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Study on Protective Effects of Pericarpium Trichosanthis Extract on H9¢2 Myocardial Cells Injured by
Hypoxia/Reoxygenation and Its Mechanism
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Science and Technology, Liaoning Benxi 117004, China; 2. Pharmacy College, Liaoning University of TCM,
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ABSTRACT OBJECTIVE: To study the protective effects of Pericarpium Trichosanthis extract(TPE) on H9¢2 myocardial cells
injured by hypoxia/reoxygenation(H/R). METHODS: H/R injury model of H9¢c2 myocardial cells was established by using sodium
dithionite (Na,S,0,) as chemical hypoxia agent. The modeling conditions of different concentrations of Na,S,0. (0.625-10 mmol/L)
and different time of hypoxia (10-60 min) and reoxygenation (2-8 h), as well as the concentration of TPE (12.5-400 pg/mL) were
screened. The cultured H9¢2 myocardial cells were randomly divided into normal group, model group, TPE different dose groups
(TPE low-dose, medium-dose and high-dose groups, 25, 50, 100 pg/mL) and positive control group (quercetin, 25 pmol/L).
They were pre-treated with relevant medicine for 24 h, and then H/R injury model was established. Cell viability was measured by
MTT assay. The levels of LDH, CK-MB, SOD and MDA in cells were tested by ELISA. Apoptosis of H9¢2 myocardial cells were
observed by flow cytometry. Western blotting was used to detect the protein expression of Bax and Bcl-2 in cells. RESULTS: The
condition of H/R injury modeling included modeling concentration of Na,S:0, 2.5 mmol/L, hypoxia time 30 min, reoxygenation
time 4 h. 12.5-400 pg/mL TPE showed no toxicity to H9¢2 myocardial cells. After treatment, compared with blank group, survival
rate and apoptotic rate of H9c2 myocardial cells in model group were increased significantly; the levels of CK-MB, LDH and
MDA were increased significantly, while SOD level was decreased significantly; protein expression of Bax and Bax/Bcl-2 ratio

were increased significantly, while that of Bcl-2 was decreased significantly (P<<0.05 or P<<0.01). Compared with model group,

above changes of H9c2 myocardial cells were reversed in all
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dose groups of TPE (P<<0.05 or P<<0.01). CONCLUSIONS:
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inhibit the cell apoptosis.
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Establishment of HPLC Fingerprint, Cluster Analysis and Principal Component Analysis of Capsicum
annuum

FENG Hua', WANG Xiangpei’, WANG Shijun', ZHENG Huangya', ZHANG Qiang' (1. TCM Section, Zunyi
Institute for Food & Drug Control, Guizhou Zunyi 563002, China; 2. School of Pharmacy, Guiyang College of
TCM, Guiyang 550002, China)

ABSTRACT OBIJECTIVE: To establish HPLC fingerprint of Capsicum annuum, and to conduct cluster analysis and principal
component analysis. METHODS: HPLC method was adopted. The determination was performed on Agilent Cis column with mobile
phase consisted of methanol-0.2% phosphoric acid solution (gradient elution) at the flow rate of 1.0 mL/min. The detection
wavelength was set at 235 nm, and column temperature was 30 °C. The sample size was 15 uL. Using capsaicin peak as reference,

HPLC fingerprints of 15 batches of C. annuum from different production areas were determined. The similarity evaluation of
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