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* Previous studies? have shown cyclophilin (Cyp) inhibitor drugs can
prevent development of fibrosis. It is unknown which Cyp family
member(s) is the cause.

* Cyclophilins are a family of peptidylprolyl isomerases with diverse
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whether it is regulated by CypB. Further investigation is
required to confirm these findings.
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is a potent inducer
of liver fibrosis

* CCl, with western
diet (HFD), reliably
produces many
features of
NAFLD/NASH in
mice.3

* Comparing wild-
type (WT) mice to
Ppib (CypB)
knockout (KO) mice
reveals a necessity
for CypB in liver
fibrosis.

here.

Birth of pups, select for males

Wean and age for 10 weeks

Start ad libitum normal chow and water OR “western diet” (HFD)
with 21.1% fat, 41% sucrose, and 1.25% cholesterol by weight and
high sugar solution (23.1g/L fructose and 18.9g/L glucose)
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* CypB KO prevents the development of fibrosis in this model of CCl,-accelerated
NAFLD/NASH.

* This suggests CypB inhibition is a viable target for the treatment of fibrotic NAFLD/NASH
and is in agreement with previous studies which showed global cyclophilin-inhibitor
drugs had similar effects.

* Future studies include determining the mechanism(s) of action of CypB KO in preventing
fibrotic deposition. Furthermore, it must be determined whether the role of CypB in the
unfolded protein response or the induction of Bmp7 play roles in this process.
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