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Effects of Hyperoside on the Apoptosis of Endothelial Cells Due to High Glucose and Oxidative Damage

WU Wei', YU Cai-ping', LI Zhuo-heng', LIU Ling®, MENG De-sheng' (1.Dept. of Pharmacy, The Third Affiliated
Hospital of Third Military Medial University, Chongqing 400042, China;2.Dept. of Medical Statistics, Third Mil-
itary Medical University, Chongqing 400038, China)

ABSTRACT OBIJECTIVE: To study the effects of hyperoside(HP) on the apoptosis of endothelial cells due to high glucose and
oxidative damage. METHODS: Endothelial cells were cultured in vitro and divided into normal cells, normal+HP, high glucose in-
jury, high glucose+HP, H:O. injury and H.O. injury +HP groups. MTT assay was used to determine the activity of endothelial
cells, and RT-qPCR method and Western blot assay were adopted to detect mRNA and protein expression of Bcl-2 and Bcl-2 relat-
ed X protein (Bax). RESULTS: Compared with injury group, the injury of endothelial cells relieved significantly in high glucose+
HP group and H.O: injury +HP group(P<<0.01). mRNA and protein expression of Bcl-2 increased significantly in high glucose+HP
group and H:O, injury +HP group (P<<0.01), while the mRNA and protein expression of Bax decreased significantly (P<<0.01).
CONCLUSION: By inhibiting the expression of Bax and up-regulating the expression of Bcl-2 , HP can antagonize apoptosis of en-

dothelial cells due to high glucose or oxidative damage. HP has a protective effect on DR vascular endothelial cells.
KEY WORDS Hyperoside; High glucose; Oxidation; Apoptosis;Bcl-2;Bax
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Fig2 Protein expression of Bcl-2 and Bax in endothelial cell

1.H:O, +HP group; 2.H.O. injury group; 3. high glucose +HP group; 4.

high glucose injury group; 5. normal cells+HP group; 6. normal cells

group
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Experimental Study on Antagonizing Type | Hypersensitivity Effect of Water-extract of Breynia fruticosa
PENG Wei-wen, DAI Wei-bo, MEI Quan-xi, GAO Yu-qiao, LIN Hui,HU Ying, ZHANG Wen-xia(The Affiliated
Zhongshan Municipal TCM Hospital of Guangzhou University of TCM, Guangdong Zhongshan 528401, China)

ABSTRACT OBIJECTIVE: To investigate the pharmacological effect of water-extract of Breynia fruticosa antagonizing type I hy-
persensitivity. METHODS: Endogenous and exogenous histamine experiments were divided into blank control (constant volume of
distilled water), chlorphenamine maleate (4 mg/kg), water-extract of B. fiuticosa high-dose, medium-dose and low-dose (18, 9,
4.5 g/kg) groups. They were given medicine intragastrically once a day for consecutive 5 days. Paroxysmal skin pruritus mice mod-
el was induced by injecting with 0.025% low molecular dextran (1.25 mg/kg) via tail vein 1 h after last medication. The frequency
and time of paroxysmal skin pruritus attack were recorded within 30 min. 1 h after last medication, 0.1% histamine phosphate (0.1
ml/10 g) was injected intracutaneously on wound surface of abdominal middle region in mice. The permeability of capillary vessel
was observed. RESULTS: Compare with blank control group, the frequency and duration of paroxysmal skin pruritus attack were
decreased significantly, while the permeability of capillary vessel was decreased apparently in water-extract of B. fiuticosa
high-dose, medium-dose and low-dose groups (P<<0.01 or P<<0.05). CONCLUSIONS: The water-extract of B. fiuticosa could re-
strain type I hypersensitivity by suppressing release of histamine.

KEY WORDS  Breynia fruticosa; Water extract; Type I hypersensitivity; Histamine
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