic and Fransplantation Surgery
The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the role of Tre2-Bub2-Cdc16 1 domain family member5( TBCIDS5) in the de-
velopment of hepatocellular carcinoma ( HCC) . Methods Western blot ( WB)  Immunohistochemistry ( IHC)

and quantitative real-time PCR( qPCR) were used to verify the difference in TBCIDS5 expression in clinical sam—
ples. The HCC cell lines MHCC97H and Hep3B were chosen to construct the knockdown model. The effects on
cell proliferation were detected by cell proliferation assay colony formation assay and EdU assay. Wound assay and
Transwell assay were used to detect cell migration and invasion. Flow cytometry was used to detect the changes of
cell eycle and H,0,-induced apoptosis of HCC cells. Finally the effects of knockdown and overexpression of
TBCIDS5 on JAK/STAT pathway were detected by WB. Results The results of WB IHC and qPCR showed that
the expression of TBCID5 in HCC tissues was higher at the protein level ( P <0.000 1) and mRNA level ( P <

0.01) than that in corresponding adjacent tissues. Compared with the control group the proliferation level of HCC
cells with TBCIDS5 knockdown was decreased ( P <0.05) the formation of plate colony number decreased ( P <

0.001) and the proportion of EdU-positive cells decreased ( P <0.001) . The results of scratch assay and Tran—
swell assay showed that the migration ( P <0.01) and invasion ability ( P <0.01) of HCC cells after TBCID5
knockdown were significantly lower than those in the control group. After TBCID5 knockdown the cell cycle of
HCC cells was slowed down ( P <0.05) and the ability to resist apoptosis was reduced ( P <0. 01) than those in the
control group. Compare with the control group knockdown of TBCIDS5 decreased the phosphorylation level of JAK
and STAT proteins and inhibit the JAK/STAT pathway. Conclusion TBCIDS5 is highly expressed in HCC. After
knocking down TBCIDS5 the proliferation migration and invasion ability cell cycle rate and anti-apoptosis ability
of HCC cells decreased and may affect HCC progression through the JAK/STAT pathway.
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