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Research progress on mechanism of traditional Chinese medicine targeting
glucose metabolism in anti-hepatocellular carcinoma
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Abstract: Hepatocellular carcinoma (HCC), the most common pathological type of primary liver cancer, is characterized by high
malignancy and insidious onset, and is one of the malignant tumors of the digestive system that seriously threaten human health.
Metabolic reprogramming of tumor cells is a core biological feature that distinguishes them from normal cells, with abnormal glucose
metabolism being particularly prominent. Hepatocellular carcinoma cells often rely on aerobic glycolysis and other abnormal glucose
metabolic pathways to obtain energy and biosynthetic precursors, thereby maintaining their malignant phenotypes such as unlimited
proliferation, invasion, and metastasis. Therefore, targeting the core enzymes and key pathways of glucose metabolism for intervention
has become an important direction in the treatment research of hepatocellular carcinoma. Traditional Chinese medicine, with its
advantages of diverse components, wide range of action targets, and few adverse reactions, has shown great potential in targeting and
regulating tumor glucose metabolism. A systematic review of the pharmacological mechanisms by which traditional Chinese medicine
inhibits hepatocellular carcinoma through intervention in key links of glucose metabolism can provide theoretical basis and research
ideas for the development of new anti-HCC drugs.
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Fig.1 Dysregulated alterations of glucose metabolism in hepatocellular carcinoma
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Table 1 Mechanisms of active components from traditional Chinese medicine against hepatocellular carcinoma by inhibiting

glycolysis
D% KR Y FE YEFBL
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TR
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0.75. 1.50mg kg ()
wn
AR fEE Huh7. PLC/PRF/5. Hep3B  1.0. 25. 50umol-L? £ SYVNIN&
AHfL; PR A R AR R (4> 5 10, 20 PGAML {7 Z AL FAf
TNREREAAY mg kg Eh¥)
IR IR YriEEE  HepG2. Huh-7. Hep3B. 1. 2. 5. 10 umol-Lt miR-199at. HK2|.
LizLy] Hepal-6. H22 41fif3; Huh- (400> ; 10mgkg?  PKM2|
7 [N (€i7)D)
INGERLT] Wik HepG2 ZH/fl; HepG2 #RE. 100 umol-L* (ZH HK2|. GLUT1|.
FErE R H1) ; 10. 40 PKM2|. LDHA|. {iik
mg kgt (Zh¥D) T
HEHE  REEHEED ARUHSE HepG2 4Hfl; H22 faffid/Mil. 50 pmol- L2 (4HAR) ; GPl|. GPD2}
e 20. 50. 100 mg kg*

@

- LIRS |- A

t-upregulation/activation; |- downregulation/inhibition.
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Table 2 Mechanism of traditional Chinese medicine compound in inhibiting glycolysis and resisting hepatocellular

carcinoma
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