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Supplementary Fig. S2. HSC specific deletion of SNAI1 has no effect on liver physiological functions.

< " O
A
S & @
g
K
RV

(a) Genotyping data by PCR of +/+, Snai1"™* and Snai1™#x mice. (b) Representative H&E images of Lrat-Cre, Snaj1fo¥fiox | rat-cre

Snai1™* and Snai14"S¢ mice (n= 7 for Lrat-Cre; n=5 for Snai1"/fox; n=6 for Lrat-Cre Snai17*; n=6 for Snai14/'SC). (c) Serum ALT, AST,

ALB and TBIL levels. (d) mMRNA expression of Timp2, Tgfb1, Tgfb2, Tgfb3, II6, and II1b in CCls-injected Snai1™fex and Snai14HS¢ mice

(n=6 for Snai1xfox, n=7 Snai14"SC). Data are presented as mean + SEM and analyzed by two-tailed Student's t test.



