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Progress in anti-inflammatory and antineoplastic effect of caffeic acid
phenethyl ester by NF-kB pathway

MA Rui-li'?, XU Xiu-quan®, TANG Jian>, OUYANG Zhen'
(1. Department of Pharmacy, 2. Department of Pharmaceutical Engineering, School of Pharmacy,
Jiangsu University, Zhenjiang 212013, China)

Abstract; Caffeic acid phenethyl ester (CAPE), a small-molecule selective inhibitor of NF-kB from propolis,

exhibits anti-inflammatory, immuno-regulating, antitumor and antioxidant activities, with a good prospect of clinical

application. CAPE inhibits TNF-a and activation of NF-kB induced by other media, and down-regulated concentrations

of TNF-at, IL-1B and other proinflammatory cytokines by suppressing the transcriptional activity of p65 subunit, NF-kB-

DNA binding action and other mechanisms. This review summarizes the progress in the anti-inflammatory, immuno-regu-

lating and antitumor pharmacology activity of CAPE based on the inhibition of NF-kB in order to provide reference for

further research and application of CAPE.

Key words: caffeic acid phenethyl ester; NF-kB; anti-inflammatory drugs; antineoplastic effect

Foundation item: The project supported by National Natural Science Foundation of China (81072985) ; and Jiangsu University Foundation for Advanced
Talent (10JDG050)
Corresponding author: TANG Jian, E-mail ; jt. u@ hotmail. com, Tel: (0511)85038201

(W B 2011-06-01 252 HIY. 2011-10-15)

(ORI STRE)



