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Research progress on MKP-1 in tumor drug resistance
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[ Abstract] The main obstacle for chemotherapy is tumor drug resistance. Studying the mechanisms of
drug resistance and reversing drug resistance is the key to improve the effectiveness of chemotherapy. It
has been reported that MKP-1 plays an important role in tumor drug resistance. MKP-1, as a negative
regulator of MAPKs,is involved in the MAPKs mediated drug resistance and is regulated by ERK and p38
signaling pathways. However, the relationship between MKP-1 and other drug resistance-related signaling

pathways is not clear and requires further investigation.
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