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The therapeutic effect of CM-101, a CCL24 novel
blocking mADb, was evaluated in two rodent cholestatic
experimental models:

Chronic a-naphthylisothiocyanate (ANIT) induced
cholestasis in mice! and the bile duct ligation (BDL)
model in rats?. In the chronic ANIT model mice were
fed with ANIT diet (0.05%) for 4 weeks and treated
with 5mg/kg of CM-101 or vehicle for the following 2
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