DOI:10.13683/j.wph.2014.06.014

2014 35 6

( 200437)
2011
(MM)
S37
R979.1 A 1672-9188(2014)06-S37-04 S
N
g
Advance on acquired drug-resistance of vemurafenib and ipilimumab in malignant melanoma
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Abstract: Targeted therapy drug vemurafenib and immunotherapy drug ipilimumab were approved for the treatment
of malignant melanoma (MM) in 2011. According to the further study on resistance mechanism, tumor microenvironment,
signaling pathways and cell factors play an important role in the complex multi-pathway of acquired drug-resistance, which
affects clinical ending point. This review summarizes the drug-resistanc mechanism of vemurafenib and ipilimumab, and
addresses the new strategies to overcome this acquired drug-resistance.
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