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In-vivo blockage of CCL24 with the novel
monoclonal antibody CM-101 resulted In
attenuation of cholestasis and fibrosis in the
ANIT and BDL experimental PSC models.

g 8
AMIT

8

2

were evaluated in two animal models: bile duct ligation 250,00 |

CCL24 therefore appears as an attractive new
(BDL) In rats and acute a-naphthylisothiocyanate (ANIT)

target for the treatment of PSC. ChemomADb Is

200.00

150.00

ALP leve (IU/L)

Bilirubin level (mg/dl)
=2

volunteers. gl
The anti-fibrotic and anti-inflammatory effects of CM101 30000 | i

induced ChOIeStaSiS in mice. 'eoo0 | IIZ | 1 Evaluation of hepatic and biliary injury in " - : -
In the BDL model: Sprague Dawley rats (n=10 per oco | ] el ﬁ nistophathology E)lggn'n? htiman clinical testing of CM-101 in
group) underwent blle duct Ilgatlon. TWO Weeks Control ANIT AMIT + CM101 Control ANIT ANMIT + CM101 7 pa Ien S_
following the ligation animals were treated with CM-101, AST ALT 6

2000 1600

10mg/kg IV twice weekly for two weeks or matching 1800 ' 1400

ANIT +CM-101

I

vehicle. 1100
In the acute ANIT induced cholestasis model: mice (n=8 1009
per group) were treated with 60 mg/kg ANIT with or 00
without a single IV dose of 10mg/kg CM101 and were o0
scarified on day 3. e e ameowmo SR—

**

L¥¥]

800 ¢

AST level (IUfL)
ALT level (IU/L)
[t

CONTACT INFORMATION

adimor@chemomab.com

600

hepatic and billary damage scoring

=

experimental cholestasis model experimental cholestasis model+CM101




