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1. Zer suppresses TGF-B-induced fibrotic responses in NRK-49F. NRK-49F was
stimulated with TGF- (5 ng/mL) in the presence of Zer (0.3, 1, 3 uM) for 24h. The gene
expression levels of 0-SMA and Col3al were quantified by qRT-PCR (A). The extracted
proteins from the cells were subjected to Western blotting analysis for a-SMA, Col3al
and GAPDH. The band density was quantified with ImageJ software (B). The values are
presented as mean + SD (n=4-6). * p <0.05, ** p <0.01, p <0.001.
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2. Zer suppresses TGF-B-induced fibrotic responses in WI-38. WI-38 was stimulated
with TGF-f (10 ng/mL) in the presence of Zer (0.3, 1, 3 uM) for 24h. The gene expression
levels of a-SMA, Col3al, and Collal were quantified by qRT-PCR (A). The values are
presented as mean + SD (n=6-7). The extracted proteins from these cells were subjected
to Western blotting analysis for a-SMA, Col3al and GAPDH (B). The cell viability of
WI-38 cells was evaluated in the presence on Zer (0.3, 1, 3 uM) (C). The values are
presented as mean + SD (n=4). * p <0.05, ** p <0.01, p <0.001.




