Critical role of CREBH-mediated induction of
TGF- B 2 by HCV infection in fibrogenic responses
in hepatic stellate cells

BEE:jpn

HARE: BERERKE
~EH:2018-01-16
F—7— K (Ja):
*—7— K (En):
fERE: TH, Bl
A—=ILT7 KL R:
Firi&:

http://hdl.handle.net/10271/3209




=y TH -+

A SCRAE H

Critical role of CREBH-mediated induction of TGF-B2 by HCV infection in fibrogenic
responses in hepatic stellate cells
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