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Anti- inflammatory and Swelling —subsiding Action of Qingre Chubi Recipe and Its Influence on
Inflammatory Cytokines of Adjuvant Arthritis Rats

LI Jing'?, LIU Yingwan', SUN Weifeng', WANG Jing', ZHU Mingmin'*(1. Traditional Chinese Medicine Department,
General Hospital of Guangzhou Military Command of PLA, Guangzhou 510010 Guangdong, China; 2 Guangzhou
University of Chinese Medicine, Guangzhou 510405 Guangdong, China)

Abstract: Objective To study the anti—inflammatory and swelling—subsiding effects of Qingre Chubi Recipe(QCR) on
adjuvant arthritis (AA ) rats and to observe its influence on interleukin 18 (IL-1 8 ) and tumor necrosis factor alpha
(TNF-« ). Methods The AA rat model was induced by intradermal injection of Freund's complete adjuvant(FCA),
and then the corresponding drugs of QCR (in the dose of 22.4, 11.2, 5.6 g-kg™, respectively) , Meloxicam(0.746
g+kg™) were administrated to various medication groups and normal saline was given to the model group for 10 days
from experimental day 11. On experimental day 10, 14, 18 and 20, articular swelling and arthritis index were
measured. Enzyme-linked immunosorbent assay (ELISA) was applied for the detection of IL-1 3 and TNF-«a contents
in joint synovium of rats 24 h after the last medication. Results Compared with the model group, pedal swelling was
much relieved from experimental day 18(P < 0.05), arthritis index was much reduced from experimental day 14(P <
0.05), and IL-1B and TNF-a contents were decreased in QCR groups(P < 0.05), the effect being dose—dependently.
Conclusion QCR has anti-inflammation effect through relieving pedal swelling and arthritis index if AA rats, and
decreasing IL-1 3 and TNF-a content in AA rat joint synovium may be one of its therapeutic mechanisms.
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Table 1  Effect of QCR on secondary food swelling in AA rats
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Table 2 Effect of QCR on Al in AA rats
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Table 3 Effect of QCR on inflammatory cytokines in synovium of
AA rats
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Studied on Resveratrol in Inducing apoptosis of Nasopharyngeal Carcinoma CNE -1 Cells and Its
Molecular Mechanism

ZHAO Qing, TAN Yuhui, WU Yingya, ZHANG Guangxian, DU Biaoyan, XIAO Jianyong (School of Basic Medical
Sciences, Guangzhou University of Chinese Medicine, Guangzhou 510006 Guangdong, China)

Abstract: Objective To elucidate the effects of resveratrol on inducing apoptosis of nasopharyngeal carcinoma
CNE-1 cells and its molecular mechanism. Methods The viability of CNE-1 cells was detected by methyl thiazolyl
tetrazolium(MTT) assay, cell cycle profile was analyzed by PI single—staining flow cytometer and apoptosis of CNE-1
cells was analyzed by PI-AnnexinV double—staining flow cytometer. The expression level of target proteins was

examined by immunoblotting method. Results Resveratrol significantly inhibited the viability of CNE-1 cells in
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