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Soluble LRIG1 improves sensitivity of multi-drug resistance glioma cells to chemotherapeutic agents
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[Abstract] Objective To investigate the relationship between the soluble leucine—rich repeats and immunoglobulin-like domains
1 (sLRIG1) and the sensitivity of a multi-drug resistance U251 glioma cell line to chemotherapeutic agents. Methods The glioma
multiform U251 cells were treated with gradient concentrations of byetoposide (VP16) and finally a multi—-drug resistance U251 cell line
(U251/VP16) was established by the method of gradient increment of concentration. The inhibitory effects of sSLRIG1 on U251 cells and
U251/VP16 cells were identified by Cells Counting Kit-8 (CCK-8) in order to determine the optional time and concentration. The
sensitivity of U251/VP16 cells to VP16, vincristine sulfate, and temozolomide, VP16 + sLRIG1, vincristine sulfate + sLRIGI,
temozolomide + sLRIG1 were also determined by CCK-8. Results A multi—drug resistance U251 cell line (U251/VP16) was successfully
established. The optimal time for sLRIG1 inhibiting U251 cells was 30 min and the optimal concentration was 100~200ng/ml. The
inhibitory rate of U251/ VP16 cells was (23.76+0.02) % when they were incubated with 200ng/mL of sLRIG1 for 30min. The inhibitory
rate of U251/ VP16 were (9.79+0.08) %, (16.71+£0.06)%, and (27.14+0.09)% respectively when they were incubated alone with VP16,
vincristine sulfate, or temozolomide. The inhibitory rates of U251/ VP16 were (20.34+0.03)%, (31.52+0.07)% and (35.21 £0.05)%
respectively when they were incubated with VP16 + sLRIG1, vincristine sulfate + sLRIG1 or temozolomide + sLRIG1. The inhibitory
rates of U251/ VP16 cells when they were incubated alone with any one of the three agents were significantly lower respectively than
those when they were incubated with any one of the three agents and sLRIG1 together (P<0.05). Conclusions The fragment of sLRIG1 is
not only capable of inhibiting growth of glioma U251 cells, but it can also play a significant role in enhancing the sensitivity of the
multi—drug resistance glioma U251 cells to chemotherapeutic agents in vitro.
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