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Elucidating the mechanism of ameliorated liver disease and HBs antigen
elimination by nucleos(t)ide analogs in chronic hepatitis B patients

HAYASHI, Sanae

3,000,000
in vitro NK CD56bright+TRAIL+NK
HBV CD56bright+TRAIL+NK CD56bright+TRAIL
+NK B
(ETV TDF) 1P10 TDF
IP10 12 24 ETV

damage in a dose dependent manner, and that HBV infected hepatocytes cocultured with CD56

In vitro study revealed that CD56bright+TRAIL+ NK cells induce hegatocyte

right+

TRAIL+ NK cells promote the chemotaxis of the CD56bright+TRAIL+ NK cells. In an age and
gender-matched case study, we analyzed the dynamic changes of an inflammatory cytokine, IP10, in the
sera of chronic HBV patients before and after NAs treatment (ETV or TDF). After 12 and 24 weeks of

NAs treatment, serum IP10 level was decreased in chronic HBV patients treated with TDF. No
significant change was observed in patients treated with ETV.
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