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[ Abstract] Objective: To explore the mechanism of regulation proliferation in oropharyngeal cancer cells by endoplasmic
reticulum stress signaling pathway PERK-elF2q. Methods: MTT assay was used to detect proliferation in oropharyngeal
cancer cells (Fadu, Detroit 562) by different concentrations (0 pmmol/L, 1 pmmol/L, 10 pmmol/L, 50 pwmmol/L) of
PERK pathway inhibitor GSK2606414 and NF-kB inhibitor Bayl11-7082. By Western Blot assay, we observed the activation
of PERK-elF2a-NF-kB signaling pathway. Cell apoptosis rate was detected by flow. Results: The results of MTT assay

showed that with the increase of pretreatment concentration of

[AEH]  2018-10-30 [(fEEBH] 2018-12-04 GSK2606414 , the survival rate of Fadu cells and Detroit 562
[BE£WB] "EHEARPARSE (4H5:81402521) 5 LAT  cells gradually decreased (F=56.06, P =0.000, F =71.13,
A SR R 27058 4 (45 : YMT016-004) P =0.000). Secondly, silencing PERK induced apoptosis.

[BIRIEE]  °F7Mi4, E-mail: giaojiangl20@ 126. com We further explored its mechanism and found that silencing
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PERK inhibits NF-kB phosphorylation, suggesting that abnormal activation of PERK-elF2« signaling pathway induces NF-kB

phosphorylation. Finally, we inhibited NF-kB to verify the above results. The results of MTT assay showed that with the in-

crease of pretreatment concentration of Bayll 7082, the survival rate of Fadu cells and Detroit 562 cells decreased gradually
(F=57.48, P=0.000, F=116.76, P=0.000). The apoptosis rate of Fadu cells and Detroit 562 cells in Bayl1-7082
group was significantly higher than that in the control group (¢ =12.38, 20.88; P =0.007, 0.002). All of them showed in-

hibition of cell proliferation and induced apoptosis. Conclusion: Inhibition of endoplasmic reticulum stress signaling pathway

PERK-elF2a mediates NF-kB inhibition of oropharyngeal cancer cell proliferation.
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Figure 2. Apoptosis after Treatment of Two Oropharyngeal Cancer Cells in Flow Cytometry

*P<0.05, *P< 0.01. A. Apoptosis rate of each group of Fadu and Detroit 562 cells;B. Statistical figure
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Figure 3. Protein Expression in Two Cells after Different Treatments
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“P< 0.05. A. PERK protein images of Western Blotting assay; B. Phospho-elF2a protein images of Western Blotting assay; C.

Phospho-p65 protein images of Western Blotting assay; D. Phospho-p65 protein images of Western Blotting assay; a. Relative level of

PERK; b. Relative level of phospho-ellF2a; c¢. Relative level of phospho-p65; d. Relative level of phospho-p65;
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Figure 4. Oropharyngeal Cancer Cell after Treatment with Bay11-7082

*P<0.05, *P<0.01. A. The viability of oropharyngeal cancer cells after treatment with different concentrations of Bayl1-7082; B.

Flow cytometry was used to detect the apoptosis rate of Fadu and Detroit 562 cells after Bayl1-7082 treatment; C. Statistical figure
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Figure 5. Expression of Phospho-p65 in Oropharyngeal Cancer Cells
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