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EEIRERIGIE, [TFRIAGDNFRSHIALE/ IR
XS HRIE S/ NRIEFAENIEE BEMNE. ARERA
B DT AFVNRRACHTAIE4ERE, RINFEXIAT4ERE.
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ORIGINAL ARTICLE

Glial cell line-derived neurotrophic factor (GDNF)
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mediates hepatic stellate cell activation via ALKS/
Smad signalling
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