kb % FEBLETHRELNS FNHRLATESD 2661

. Bk DOI: 10.12449/JCH251231

HFaEvs iy 5t MAFMERE R 5 T-HLR B HGy i )

Akda, £ H
HAREA K F BT EER, T AR LA, L7 100069
BATE A A5, renfeng7512@ccmu.edu.cn (ORCID 0000-0001-7736-8637)

BE: FRBE—XHESMBFRZSEHARNKIEEEBIHBREERNTNIERESE, S AXBRER™ERH.
BATHRBABIGIESR, ABRENMRT RS, BB U7X, B2 IRRATr S R s . FFIEE £ E 0 TR Xt
RENEENS, EHRBEERCANINABREZ —  EHRBNEAFNET A EEXEENER. FEBLEERE
SR, FHREMABRAEAFINEXRFHEELER, BEEEARENESEBE, HEHIFAREESAREE, AXRSKE
RTHRBEEFZBRHNDFE,RIE T IL-6. INF-a Fl HGF M E F I R B X E S @B A IET FF MRS EMA LR
BEERHNERER, UERAREBESE THREBRERET BN, A—SPHRARETHNFEBEEMARERSE,
KW FIERS; FELE; G5B

E€TH: ExEARFESTNA (81770611,82002243) ; t RE AN FE S NI T TR EH S AW ESTAE
(KZ202010025035) ; H&# PAAXBRBFEIME SR E (F%2020-1-1151) ; ;e EHREIT“ G #BIGRIZSTHEATR

K RS8R A7 & MR & (2191100006619096, Z191100006619097) 5 L R BB B IE b * B & "I X T WA % % B
(QML20201702); dt R EER“BIE" AZ TR/ (DFL20221503) ; S EXR AT AR AAFERINAE (ZRHE L A-02-13)

Molecular mechanisms of liver regeneration and its therapeutic potential in the context of liver failure
ZHU Xianru, REN Feng

Beijing YouAn Hospital , Capital Medical University , Beijing Institute of Hepatology , Beijing 100069, China
Corresponding author: REN Feng, renfeng7512@ccmu.edu.cn (ORCID : 0000-0001-7736-8637)
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and is caused by various pathogenic factors, posing a serious threat to human health. Due to the complex pathogenesis, high
incidence rate, and high mortality rate of liver failure and a lack of effective treatment methods, the treatment of liver failure
remains a global challenge and a difficult issue. As an important mechanism by which the liver responds to liver injury, liver
regeneration is one of the key factors for successful treatment of liver failure patients and plays a vital role in the development and
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transcription factors, which jointly promote hepatocyte proliferation and tissue repair by activating various signaling pathways. This
article systematically reviews the molecular mechanism of liver regeneration in liver failure,, emphasizes the key role of cytokines
(such as interleukin-6, tumor necrosis factor-a, and hepatocyte growth factor) and related signaling pathways in regulating
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Figure 1 Main signaling pathways related to each phase of liver regeneration during liver failure
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