FEER R IR 2021 455 43 455 5 W] (Journal of Dalian Medical University Vol. 43 No. 5,2021)

451

= %) DOI.10. 11724/jdmu. 2021. 05. 14

T B AE AR IRS PR GV E 9 - i 7

BAL BRI AN A m, e R
(L P PR BE 2% BFG0A B 1 T B 530008 2. J° 70 s B 254 % I T i B2 B2 WS R) .1 6 35 530011)

[ME] #8HY5 BB (nonalcoholic fatty liver disease, NAFLD) % £ % 55 , I 4 48 2 T o
R AR E IR BT R ALR D S F R O BRIk R A R RAE . SRR A BT R AR S A BT R R 69
FTERE,BIETFEL TRA S FRE I b & TR ARG, T A LR mIE = £ ¥ w, Lt
NAFLD #t & ZAT 2, BT AETRTH/ AN E R A £, KX A2 H 5 NAFLD 69 X 2 .42 &
%5 NAFLD s 7% it & #9 AL#] A B NAFLD 442 809 6 77 AT 45 18,

[RIA] 2 B M A8 B M AT 9% 5 4% A8 385 AL

[(hEHEKS] R57 [xHtiREB] A XEHS1671-7295(2021)05-0451-05

Role of iron overload in nonalcoholic fatty liver disease
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[ Abstract | Iron overload is closely related to non-alcoholic fatty liver disease (NAFLD). Hepatic iron overload
can be divided into primary and secondary causes. Serum ferritin and nuclear magnetic resonance imaging are
routinely used to evaluate it. Iron, as an important factor in the progression of liver damage and liver disease,
causes liver damage by putting the liver in a state of oxidative stress and increasing insulin resistance, and affects
a variety of immune cells, thereby promoting the progression of NAFLD to liver fibrosis. Treatment is based on
iron removal therapy/antioxidant application. In this article, we will summarize the relationship between iron o-
verload and NAFLD, explain the mechanisms of iron overload involved in the progression of NAFLD disease,and
summarize the treatment of iron overload in NAFLD.
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