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Bioassay-guided Isolation of Antitumor Compounds from Derris trifoliate Lour and
Their Interaction with DNA
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University of China, Qingdao 266003, China

Abstract:

Two antitumor compounds, tephrosin(1l) and rotenone(2), were acquied by bioassay-guided isolation

from Derris trifoliate Lour. Compounds 1 and 2, assayed by SRB(Sulforhodamine B) methods, showed
antitumor activities against cell lines of HCT8, BEL7402, BGC823, A549 and A2780 in vitro with 1C_

values from 0.1 to 90.0 pmol/L. The interaction of the compounds with HS-DNA was investigated using
UV spectra and fluorescent spectra. The absorbance values at the UV max peaks of compounds 1 and 2
were reduced by adding HS-DNA while the intensity of fluorescent spectra of EB-HS-DNA were gradually
weaken following the increased amounts of compounds 1 and 2. It indicated that the mode of antitumor
activities of compounds 1 and 2 was relative to binding with DNA through intercalation mode.

Keywords: Derris trifoliate Lour; Antitumor compound; Bioassay-guided isolation; DNA interaction
We ki H 3] 2009-01-25 &[0 H 191 9 2% Ji kA H 3]

DOI:

He U H -

E K AR @S- 30572314). WMERAET HA LT NA LF R @S NCET-05-0600). [HZF}
FHEAE TAE T IR 4 (HES - 2007FY210500) il Ll ARG L35 HR s CE R KBTS il S 4 (tHE S - 03BS109) %
Bh.

WIEE : Bz, 5, W, #UR, WA, AR R A A R 25 T 5. E-mail:

changyun@ouc.edu.cn

e

2% LWk

[1]Hail N. J., Lotan R.. Apoptosis
[J], 2004, 9(4): 437—447

[2]Surh Y. J.. Nat. Rev. Cancer

p

AANEF AR LT
PubMed

7T e

S

Supporting info
PDF(327KB)
[HTML4X(]
(${article.html WenJianDaXiao}
KB)
2% HA[PDF]
2% R
MR 555 s it

A SR A
AT A5
NGV ER=gEiE
S AL
Email Alert
SCEE SR
B B B

AR AH I HE
g, PRI &Y BER DB

DNAfEH



[J], 2003, 3(1): 768—780

[3]Cheenpracha S., Karalai C., Chanita C. P.. Can. J. Chem.
[J], 2007, 85(12): 1019—1022

[4]FANG Yu-Chun(J7 E#%), ZHU Wei-Ming(R i #]), GUAN Yong-Guang(&7kJt), et al.. Periodical Ocean
Uni. China (" B K52 25 3R)
[J], 2008, 38(3): 401—403

[5]Skehan P., Storeng R., Scudiero D., et al.. J. Natl. Cancer Inst.
[J], 1990, 82: 1107—1113

[6]Ye H., Chen L., Li Y.. J. Chromatogr. A
[J], 2008, 1178: 101—107

[7]Ashok K. S., Ram P. S., Jogendra N.B., et al.. Phytochemistry
[J], 1982, 21(4): 949—951

[8]Ahmed M., Shireen K. F., Rashid M. A.. Planta Med.
[J]. 1989, 55: 207—208

[9]LIAO Qin-Xian(EZAD, LI Ai-Fang(Z%77), LI Zhao(Z¢#)]), et al.. Chem. J. Chinese Universities(&%%
2R 2R
[J], 2008, 29(12): 2531—2534

[10]YANG Yuan-Yuan(# i), ZHANG Zhi-Chao(7k&if8), SHENG Hui(#%#%), et al.. Chem. J. Chinese
Universities (75155 A RAL 24 2431
[J], 2008, 29(3): 453—457

[11]Ho Y. L.. Biochem. Pharmacol.
[J], 2004, 68: 1119—1124

[12]Hisashi M., Kazutoshi Y., Katsutoshi M.. Bioorg. Med. Chem.
[J]. 2007, 15: 1539—1546

[13]Kim W. Y., Oh S. H., Woo J. K., et al.. Cancer Res.
[J1. 2009, 69(4): 1624—1632

[14]Lee J. H., Lee D. H., Lee H. S., et al.. Oncology Rep.
[J]. 2008, 20(1): 129—134

[15]Cheenpracha S., Karalai C., Ponglimanont C., et al.. Can. J. Chem.
[J]. 2007, 85(12): 1019—1022

A H R R ABL ST

$e T8

| Mﬁﬂm|

EXR >R

B UERD I 3948

=
=l

&

Copyright 2008 by &35 # R AL 2 24



