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Effects of SHP-2 regulation of STAT3-PI3K-AKT signaling pathway on bi-
ological behavior of nasopharyngeal carcinoma cells and its related mecha-
nisms
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[ Abstract] Objective:To explore how SHP-2 affects the activation state of STAT3-PI3K-AKT signaling pathway in nasopharyn-
geal carcinoma (CNE-1) cells and its influence on tumor biological behavior, and further explore the related molecular mechanisms.
Methods : The expression levels of SHP-2 ,STAT3 and PI3K in CNE-1 cells were detected by Western blot. Set CNE-1 group as blank
group, transfecting blank lentivirus into CNE-1 cells as NC-SHP-2 group. The si-SHP-2 virus was added to the CNE-1 cells for the si-
SHP-2 group. The expression levels of SHP-2 ,STAT3,p-STAT3,PI3K, p-PI3K, AKT and p-AKT were detected and compared between
the groups. Cell proliferation was detected by plate cloning. CCK-8 was used to detect cell activity. Cell migration was detected by cell
scratches. Transwell was used to detect cell invasion. Flow cytometry was used to detect apoptosis. The expression of apoptosis-related
proteins ( Bax, Caspase-3 and Bcl-2) was detected by Western blot. Results: SHP-2 ,STAT3 and PI3K were highly expressed in CNE-1
cells (P <0.05). Compared with the NC-SHP-2 group, the expression of P-STAT3,P-PI3K and P-Akt in si-SHP-2 group was down-reg-
ulated (P <0.05) ,the relative cell number, proliferation rate , migration rate and invasion rate were decreased (P <0.05) ,while the
apoptosis rate was increased (P <0.05). Compared with the NC-SHP-2 group, si-SHP-2 the expression of Bax and Caspase-3 in si-
SHP-2 group increased,and the expression of Bel-2 decreased (P <0.05). Conclusion: SHP-2 is highly expressed in CNE-1 cells.
SHP-2 is closely related to the activation of the STAT3-PI3K-AKT pathway. Silencing the expression of SHP-2 in CNE-1 cells can effec-
tively reduce the development of nasopharyngeal carcinoma.
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