PRI 2021 4F 1 A 25 HAS 39 &4 1 Y]
Journal of Pharmaceutical Practice, Vol. 39, No. 1, January 25, 2021 9

a5
Bt

BSRENMEEREENHTRTHE

9%

TR ERAEL G B QLI IR KR M B BE 253, TR FRN 2156005 2. 1 B K255 b, i
200433)

[HE]  #% K (baicalein, BE) 2RI T B 5 TR P AA BT, 7450 LR T 2R IL A5 Y, BA ZFh 255
WPE. Horh, B R AU AR HISZ 202 B 5T, B AT LAE 5 S 4 0 TR 2, S e dRg i A n, TS BR R RS
KAAFHUMRAEI o S5 T AFAR R N AMITTEBAR, X 8825 3 AT R 41 B ML BT TV — 23k, S SHRIT R B Y
PUMRE 25 5 SIS .

[XBIA] 455 PUBE; L

[FEDES] R285 [xEkizsRE] A

[DOI] 10.12206/j.issn.1006-0111.202004030

[XEHS] 1006-0111(2021)01-0009-04

New advances in baicalein's antitumor effects and mechanisms
DONG Jiaxiao', JIN Yongsheng’, CAO Ying'( 1. Department of Pharmacy, Zhangjiagang Hospital Affiliated to Soochow
University, Suzhou 215600, China; 2. School of Pharmacy, Naval Medical University, Shanghai 200433, China)

[ Abstract]

polyhydroxyflavonoid in structure and has many biological activities. Among them, the antitumor effects of baicalein have received

Baicalein (BE) is an active ingredient derived from the root of Scutellaria baicalensis Georgi. It is a

widespread attention. It exerts anti-tumor effects by inducing tumor cell apoptosis and invasion, inhibiting tumor angiogenesis, and
eliminating free radicals. This article reviews the most recent research works of baicalein in its anti-tumor effects and mechanisms.
It is aimed to provide a theoretical basis for the search and development of potential new anti-tumor drugs.
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