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[ Abstract] Objective To investigate the expression of Bax inhibitor-1 (BI-1) in uterine leiomyoma and its effect on uterine
leiomyoma cells. Methods RT-PCR and Western blot were used to detect the expression of BI-1 mRNA and protein in 20 pairs of
uterine leiomyoma samples and adjacent tissues; the primary uterine leiomyoma cells were isolated and identified by «-actin

immunocytochemistry ; the si-BI-1 and negative control sequence si-NC were transfected into the above-mentioned isolated and cultured
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uterine leiomyoma cells by si-RNA technology, and the cells were divided into three groups;control group, si-BI-1 group and si-NC
group; CCK-8, Annexin V-FITC, JC-1 and flow cytometry were used to analyze the effects of BI-1 silencing on the proliferation,
apoptosis , mitochondrial membrane potential and Ca>* concentration of myoma cells. Finally, Western blot was used to detect the effects
of BI-1 silencing on the expression of Cyt-C,Bel-2,Bax and cleaved Caspase-3 in myoma cells; Results Compared with the adjacent
tissues, the expression of BI-1 mRNA and protein in uterine leiomyoma increased significantly (P <0. 05) ;high purity primary uterine
myoma cells were successfully isolated and cultured. Compared with the control group, the silencing of BI-1 gene expression did not
affect the proliferation ability of uterine leiomyoma cells (P >0. 05) ,but significantly promoted the apoptosis rate of si-BI-1 cells (P <
0.05) ,decreased the mitochondrial membrane potential, and increased the Ca®* concentration in cytoplasm and mitochondria ( P <
0.05). The results of Western blot showed that compared with the control group,the expression of Bel-2 protein decreased significantly
(P <0.05) ,the expression of Bax, cleaved Caspase-3 and Cyt-C protein increased significantly (P <0.05) ,and the ratio of Bel-2/Bax
decreased significantly ( P < 0.05). Conclusion The expression of BI-1 increased significantly in uterine leiomyoma tissue. The
silencing of BI-1 gene in uterine leiomyoma cells may promote the increase of Ca’* concentration in eytoplasm and mitochondria by

changing the ratio of Bel-2/Bax, thus leading to the decrease of mitochondrial membrane potential and apoptosis induced by injury.
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