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Abstract Objective To explore the role and mechanism of HPC2 in the migration and invasion of nasopharyngeal cells. Methods
After silencing the expression of HPC2 by small RNA interference technology, NPC 5 — 8F cells were divided into three groups for func-
tional test; the scrambled negative control group, the #1 — siRNA — HPC2 group and #2 — siRNA — HPC2 group. Cell migration rate was
compared by scratch test, cell invasion ability was compared by Transwell test, and changes of key molecules in EMT pathway were detec-
ted by Western blot. Results Compared with the control group, the cell migration healing rate and invasion ability of HPC2 silenced

group decreased significantly (P <0.05). It was found that silencing HPC2 expression, Snail and MMP9 were down regulated according-

ly. Conclusion Silencing the expression of HPC2 can weaken the migration and invasion ability of NPC cells, which may play a role

through HPC2 / snail /MMP9 axis.
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