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Inhibition of mifepristone on proliferation of endometrial cancer cells by inhibiting
Rab27a and Rab27b expression
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Abstract: Objective To study the function and potential molecular mechanism of mifepristone on endometrial cancer. Methods Cell
proliferation experiments was used to study the effects of different concentrations of mifepristone on endometrial cancer cells, and the
effects of mifepristone on endometrial cancer cells over time. Western blotting and immunofluorescence experiments were used to
study the effects of mifepristone on exocrine secretion, expression of key exosome regulatory proteins, and key exosome regulatory
proteins on exosome secretion of endometrial cancer cells. Results  With the increase of mifepristone concentration in the endometrial
cancer cells and the passage of time, the proliferation rate of the endometrial cancer cells significantly slowed down, and at the same
time, the state of the cells deteriorated, and the number decreased significantly. Mifepristone could significantly reduce the extracellular
secretion of exosomal proteins, including total exosome proteins and marker proteins CD63 and Gp96, so that it remained in the cell.
Mifepristone could significantly reduce the exosome secretion regulatory proteins Rab27a and Rab27b expression. The extracellular
secretion of total exosomal protein and marker protein CD63 reduced significantly by knocking down the expression of exosome
secretion regulatory proteins Rab27a and Rab27b. Conclusion Mifepristone can inhibit the expression of exosome secretory
regulatory proteins Rab27a and Rab27b, thereby inhibiting exosome secretion, which ultimately leads to a significant slowdown of
endometrial cancer cell proliferation.
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Fig. 2 Effect of mifepristone on morphology of HEC1A cells
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Fig. 3 Effect of mifepristone on exocrine secretion of endometrial cancer cells (X £s, n=3)
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