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' Bloated hepatocyte \
Displaced nucleus
P — Large droplets ~ ofthe
‘ of fat US population

NAFLD

In NAFLD, hepatocytes
accumulate excess fat, a
process known as steatosis.
Such fat can come from the
diet, be made in the liver or
be released by

insulin-resistant fatty
(adipose) tissue.

Fatty liver

NASH

If accumulated fat causes

stress and injury to hepatocytes,
non-alcoholic steatohepatitis
(NASH) develops. Already-
bloated hepatocytes swell
further and start to die, causing

inflammation. Scarring (fibrosis)
occurs as collagen fibres replace
dead cells.

AR

Over the years or decades, dead
hepatocytes are broken down
and scar tissue accumulates,
which stiffens the liver and
impairs its function. Known

as cirrhosis, this can lead

to liver failure and an

increased risk of liver

cancer.

Collagen

fibres Up to

of people
with NAFLD
will develop
Inflamed, NASH?

dying

hepatocyte E
Crarring Un fﬂh

Fatty, inflamed liver

Scarred and
shrunken liver

Nature. 2017 Oct 11;550(7675):5102-S103.



NASH : Non-alcoholic steatohepatitis

(GEZILa—)VIERERATERF ) & (3 ?
% : 19804E. Ludwig SHERERE (—) (CBEINS I FHaRk

FREN 7L —)VIERFR (ISR U TZAE & S

2l (1) SFEBEE THD L

(2) ke ZIFER C L 3B RS AT 2
(3) MMDRRC KD EEZEZ8HTRN &

FERRET : AEE, 2BUEFRSS, mPS E22¥
(Hﬂmdbxls'?l'\')

¥ - SHOEKICHEITDANASHEE (FHI1008 AITIET D
EDIHREBDD.




NASH®D/REE SR

1. FifilaDIEALZE 1%

2. iIFhiRkZEEH LT D
i ERE=NE

3. HODiRHE

; : -“u '
A AR D
AR ERAE




Hepatology 2005;41:1313-1321.
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