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Role of IL-6 in oxaliplatin-resistant LoVo human colon cancer cells
WEI Pei!, HUANG Jie-xin?, ZHANG Yi-tong?, LI Juan?, LIU An-ding?, ZHONG Xue-feng?, LIN Yi-wei’,
WANG Zhi-yongl’ 2 (1. Key Laboratory of Medical Molecular Diagnostics; 2. School of Medical Laboratory, Guangdong

Medical University, Dongguan 523808, China)

Abstract: Objective To investigate the role of IL-6 in oxaliplatin (L-OHP)-resistant LoVo human colon cancer cells.
Methods L-OHP-resistant LoVo/L-OHP cells were established by L-OHP induction, and cell growth and IL-6 expression
were detected by MTT assay, immunofluorescence and Western blot, respectively. After treated with L-OHP and IL-6 or IL-6R

antibody, cell proliferation was determined by MTT and colony forming assays. Results Compared with LoVo cells, resis-
tance index against L-OHP was 10.4 fold, and IL-6 expression was upregulated in LoVo/L-OHP cells. IL-6 blockade enhanced
the killing effect of L-OHP on the resistant cells, but IL-6R blockade had no impact. Conclusion IL-6 overexpression is
associated with L-OHP resistance in LoVo cells. IL-6 blockade, but not IL-6R, can increase the sensitivity of resistant cells to

L-OHP.
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