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Effects of microRNA —181b —5p on Migration and Invasion of Human Kaposi's Sarcoma Cell Line SLK. Ding Yuan, Liang Jungin, Wu
Xiujuan et al. Xinjiang Medical University, Xinjiang 830054, China

Abstract Objective miR —181b —5p mimics and inhibitors were transfected into Kaposi's sarcoma cell line SLK through liposom-
al transfection. To study the effect of miR — 181b —5p on SLK cell proliferation, migration and invasion biological activities. Methods
Human Kaposi's sarcoma cell line SLK was transfected by liposomes. After miR — 181b - 5p mimic or inhibitor was transfected , SLK cell
proliferation was assessed by MTT assay. Cell cycle of each group was determined by flow cytometry after 48 hours after transfection. After
miR - 181b - 5p mimic or inhibitor was transfected, cell migration and invasion was determined by transwell assay followed by hematoxylin
staining after 24 hours. Results miR - 181b —5p mimic promoted cell proliferation, promoted transformation and accelerated the process
of cell cycle. miR —181b —5p inhibitor inhibited cell proliferation, induced G,/G, phase retardation, delayed the process of cell cycle.
Transwell migration assay results showed that number of migrated cell in the group treated with miR - 181b —5p mimics was 184 +9, sig-
nificantly higher than that of control group 151 + 11, suggesting that miR — 181b — 5p mimics significantly increased cell migration ability
( P<0.05). Transwell invasion assay showed that cell number of miR - 181b - 5p mimics group 48 +5 significantly increased compared
to negative control group 35 +6 suggesting increased invasiveness(P <0.05). Conclusion miR —181b —5p may positively regulate the
proliferation, invasion and migration of the SLK cell. miR —181b —5p may be a potential treatment taget for Kaposi’'s sarcoma.
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