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[ Abstract] Nucleos(t)ide analogues resistance is still one of the most important questions in

management of patients with chronic hepatitis B. New techniques to detecting resistant mutations were

developed, showing the resistance more precisely and comprehensively. New possible variants related to

nucleos(t)ide analogues resistance were identified, but the clinical significance still need to be verified. The

researches on nucleos(t)ide analogues resistance as one of the manifestations in dynamic interaction between

HBYV and host immunity during nucleos(t)ide analogues therapy were realized. And nucleos(t)ide analogues

resistance in the background of virus-host interaction should be understanded.
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