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Near future treatments for HCV

DAA, direct-acting antivirals

IFN
containing
regimens

IFN-free regimens
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Histologic features of hepatitis C ==
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1. Lymphoid follicles
2. Bile duct damages

3. Steatosis (fatty change)

core protein in the liver

steatosis
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Table 1 Biochemical and pathological characteristics of animal models of nonalcoholic fatty liver disease/nonalcoholic
steatohepatitis
Model Obesity Inslin ressance_ Steatosis Steatohepatits Fibrosis
No (decreased ad Yes Yes Yeu
Ob/ob mice Yes Yes. Yes. No (does not devel No (resistant to_
“pontaneously) )
Db/dbmice Yes Yes Yes v’
spontaneouy) spontanously)
KK-A”mice Yes Yes Yes No (does not develop__ No (doos notdovalop.
“pontancorcly) “pontancously)
PTEN null mice No No Yes Yes Yes
PPAR- knockout mice No No No (tentosis No No
occurs i the
starved state)
40X mallmice No No Yes Yo No
MATLA null mice No No Yes Yes Yes
Ne Yes Yes (severe) Yes.
TTdadpe) T resistance
Highfot Yes Yes Yes Yes mild) Yes
Yes Yes Yes
(atherogenic diet) sesstance
Fructoze No Yes Yes No/¥es No
protein; PTEN: ton 1040% dase;
WIG May 21,2012 | Volume 16 | Issue 19 | 0
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