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Progress on IncRNA HOTAIR in cancer drug resistance
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Abstract: Hox transcript antisense RNA (HOTAIR) is the first IncRNA to be found involved in the process of cancer with the effect of

trans-acting. HOTAIR is overexpressed in a variety of tumors. It participates in the formation of multidrug resistance (MDR) and is

related to severity and poor prognosis of tumors. Therefore, HOTAIR is expected to become a new target for treatment of MDR . The

present review summarizes recent progress in HOTAIR study in order to provide ideas for new drug design and research and

development of reversal of MDR.
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