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Research progress on combination therapeutic regimen of direct anti HCV agents

WAN lia-liang, HE Xing, BAI Mei

Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China

Abstract: The number of people who infected hepatitis C virus (HCV) has been more than 200 million all over the world. However,
there are several drawbacks in the standard treatments of HCV based on interferon, thus the development of the direct anti HCV
agents will be the frontier. Due to the resistance from the single use or the combination of direct anti HCV agents with interferon,

researchers are ongoing to develop the combination treatments of two or more direct anti HCV agents without interferon. The

development of the direct anti HCV agents combination therapy is reviewed in this paper.
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Table 1 Some DAA in research phase and launched
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Table 2 Some schemes of DAA combination in clinical research phase
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2.2 sofosbuvir (GS-7977) 5 daclatasvir
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A3 HCV NS5B S -Glig i), FoA WA Rk 51
o EE Y, Larrey 2550 R I deleobuvir 5
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2.4 veruprevir (ABT-450). dasabuvir (ABT-333)
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(RG-7128)
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