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Abstract: Objective To investigate the expressions of cortical actin (CTTN) and micro RNA (miR ) 545-3p in pancreatic
cancer tissues and their correlation with the prognosis of patients. Methods A total of 138 pancreatic cancer patients who
underwent laparoscopic pancreatic cancer resection in Affiliated Hospital of Nantong University from January 2016 to December
2018 were recruited, and their pancreatic cancer tissues and adjacent normal tissues were collected. The expressions of CTTN
mRNA and miR-545-3p were measured by qRT-PCR, and the correlation between the two was analyzed by Pearson method. The
relationship between CTTN mRNA, miR-545-3p expression and clinicopathological features was analyzed, Kapplan-Meier
survival curve was drawn to analyze the relationship between CTTN mRNA and miR-545-3p expressions in pancreatic cancer
tissue and the survival rate of patients, and the risk factors affecting the survival of pancreatic cancer patients were analyzed by
COX regression. Results Compared with adjacent normal tissues, the expression of CTTN mRNA in pancreatic cancer tissues
was up-regulated (2.11 £ 0.87 vs 1.02 £ 0.46), and the expression of miR-545-3p was down-regulated (0.45 +0.19 vs
0.97 + 0.42),the differences were statistically significant( t=12.895, 13.251, all P=0.000).There was a negative correlation
between CTTN mRNA and miR-545-3p in pancreatic cancer tissue (=—0.410, P<0.05).The expressions of CTTN mRNA and
miR-545-3p were related to tumor differentiation, TNM stage and lymph node metastasis (=2.473 ~ 11.418, all P < 0.05).
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According to the mean of CTTN mRNA and miR-545-3p expressions, all patients were divided into CTTN mRNA high

expression group and CTTN mRNA low expression group, miR-545-3p high expression group and miR-545-3p low expression

group. Survival curve analysis showed that the 3-year survival rate of CTTN mRNA low expression group was higher than that of

CTTN mRNA high expression group (24.62% vs 9.59%), and the 3-year survival rate of miR-545-3p high expression group was

higher than that of miR-545-3p low expression group (25.37% vs 8.45%) ,the differences were statistically significant(y*=4.560,
P=0.033, x’=5.941, P=0.015). Lymph node metastasis, high CTTN mRNA expression, and low miR-545-3p expression were risk
factors for 3-year postoperative death in pancreatic cancer patients (Waldy’=1.885, 1.562, 0.625, all P < 0.05). Conclusion

The expression of CTTN mRNA was high and the expression of miR-545-3p was low in pancreatic cancer tissue, and they would

be related to the poor prognosis of patients.
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