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Study on the functional mechanism of Helicobacter pylori on promoting the
proliferation of esophageal cancer cells based on the regulation
of CCND1 gene by miR-106b-5p”
SHEN Xiaowen s HUANG Linling s ] IANG Linyan® ,SHEN Hongmei
Department of Clinical Laboratory sthe Second People’s Hospital of Nantong
City s Nantong » Jiangsu 226001 ,China

Abstract: Objective To study the role and mechanism of Helicobacter pylori infection in promoting the
proliferation of esophageal cancer cells through miR-106b-5p/cyclin DI (CCND1) pathway. Methods A total
of 46 patients resected esophageal cancer tissues were collected,and the Hp infection,the expression levels of
miR-106b-5p and CCNDI1 were detected. The esophageal cancer TE-1 cell was cultured and given no process-
ing, Hp infection, transfected with negative control (NC) sequence,transfected miR-106b-5p mimic, transfect-
ed NC sequence and added Hp, transfected miR-106b-5p mimic and added Hp. used as control group, Hp
group, miR-NC group,miR-106b-5p group, miR-NC+ Hp group, miR-106b-5p+ Hp group. The cell prolifera-
tion, cell cycle and the expression levels of miR-106b-5p and CCND1 were detected. Results The expression
level of miR-106b-5p in Hp positive esophageal cancer tissues was lower than that in Hp negative esophageal
cancer tissues,but the expression level of CCNDI1 was higher than that in Hp negative esophageal cancer tis-
sues (P<C0.05). The expression level of miR-106b-5p correlated negatively with the expression level of CC-
ND1(r=—0.414,P=0.004). The cell A, level,cell cycle S phase,G2/M phase ratio and CCNDI1 expression
level of TE-1 cells in Hp group were higher than those in control group,while the G0/G1 phase ratio and miR-

106b-5p expression level were lower than those in control group (P<C0. 05). The fluorescence value of wild-
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type CCNDI1 reporter gene in TE-1 cells of miR-106b-5p group was lower than that in control group (P <<
0.05). The cell A,y level,cell cycle S phase and G2/M phase ratio, CCNDI1 expression level of TE-1 cells in
miR-106b-5p+ Hp group were lower than those in miR-NC—+ Hp group,while the GO/G1 phase ratio and miR-

106b-5p expression level were higher than those in miR-NC+ Hp group (P<C0. 05). Conclusion

Hp infection

of esophageal cancer cells promotes cell proliferation and accelerates cell cycle, which relates to the regulation

of miR-106b-5p/CCNDI1 pathway.
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