5518 455 19 ) Hh 5 3 5 5 5 2 Vol. 18,No. 19
2012 4F 10 A Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2012

B TR BRI A el 28 2 o e ) T T e

B R, ALHTAR R AR
(B3 XFH_WEBERAZIF,EHT  330006)

[HE] RIS LG b 5 25 75 20 vh 43 B3 00 AL 5 B0 R B4, 32 AL il L =l A%kl A s, A
RERD BU AR B bR A M AR ) SR R T TR A T AR rh R 0 T TR 2 R A M AT 3 LR -0y A A P R b g
M BE AR . HAEH S MESCE T A Bel2 2 M T84 1 Bax X H + NF-xB (%35 & N I Ras/Akt il Ras/ERK {55 %%
3 T8 5 PR AN MR T 5 BN RINA A T 5 S 0 M 00 40 P e 0 B ¥ 386 B A 5 300 I A P R A0 A (EC) Y I P B A K
T (VEGF) Z R FEAL EC (358 T4 B /NG (T 18 RE 7 300 4 Fol Jed i 487 26 1 S5 DL AT 56 o TR AT 98 37 2 T B IR 1 A= 4 4 0
R AF HUHN A B B 25 BALH . SR O ) AR 2 A R A Y A

[k@iR] MMERTE; HAH; FOBPE; SA%aR

[HE4EE] R285.5 [ Ek4RIRAD] A [XZHE] 1005-9903(2012)19-0325-04

Research Progress in Researches on Inhibition of Glioma
by Monomers Isolated from Tripterygium Wilfordii

LI Jian-bin, ZHU Xin-gen, CHENG Zhu-jue”
( Department of Neurosurgery, the Second Affiliated Hospital of Nanchang University , Nanchang 330006, China)

[ Abstract | Monomers isolated from Tripterygium Wilfordii are mainly chemical compositions including two
terpene, three terpene, half terpene, alkaloids, etc. The monomers show effectiveness in suppression of
autoimmune diseases as well as anti-inflammatory and antitumor activity. Recent reports in the literatures show that
triptolide and celastrol isolated from Tripterygium Wilfordii could inhibit glioma growth by ways of tumor cell
apoptosiss, inhibition to tumor cell proliferation and differentiation and refrainning tumor angiogenesis in a dose-
effect manner. The mechanism involves regulating expression of Bcl-2, Bax, NF-kappa B and down-regulating
Ras/Akt and Ras/ERK signal pathways. They could reduce the RNA polymerase transcription and lower the
vascular endothelial cells ( EC) proliferation, transference, and the ability for forming small tube by inhibiting
vascular endothelial growth factor ( VEGF ) receptor. The studies on bio-responses and the related molecular
mechanism of the monomers will certainly help to illustrate the pharmacologic mechanism of actions. The future
emphases will be the development of new monomers with high efficacy and low toxicity.
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