Figure S1. Inmunofluorescence staining of CK18 and Igi in primary hepatocytes.
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Figure S1. Inmunofluorescence staining of CK18 and Igk in primary hepatocytes.



Figure S2. Hepatocyte-derived Igk inhibited ConA-induced liver injury in vivo.
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Figure S2. Hepatocyte-derived Igk inhibited ConA-induced liver injury in vivo. WT and KO
mice were stimulated by PBS or ConA for 24h and sacrificed 24 h later. (a) Percentage of spleen
immune cell subsets was analyzed. (b) The concentrations of serum inflammatory factors in

WT and KO mice were measured, p<0.05.



Figure S3. Knockout of Igk promoted hepatocytes apoptosis after ConA or LPS treatment in

vitro.
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Figure S3. Knockout of Igx promoted hepatocytes apoptosis after ConA or LPS treatment in
vitro. Primary hepatocytes isolated from Igx// mice were stimulated with concanavalin A and
lipopolysaccharide after Ad-cre-GFP or Ad-GFP infection for 24 h. Fluorescent and bright-field
images of primary hepatocytes were shown, and immunofluorescence staining of Igk was
detected.



