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Nrf2/HO-1 signaling pathway in chronic liver diseases
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Abstract: Nuclear factor-associated factor 2 (Nrf2) is a key transcription factor that regulates the oxidative
damage and the expression of antioxidants by oxidizing the original (ARE) in cells. Under oxidative stress,
Nrf2 is activated and can induce the expression of antioxidant enzymes such as heme oxygenase-1 (HO-1) in
the downstream tissues. Nrf2 has a protective effect in liver injury, fatty liver, liver fibrosis and liver cancer
and other chronic liver disease through its anti-inflammatory, anti-oxidation and regulation of apoptosis
and other mechanisms. In this paper, the research progress of Nrf2/HO-1 signaling pathway in chronic liver

disease in recent years were summarized to provide the theoretical basis for exploring the pathogenesis of

chronic liver disease and finding new target therapy.
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AT KK T2 (nuclear factor erythroid
2-related factor 2, Nrf2) {EAN—FA M HTEITH
TEAE T NAR S PR AL 23, 2 o 45 4t il 8 AL B 4 1
ekt 3R U, @ ¥ Nrf2 5KelchFEFF A S0 4
MXHEH-1 (Kelch-like ECH-associated protein-1,
keap-1) & THBHN, & THHMRE, 4323
ANEAL N AR TS, Nrf2 5keap-1/# 55, # 5%
Fgfurz, A5 SPrEMY o (anti-inflammatory
response element, ARE) %5& 31 SH FiFPiA
el . A EALEE (superoxide dismutase,
SOD) , A ARF (catalase, CAT) . I &
J%EE-1 Cheme oxygenase 1, HO-1) A4t H K
M5 F4 g (glutathione S-transferase, GST) 2553
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F, [ElWF, SPRCiELHGHN T SODIEME, FSNAFLDA
PrALE R, Zeme AR 0Pt @y W R KR
RS, 3 AR I L A7 3 T T 2L R I 40t R
KB EA S B AR AN ATHO- 1 ik, KB


https://www.ncbi.nlm.nih.gov/pubmed/?term=Tanaka Y[Author]&cauthor=true&cauthor_uid=18281592

38 LRIk -

5 S 2/ BRI MDARIROS F# A%, Nrf2f1HO-1
KIEEZEFm, KU S B o] A U2 HENrf2/
HO- 1117 75y 28 38 M T 9852 280 A0 I 2 BT 350 B 452473
BeAh, BhrsERr, JRBRER AT A ESOD K
FREKROS EMDA, e dENrR2 BRI, I A%
S, HIMHO-115RIE, 3 — P38 5O0E ) B &
fig B AR
2.4 Nrf2/HO- 112 7@ 3& 5 AT F e qt. 2T 4Eql (liver
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(hepatocellular carcinoma, HCC) &3 E % W1
AR 2 — . FurfaroZE VR HINTf2/HO- 115 5
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