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FhAFRE (sorafenib) {EARAIEATEE (hepatocellular carcinoma,HCC) REENATFRI—EZMIE iZNATIE
R, PAMERD HCCREXNRAAFRIST I SEIRART R E, REEMERZIRIRRSEIG RIS, HR
ANARZRAFRCTIZSHS], RN T EFE AT NIEEEEER N, &HARAN,
PI3K/AKT/mTORESIBIRERNAFRMZNEIFREZIFRA, A3TSMPISK/AKT/mTORESIBIEHMEMEE
5. 54BN, FEMEBERETFHEHEILE. SRAS/RAF/ERK/MEK(S SIBES 3B R EEH ER2- BRI
FIVNoE, REERNAFERT FARMAFET MG, AR—EHRET RR TR EZR M
sl

Sorafenib has been widely used as a first-line drug for HCC targeted therapy, however, some patients with
HCC have poor clinical efficacy because of sorafenib resistance, and the experiment sorafenib combined with
other targeted drugs has no breakthrough.Therefore, it is important to study the mechanism of sorafenib
resistance and reverse sorafenib resistance to improve the prognosis of HCC treatment.Recent studies have
found that the PI3K/AKT/mTOR signaling pathway plays an important role in sorafenib resistance.This article
will start from PI3K/AKT/mTOR signaling pathways promoting tumor angiogenesis, participating in cell
autophagy, inhibiting tumor cell apoptosis and promoting tumor cell proliferation, cross-link
RAS/RAF/ERK/MEK signaling pathways and promoting epithelial-mesenchymal transition and other aspects
outlined its mechanism of drug resistance in sorafenib treatment of primary HCC, providing research directions

for the further development of new drugs for the treatment of primary liver cancer.
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