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LA &b 3 () 40 B AE X RR
1.8 FitFESH

SR H SPSS 12.0 (SPSS Inc., Chicago, IL)#k {4, i
T4t . F A% ANOVA 212 5, H Scheffe
K. AR ER. N Two-tailed KA 5%
B35 = R
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ug/ml. 50 pg/ml)(¥) rBTI 4b# 24 h J5, H,, /& 41 g
RIFIHIZE(1 — LA I ME 7 X RSP EIME x100%)
S5 H 17.8% 27.3%. 43.6% F62.7%, B% rBTI
R PR 388 K6t H,, 40 A 38 B A BRI B

E20h
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Fig.1 Effects of rBTI treatment on H,, and 7702 cells (*P<
0.05, **P<0.01 vs 7702 cells)
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Fig.5 Activation of caspases by rBTI in H,, cells (*P<0.05,
**P<0.01 vs untreated cells)
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Anti-tumor Effects and Mechanism of Recombinant
Buckwheat Trypsin Inhibitor on H,,

Chong-Zhi Bai, Yu-Ying Li, Fang Li, Zheng Zhang, Zhuan-Hua Wang*
(Key Laboratory for Chemical Biology and Molecular Engineering of Ministry of Education,
Institute of Biotechnology, Shanxi University, Taiyuan 030006, China)

Abstract The aim of this study was to evaluate the in vitro anti-tumor effects of rBTI on hepatic cancer.
Apoptosis of the Hy, cell line induced by rBTI was identified by MTT assays, DNA electrophoresis analysis, mor-
phological observation of nuclei, the measurement of cytochrome ¢ and caspases activation assess. We found that
rBTI inhibited cell viability by inducing apoptosis, as evidenced by the formation of apoptotic bodies, and DNA
fragmentation. rBTI induced apoptosis was correlated with mitochondrial dysfunction, leading to the release of
cytochrome ¢ from the mitochondria to the cytosol, as well as the proteolytic activation of caspase-3, caspase-8 and
caspase-9. Our results suggested that one of the pathways rBTI-induced apoptosis in H,, cells was mainly mediated
by mitochondrial pathways via caspase-3. Moreover, rBTI could specifically inhibit the growth of cells of H,,
hepatic carcinoma in vitro with a concentration-dependent and time-dependent effect, but there were minimal
effects on normal mice liver cell.
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