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Abstract: Flavonoids baicalin is the main bioactive component extracted from Scutellaria baicalensis Georgi.
Baicalin has high medicinal value and shows extensive pharmacological effects including antitumor, antibiosis,
anti-inflammatory, antioxidation, neuro-protection, and significant potential in tumor treatment. Recent studies
have shown that baicalin suppresses the growth of many kinds of human cancer. The underlying mechanisms
include induction of apoptosis, induction of cell cycle arrest, inhibition of tumor metastasis, suppression of angio-
genesis, and so on. This article reviewed the research progress of baicalin on its antitumor pharmacology and possible

mechanisms at home and abroad, and provided the basis for its further research.
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Baicalin

Figure 1  Scutellaria baicalensis Georgi and the structure of

baicalin
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Advances in therapy by baicalin for cancer. JNK: c-Jun N-terminal kinase; Foxol: Forkhead box protein O1; BIM: Bcl-2 interacting

mediator of cell death; PKC: Protein kinase C; STAT: Signal transducer and activator of transcription; NSCLC: Non-small cell lung cancer;

SIRT1: Activation of the sirtuin 1 gene; AMPK: Adenosine monophosphate-activated protein kinase gene; PBK/TOPK: PDZ-binding kinase/

T-LAK cell-originated protein kinase; Akt: Protein kinase B; CDK: Cyclin dependent kinase; NF-xB: Nuclear factor kappa B; AML: Acute

myeloid leukaemia; PI3K: Phosphatidylinositol 3 kinase; IC;,: Half maximal inhibitory concentration

No. Indication Cell line IC,,/umol-L" (24 h) Target
1 Pancreatic cancer SW1990 <160 JNK/Foxo1/BIM
2 Liver cancer HepG2 & SMMC-7721 <40 Intrinsic caspase
3 Colon cancer DLDI1 & HCT-116 <40 Wnt
4 Cervical cancer HeLa & SiHa <30 PKC/STAT3
5 NSCLC H1299 <80 SIRT1/AMPK
6 Lung cancer H441 <400 (48 h) PBK/TOPK
7 Osteosarcoma U-2 0S <100 Akt/CDK4
8 Breast cancer 4T1 <40 NF-xB
9 AML HL-60 & HL-60/DOX <30 PI3K/Akt
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Figure 2 Antitumor activity of baicalin
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