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Abstract: Objective To explore the effect of HMMR-ASI1 on the chemotherapy-resistance of endometrial cancer. Methods
The relative expression levels of HMMR-AS1 and HMMR in tumor tissues and control tissues of 80 cases of endometrial
carcinoma were measured by real-time fluorescence quantitative PCR. The effect of HMMR-AS1 with abnormal expression on
endometrial cancer cell proliferation and chemotherapy resistance was determined by CCK-8 assay. The changes of HMMR-
AS1 downstream HMMR protein with abnormal expression were determined by western blot. Results HMMR-AS1 was highly
expressed in endometrial cancer (£<0.01), and it was also up-regulated in endometrial cancer (P<0.01), and was positively
correlated with HMMR-AS1 (°=0.7635, P<0.01). Overexpression of HMMR-AS1 promoted the proliferation of endometrial
cancer cells (P<0.01), decreased the sensitivity of endometrial cancer to chemotherapy drugs cisplatin (P<0.01) and 5-FU
(P<0.01), and increased the expression of HMMR protein (P<0.01). Conclusion HMMR-AS1 was upregulated in endometrial
cancer and regulate the chemotherapy-resistance of endometrial cancer.
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