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Effect of Iridoid Glucosides from Boschniakia Rossica on rat
models of diethylnitrosamine-induced hepatocarcinomat*

Xiang-dan Cui', Feng Zheng', Jie-bo Zhu!, Ji-shu Quan? Xue-zhe Yin'
(1. Yanbian University Hospital, Yanji, Jilin 133000, China; 2. Yanbian University Medical
School, Yanji, Jilin 133000, China)

Abstract: Objective To investigate the effect of Iridoid Glucosides from Boschniakia Rossica (IGBR) on
apoptosis and the expression of p53 and Bcl-2 proteins. Methods A total of 132 Wistar male rats were
randomly divided into control group, model group, positive control group and IGBR group. DEN was
administered once by intraperitoneal injection (0.2 g/kg), then through drinking water (0.05%) for the rest of
experimental duration in each group except for the control group. Animals from the positive control group was
injected with 5-FU 3 times per week (0.025 g/kg). Rats in the IGBR group were treated intragastrically with
IGBR daily (0.5 g/kg). Animals were sacrificed on 12, 20 or 28 weeks post insults. Pathological alterations and
apoptosis of liver cells were observed and expression of p53 as well as Bcl -2 were determined by
Immunohistochemistry and Western blot. Results Compared with the control group, the enlarged and deeply
stained nuclei, hepatocellular degeneration, dysplasia and cancer cell were observed in the liver tissue of the
model group. Apoptotic hepatocyte showed cytoplasmic and nuclear shrinkage without nucleolus.
Immunohistochemistry results showed that p53 and Bcl -2 positive signals were mainly distributed in the
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cytoplasm of atypical hyperplasia and carcinoma. Expression of p53 increased while Bcl-2 decreased in the
IGBR group as well as the positive control group significantly compared with the model group (P<0.05). No
obvious differences were observed between the IGBR group and the positive control group (P > 0.05).
Conclusions Hepatocarcinoma is closely associated with apoptosis, and IGBR inhibits DEN -induced
hepatocarcinoma through mediating p53 and Bcl-2 pathway.
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