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Research Progress on the Mechanism of Berberine on Hepatocellular Carcinoma Cells
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Abstract: Berberine, an isoquinoline quaternary ammonium alkaloid extracted from Huanglian
( Coptidis Rhizome ), exhibits anti—liver cancer properties by targeting multiple pathways. Its anti—
hepatoma mechanism involves inhibition of cell proliferation, apoptosis induction, prevention of epithelial—
mesenchymal transition, suppression of migration and invasion, promotion of autophagic cell death, cell
cycle arrest, and inhibition of angiogenesis. This review summarizes recent literature on berberine's efficacy
against hepatoma cells, highlighting challenges such as poor solubility and low bioavailability. Novel dosage
forms are recommended to enhance berberine's therapeutic potential. Future research should focus on

elucidating berberine's mechanisms and developing innovative anti—liver cancer therapies.
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FNHIA T3 B 16 PCLAR G O S8 E T
KA AT HE

BWL,EE, T&E, BEEHE, BiEm', aEE, fER
(LERIFEHKS, BAIT BRE 150040; 2. BEATFELZAFWES —El, BAIT %/ARE 150040)

E ANRE 37 A (EARKSE ) P AL BANE 8 %, F R T AR R e s 5T o B BRI BRA
A A (percutaneous coronary intervention, PCI ) RKJG B £ S 423 9 FHIE % B 408 fu it . % X F 428 T U0 JLF 5 A 4b
[B3E &7 By 6 PCIARJG & SR 69 M R AL Bole AR K AT 0 i & o st 4R K B 77 @1 , AR B AE B 37 Ak 4% 40 5 A2 B
F -k B (NF—k B) 12 5il¥% 225 R EE G5B MAPK )12 5 B35 54415 5185, B C R EE G (hs—
CRP ), & @fai% —18 (IL—-18 ). Ttk tm e ia 46 25 F —1 (SICAM—1 ) M BIHREEF o (TNF-a ) F S4 Xz
B F a9 KT K AR KA . EARBAAAG 7 @, AN AR 207 38 i E A B F E2 A8 5 B T 2/ HL AL R LA ( Nref2/
ARE )12 5 il %3 3% 3 B 2 A2 B AL AL B ( SOD ) &1, 38 m ) =55 ( MDA ) 38 5 3 BAL B AR A5 18 42 %
Foos WUF-FE R = AW B . R i T @, ANEAE B3 AR 95 3 A dn B R R R K B F (VEGF ) KT, 4% N R AR
m i EPCs ) 8 T #4243 PCI ARG Fih fo 5 6916 B AR # A s B8k, AT o ig 7 &, A FBiE B0 #k 4 7
£ IR T, AR AR BCE-PCI ARG BE W TG, LR EAANF @AM A )6 Sk 54N B9 5 0%
PCI ARG & LA AT AR KA AU BN R E I7 FF RS Fe A,

KR ANBIE 27 PCIARJG 58 80 AN o s VB LR A D3t R
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Mechanism and Related Research Progress of Buyang Huanwu Decoction (¥MHiZ 71{% ) in Preventing
and Treating Postoperative Angina Pectoris after Percutaneous Coronary Intervention

GAO Yu', LI Ping', YU Jinyu', ZHENG Yumeng', DOU Jinhang', YU Tingting', ZOU Guoliang’
(1.Heilongjiang University of Chinese Medicine, Harbin 150040, Heilongjiang, China;
2.The First Affiliated Hospital of Heilongjiang University of Chinese Medicine,

Harbin 150040, Heilongjiang, China)

Abstract: Buyang Huanwu Decoction (#MHIA T3 ) is a famous prescription recorded in Correction of
Errors in Medical Classics that tonifies Qi and promotes blood circulation. It is commonly used in the clinical
treatment of Qi deficiency and blood stasis syndrome. The syndrome differentiation of angina pectoris after
percutaneous coronary intervention ( PCI ) surgery often belongs to Qi deficiency and blood stasis. This
article reviews the mechanism and clinical research progress of using Buyang Huanwu Decoction to prevent
and treat postoperative angina after PCI in recent years. In terms of combating inflammatory reactions,
Buyang Huanwu Decoction can inhibit various signaling pathways such as NF- k B signaling pathway and
MAPK signaling pathway, and reduce hs—CRP, 1L.—18, sSICAM-1, TNF- « levels of various inflammatory
factors to exert anti—inflammatory effects. In terms of antioxidant damage, Buyang Huanwu Decoction
activates the Nrf2/ARE signaling pathway; Enhance SOD activity during reperfusion period, increase
MDA concentration and other antioxidant stress damage pathways to counteract the damage caused by
myocardial reperfusion. In terms of protecting blood vessels, Buyang Huanwu Decoction can increase VEGF
levels, slow down the apoptosis process of EPCs, promote the repair of damaged blood vessels after PCI,
and form new blood vessels. In terms of regulating blood lipids, Buyang Huanwu Decoction can improve blood
lipid levels, reduce blood viscosity, and improve the prognosis of patients after PCI. The article reviews the
above four aspects in order to provide reference and guidance for future research on the mechanism of action
and clinical treatment of Buyang Huanwu Decoction in the prevention and treatment of post PCI angina.
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