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Baicalein inhibits TGF-f1-induced activation of HSC-T6 cells through
smad signaling pathway
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Abstract: To investigate whether baicalin inhibits TGF-B1-induced activation of HSC-T6 cells via Smad signaling
pathway. Hepatic Stellate (HSC-T6) cells were treated with TGF-B1 (5 pg/L) and/or with different concentration of ba-
icalein. Expression of a-SMA was determined using immunocytochemistry, while protein levels of p-Smad 2 and p-Smad 3
by western blot. Results indicated that baicalein decreased a-SMA expression induced by TGF-B1. However, pretreatment
with 500 nmol/L baicalein did not significantly change protein levels of p-Smad 2 and p-Smad 3 induced by TGF-B1. In sum-
mary, baicalein could suppress TGF-B1-induced activation of HSC-T6 cells independent of TGF-B1/Smad signaling pathway.
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