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Abstract: At present,the standard first-line treatment of metastatic colorectal cancer is based on
chemotherapy in combination with molecular targeted drugs.For these patients achieving an objec-
tive response or stable disease after first-line treatment,compared with the continuous chemother-
apy or observation alone,maintenance therapy can not only consolidate the efficacy of first-line
treatment and improve progression-free survival,but also can decrease the cumulative toxicity of
chemotherapy ,enhance the quality of life,and ultimately prolong overall survival.Maintenance
therapy has three strategies,including the treatment with chemotherapy drugs,molecular targeted
drugs,and chemotherapy drugs plus targeted drugs.In recent years,it has become an important trend
of metastatic colorectal cancer,but there are still many problems to be further explored and studied.
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