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[Abstract] Objective To investigate the expression of spalt like transcription factor 4 (Sall4) in pancreatic
cancer tissues and its clinical significance, as well as the impact of inhibiting its gene expression on the migration
and invasion of pancreatic cancer cells. Methods This study involved 64 patients with pancreatic cancer treated at
the 2nd Affiliated Hospital of Kunming Medical University from January 2014 to January 2018. Immunohistochemical
staining was used to detect the expression of Sall4 protein in adjacent non—tumor tissues and pancreatic cancer

tissues, respectively. Real-time quantitative PCR was used to measure the mRNA expression levels of Sall4 in the
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cancerous and adjacent non—tumor tissues, respectively. The relationship between the clinicopathological data of
these patients and the expression of Sall4 protein was also analyzed. The cells of high Sall4 expression were screened
SW 1990, HPAC, and HPAF-II. The
pancreatic cancer cells of high Sall4 expression were divided into three groups: control group, shRNA-1 group, and

shRNA-2 group. The shRNA-1 and shRNA-2 groups were transfected with the corresponding Sall4 lentiviral

from the human pancreatic cancer cell lines PANC-1, Capan-1,

inhibitory gene sequences, while the control group was transfected with the reagent without an interference
sequence. Western blotting was used to measure the expression of Sall4, and cells with significantly reduced
expression were selected for subsequent experiments. The transfected cells were then assessed for their invasive and
migratory abilities. Results  Among the 64 samples of pancreatic cancer tissues, 28 cases (43.8%) were positive
for Sall4 expression, a rate significantly higher than 5 cases (7.8%) in adjacent non—tumor tissues. Furthermore,
16 cases exhibited strong positivity, while 12 cases showed moderate or weak positivity. Recurrence occurred in 11
pancreatic cancer patients. The difference was statistically significant. The expression of Sall4 was correlated with
tumor differentiation, staging, and lymph node metastasis, suggesting that Sall4 positivity might be an independent
risk factor affecting the prognosis of pancreatic cancer. Among the five cell lines, PANC-1 had the highest relative
expression of Sall4 and was selected for further experiments. The shRNA-1 and shRNA-2 groups successfully
suppressed the expression of Sall4, with the shRNA-1 group showing a more pronounced effect. Compared to the
control group, the invasive and migratory abilities of SW480 cells were significantly reduced in the shRNA-1 group
(P < 0.05) . Conclusion

associated with a greater likelihood of postoperative recurrence. Inhibiting the expression of Sall4 can significantly

Sall4 is highly expressed in pancreatic cancer tissues, and higher expression is

suppress the invasion and migration abilities of human pancreatic cancer cells.
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