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CN (n = 103): cognitively normal
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Hepatology. 2017 Apr;65(4):1393-1404.
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(Metabolic dysfunction-
associated steatotic liver
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(Metabolic dysfunction-
associated steatohepatitis)
with Inflammation

t®

#Q@@@

//o.e\
e
\.o/'

CASP-8 CCL20 CTS
(Apoptosis) (Inflammation) (Immune Response)

INCREASED: Reflecting Apoptosis,
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LIVER PATHOPHYSIOLOGY IN MASH & HCV INFECTION: MOLECULAR INTERACTIONS AND LIPID ALTERATIONS

MASH PROGRESSION (Liver progression to MASH)
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