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ABSTRACT Objective: To investigate and analyze the mechanism of miR-155 targeting pten-pi3kakt pathway to promote the
proliferation and inhibit the apoptosis of nasopharyngeal carcinoma cells. Methods: 105 healthy adult SD male rats were selected as
research objects, and they were divided into observation group and control group and experimental group by random draw method, with
35 rats in each group. The rat model of nasopharyngeal carcinoma was established by subcutaneous injection of cancer inducer
dimethylenitropiperazine in the axils and progenitor phopol. The observation group was given mir-155 inhibitor intervention, the
experimental group was given PI3K inhibitor intervention, and the control group was not given any intervention. The relative expressions
of mir-155 were detected by real-time fluorescence quantitative PCR, the expressions of PTEN, PI3K and p-akt were detected by
immunohistochemistry, and the expression levels of bcl-2, Bax and Ezrin were detected by Western blot. The three groups of rats were
compared and the correlation was analyzed. Results: The relative expression levels of mir-155 in the experimental group, the observation
group and the control group were (34.88+ 1.32), (29.72+ 1.23) and (35.01% 1.34), respectively, which were significantly lower in the
observation group than in the experimental group and the control group (F=23.105, P=0.000). The expression rate of PTEN in
experimental group, observation group and control group increased gradually, while the expression rate of PI3K and p-akt decreased
gradually (all P<0.05). Pearson correlation analysis showed that the relative expression level of miR-155 in nasopharyngeal carcinoma
rats was positively correlated with the expression rate of PTEN, but negatively correlated with the expression rate of PI3K and p-akt (all
P<0.05). The expression levels of bel-2 and Ezrin in the experimental group, the observation group and the control group showed a trend

of gradual increase, while the expression levels of Bax protein showed a trend of gradual decrease. Moreover, one-way anova showed
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that there were significant differences among the groups (all P<0.05). Conclusion: MiR-155 may play a role in promoting the

proliferation of nasopharyngeal carcinoma cells and inhibiting the apoptosis of nasopharyngeal carcinoma cells by targeting the

pten-pi3kakt signaling pathway. It may be a new target in the treatment of nasopharyngeal carcinoma.
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Table 1 Comparison of PTEN, PI3K, P-AKT expression in three groups(n,%)
Groups N PTEN PI3K P-AKT
Observation group 35 13(37.14)* 31(88.57)* 27(77.14 )*
Control group 35 24(68.57) 20(57.14) 16(45.71)
Experimental group 35 7(20.00 )** 34(97.14 )" 32(91.43 )"
X 8.034 7.471 7.006
P 0.000 0.001 0.002
i EXEREMEE, *P<0.05; 5 RAMLL,P<0.05,
Note: compared with control group, * P<<0.05; compared with observation group, “P<<0.05.
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Fig.2 PTEN, PI3K, P-AKT expression condition in rats
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Table 2 Correlation between miR-155 relative expression and PTEN, PI3K, P-AKT expression in rats with nasopharyngeal carcinoma

miR-155 relative expression

Related index

P
PTEN 0.612 0.000
PI3K 0.571 0.001

P-AKT 0.554 0.006

&3 =%H Bcl-2,Bax Ezrin EHRIEKEIFEL( B, xt 5)

Table 3 Comparison of Bcl-2, Bax, Ezrin protein expression level in three groups(n, xt s)

Groups N Bcl-2 Bax Ezrin
Observation group 35 0.43+ 0.03* 0.10% 0.02* 0.35+ 0.02
Control group 35 0.81+ 0.05 0.05+ 0.01 0.70+ 0.04
Experimental group 35 0.16x 0.01** 0.19% 0.04** 0.18+ 0.02

F 52.401 62.115 72.942

P 0.000 0.000 0.000

i 5XREMRLE, *P<0.05; 5MEAMELL,"P<0.05,

Note:compared with control group, *P<<0.05; compared with observation group, “P<<0.05.
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