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Effect of Emodin on Long Non - coding RNA Expression of K562 Cell. Zheng Lihua, Sun Shipeng, Cheng Shi, et al. Clinical Laborato-
ries, Guang'anmen Hospital, China Academy of Chinese Medical Sciences, Beijing 100053, China

Abstract Objective To analyze the expression profile of long non — coding RNA (IncRNA) in K562 cells after treatment of Emo-
din. Methods The technique of IncRNA microarray was used to inspect the IncRNA expression profile in K562 cells after treatment of
Emodin. The IncRNA was screened out and analyzed by analyzing the original data of IncRNA microarray. Four IncRNAs with large differ-
ences were selected for Real — time quantitative PCR analysis. Results 11 IncRNAs were in K562 cells of emodin group which had more
than 4 - fold variation than DMSO group. The expression of CDR1AS and PROX1 — AS1 was up — regulated in K562 cells of emodin group
by real - time quantitative PCR analysis. Conclusion  Upregulation of CDR1AS and PROX1 - AS1 in K562 cells induced by the emodin

was the basis for further study of the molecular mechanism of inhibiting K562 cell proliferation and promoting K562 cells to erythropoiesis

process.
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