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Effects of Shugan Jianpi Jiedu Formula on Angiogenesis of Breast Tissue in Breast Cancer Rat

Model with Precancerous Lesion of Liver Qi Stagnation Syndrome
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(1. Hunan University of Chinese Medicine, Changsha, Hunan 410208, China; 2. The Affiliated Hospital of Hunan
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(Abstract] Objective To study on effects of Shugan Jianpi Jiedu Formula on microvessel density (MVD), vascular
endothelial growth factor (VEGF) and breast tissue structure in breast cancer rat model with precancerous lesion of liver Qi
stagnation syndrome, so as to explore its mechanism in prevention and treatment of breast cancer. Methods The breast cancer
rat model with precancerous lesion of liver Qi stagnation syndrome was prepared by intragastric administration of dimethyl
benzanthracene and tail clamping method. The rats were randomly divided into a model group (distilled water), a
Chinese materia medica group (Shugan Jianpi Jiedu Formula 10.35 g/kg), a tamoxifen group (2.0 mg/kg) and a blank
control group (n=10). Paraffin sections of breast tissue were prepared for pathological observation. MVD and VEGF expressions
in breast tissue of rats were detected by immunohistochemical method and Western—blot. Results Immunohistochemical results

showed that compared with the model group, atypical hyperplasia of breast tissue in the Chinese materia medica group and the
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tamoxifen group was decreased, breast tissue MVD and VEGF levels were decreased, and the differences were statistically

significant (P<0.05). The MVD and VEGF levels in the Chinese materia medica group were slightly lower than those in the

tamoxifen group, and there was no statistical significance in the difference (P>0.05). Western—-blot results showed that compared

with the model group, atypical hyperplasia of breast tissue in the Chinese materia medica group and the tamoxifen group

was decreased, breast tissue MVD and VEGF levels were decreased, and the differences were statistically significant (P<0.05).

The differences of MVD and VEGF levels between the Chinese materia medica group and the tamoxifen group were not

statistically significant (P>0.05). Conclusion Shugan Jianpi Jiedu Formula can decrease atypical hyperplasia tendency in breast

tissue for precancerous lesions of breast cancer to a certain extent, and the mechanism may be related to the decrease of

VEGF level, and the inhibition of angiogenesis.
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