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Expression of miR-504 and phosphatidylinositol 3-kinase/protein kinase B pathway related molecules
in esophageal squamous cell carcinoma and the relationship between them with the
clinicopathological feature of patients

REN Libing' ,JIA Rujiang' ,SU Chunyong' , YANG Xiaoguang' , QIN Jingyun' , XIONG Zhengming

(1. Department of Thoracic Surgery ,Handan Central Hospital ,Handan 056001 , Hebei Province ,China ;2. Department of Oncolo-
gy ,Shijiazhuang Ping'an Hospital , Shijiazhuang 050000 , Hebei Province ,China)

Abstract: Objective To investigate the expression of miR-504 , phosphatidylinositol 3-kinase/protein kinase B( PI3K/
Akt) pathway related molecules in esophageal squamous cell carcinoma tissue and the relationship between them with the
clinicopathological feature of patients. Methods A total of 67 patients with esophageal squamous cell carcinoma who were
treated in Handan Central Hospital from January 2016 to December 2018 were enrolled in this study. The fresh esophageal
squamous cell carcinoma tissue and normal esophageal squamous epithelial tissues which were away from cancer tissue more
than 5 e¢m ( paracancerous tissues) were taken during the operation. The expression of miR-504 in esophageal squamous cell
carcinoma and paracancerous tissues was detected by reverse transcription polymerase chain reaction. The expression of PI3K
and phosphorylated Akt(p-Akt) in esophageal squamous cell carcinoma and paracacerous tissues was detected by immunohisto-
chemistry. The relationship between the expression of miR-504, PI3K, p-Akt and the clinicopathological characteristics of
patients and the correlation between the expression of miR-504 and PI3K, p-Akt were analyzed. Results The expression of
miR-504 in cancer tissues was significantly lower than that in the paracacerous tissues( P <0.05) ;there was statistic difference

in the expression of miR-504 in cancer tissues with different degrees of differentiation( P <0. 05) ;the expression of miR-504 in
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cancer tissues of stage | patients was significantly higher than that of stage II, Il patients( P <0.05). The scores of PI3K,

p-Akt expression in cancer tissues were significantly higher than those in the paracancerous tissues (P <0.05). There was

statistic difference in the expressions of PI3K,p-Akt in cancer tissues with different degrees of differentiation( P < 0. 05) ;the

expressions of PI3K,p-Akt in cancer tissues of stage II, Il patients were significantly higher than those of stage I patients( P <

0.05). The expressions of miR-504, PI3K, p-Akt in esophageal squamous cell carcinoma were not correlated with age and

gender of patients (P >0.05) , but correlated with the differentiation degree, TNM stage and lymph node metastasis ( P <
0.05). The expression of miR-504 was negatively correlated with the expression of PI3K and p-Akt(r= -0.354, —0.519;

P <0.05). Conclusion The expression of miR-504 in esophageal squamous cell carcinoma tissue is related to differentiation,

TNM stage and lymph node metastasis of tumor. miR-504 may play a role as a tumor suppressor gene in esophageal squamous

cell carcinoma,and this inhibition may be related to the inhibition of the activity of PI3K/ Akt signaling pathway in tumor cells.
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Fig.1 Expression of PI3K and p-Akt in paracancerous and
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cancerous tissues (immunohistochemical staining, x200)
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Fig.2 Expression of PI3K and p-Akt in cancerous tissues with different differentiation degree ( immunohistochemical

staining, x200)
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