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[ Abstract | Objective To determine the effect of DNAJC1 gene on the proliferation and apoptosis of
multiple myeloma cell lines and preliminarily investigate its mechanism. Methods DNAJC1-siRNA and its
negative control (siRNA) were transfected into human multiple myeloma cell line U266 respectively. The
interference efficiency was determined by RT-qPCR and Western blotting, and cell proliferation and apoptotic
rate were measured with CCK-8 assay and flow cytometry, respectively. In addition, RT-qPCR and Western
blotting were also used to examine the mRNA and protein expression of PTEN in U266 cells. Results The
mRNA and protein levels of DNAJC1 were downregulated in the interference group. The proliferation of U266
cells was inhibited significantly in the interference group, with an inhibitory rate of (58.95+8. 13)%,
apparently higher than that of the negative siRNA group (P<0.05). The apoptotic rate was (44.95+6.06) %
in the interference group, which notably exceeded that of the negative siRNA group [ (3.91+0.38)% ] and
the control group [ (3.97+0.43)% ] (P<0.05). The mRNA and protein levels of PTEN were significantly
increased in the interference group (P <0. 05). Conclusion Targeted inhibition of DNAJCI gene can

[(E&£TE] WA ARG FiH0-IE R ET7 HOR 8135 | 551 H (2018SK52805)
[BEEE] X 40,E-mail:372289013@ qq. com

1000-5404/ Copyright © 2021, [EZEZERE RF (B =R o Xk TFHERBCCE A4S CC BY 0] MY (https://creativeconmons. org/ licenses/by/4.0/)



http ://aammt. tmmu. edu. cn

B SRR E AR, 2021,43(19) 1895

promote the apoptosis and inhibit the proliferation in multiple myeloma cells, which may be mediated by up-

regulation of PTEN.
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