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RFRE BOIRAS s SR S e UL S I K BRI % B (microvascular density, MVD) S5ZHZ1py
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la. VEGFEMVD/K ik s, #AZERAFGFE L (FHESHN13.054, 12973, 13.068, PIEH
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Inhibitory effects and mechanisms of Se-methyl selenocysteine on angiogenesis of rats with primary
liver cancer

DENG Yin-zhi', DING Jun’, ZHANG Jia-yao’, ZHANG Yong’, LI Jin-mao’, FAN Bin® (I.Department of
Gastroenterology, The Central Hospital of Enshi Autonomous Prefecture, Enshi 445000, Hubei Province,
China; 2.Department of Hepatobiliary Surgery, The Central Hospital of Enshi Autonomous Prefecture, Enshi
445000, Hubei Province, China)

Abstract: Objective To investigate the inhibitory effects and mechanisms of selenium-methylselenocysteine
(MSC) on angiogenesis of rats with primary liver cancer. Methods Total of 120 clean SD rats were selected
from Experimental Animal Center of Chongqing Medical University and divided into control group (30
rats), MSC low-dose group (30 rats) , MSC medium-dose group (30 rats) and MSC high-dose group (30 rats)
according to the random number table method. The rat model of hepatocellular carcinoma was established by
low-dose intermittent DNE method. Rats in low, middle and high doses group of MSC were administrated
with 12.5 mmol/L, 50 mmol/L and 200 mmol/L, the dosage was 5 ml/kg. The rats in the control group were
given equal dosage of normal saline, 5 times a week for 6 weeks. The levels of serum AST and ALT were
detected by automatic biochemical analyzer and the serum levels of VEGF and HIF-1a were detected by
enzyme-linked immunosorbent assay (ELISA). The pathological changes of liver tissues were observed. The
expression of VEGF and HIF-a in MVD and the tissues were detected by immunohistochemistry. Results The
serum levels of AST in the low-dose MSC group was the highest and the serum levels of ALT in the control
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group was the highest. There were statistically significant differences in serum AST and ALT levels among the
four groups (F = 13.057, 12.991; P = 0.015, 0.023). The levels of HIF-1a, VEGF, and MVD of rats in control
group were the highest and had statistically significant differences among the four groups (F = 13.054, 12.973,
13.068; P = 0.029, 0.014, 0.032). The expression of VEGF and HIF-1a in liver tissue of middle and high dose
groups of MSCs were significantly lower than those of the control group (y* = 13.521, 14.205; P = 0.042, 0.033).

Conclusion MSC can effectively inhibit the neovascularization in rats with primary liver cancer, and the

mechanism may be related to the inhibition of HIF-1a and VEGF expression in primary liver cancer by MSC.

Key words: Liver cancer, primary; Selenium-methylseleno-cysteine; Neovascularization; Rats
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