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Effect of RCG on the Expression of VEGF in Mice with Malignant Melanoma
GUO Bin', SUN Yan®(1.The First Affiliated Hospital of Liaoning Medical University, Liaoning Jinzhou 121000,
China; 2. Liaoning Medical University, Liaoning Jinzhou 121001, China)

ABSTRACT OBJECTIVE: To study the effect of ray cartilage glycosaminoglycans (RCG) on the expression VEGF in mice with
malignant melanoma. METHODS: Malignant melanoma model mice were induced by inoculating cell via subcutaneous tissue of
their right armpit. The experimental mice were divided into model group(constant volume of normal saline), CTX group (intraperito-
neal administration, 60 mg/kg) and RCG high-dose, medium-dose and low-dose groups (gastric lavage administration, 500, 250,
125 mg/kg). CTX group was given medicine once a week, and other group once a day, for 21 consecutive days.The growth of tu-
mor was observed and the inhibitory rate of tumor was measured; the mRNA and the protein expression of VEGF were detected re-
spectively with RT-PCR and Western blot. RESULTS: Compared with model group, inhibitory rates of primary tumor in RCG
groups increased significantly, tumor weight decreased significatly (P<<0.01) ; the gene expression and the protein expression of
VEGF in RCG groups lowered significantly (P<<0.01). CONCLUSION: RCG could effectively inhibit the growth of malignant mel-
anoma in mice, which was probably related to that RCG inhibit the gene expression of VEGF and the protein expression of VEGF.

KEY WORDS Ray cartilage glycosaminoglycans; Malignant melanoma tumor; VEGF
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Tab 1 Effects of RCG on the weight of tumor and inhibition
rate in model mice(x+s, n=8)
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Fig 1 The mRNA expressionof of VEGF in mice with
malignant melanoma
1.model group; 2. RCG low-dose group; 3. RCGM medium-dose group;
4.CTX group; 5. RCG high-dose groupM.mark
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Tab 2 The mRNA expression and protein expression of
VEGF in mice with malignant melanoma(x+s, n=8)
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SRR R P<0.01

vs.model group: *P<<0.01
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Fig 2 The protein expression of VEGF in mice with
malignant melanoma
1.model group; 2. RCG low-dose group; 3. RCGM medium-dose group;
4.CTX group; 5. RCG high-dose group
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Effects of Cuimian Prescription Decoction on mRNA Expression of GABA, Receptor in Hippocampus of Mice
HUANG Xiao-wu', FENG Hui’ (1.General Hospital of PLA, Beijing 100853, China; 2.Clinical Department of
Zhantan Temple, Headquarters of General Staff, Beijing 100034, China)

ABSTRACT OBJECTIVE: To study the Cuimian prescription on mRNA expression of GABA. receptor in hippocampus of mice.
METHODS: Mice were divided into 3 groups, i.e. blank control group (equal volume of distilled water) group, diazepam (2 mg/
kg) group and Cuimian prescription decoction (2 g/kg) group. mRNA expression of GABA, in hippocampus of mice was detected
by RT-PCR techniques. RESULTS: Compared with blank control group, mRNA expression of GABA, in hippocampus of mice in-
creased in Cuimian prescription decoction group. CONCLUSION: Cuimian prescription decoction has edative and hypnotic effects
by increasing the gene expression level of GABA-a. receptor.

KEYWORDS Real-time PCR; Cuimian prescription; GABA, receptor
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