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Regulation of licorice flavonoids on cytokines mRNA expression and oxidation reaction
in mice with lung inflammation
GUAN Yan'? , XIE Qiang -min’
(1 Affiliated Sr Run Run Shaw Hospital of Medical College, Zhgiang University , Hangzhou 310016, China; 2. Zhdiang
Respiratory Drugs Research Laboratory of SFDA China, Zhgiang University, Hangzhou 310058 , China)

Abstract : Objective To study the mechanism of anti-inflammatory effects of licorice flavonoids (L F)
isolated from the roots of Glycyrrhiza uralensis (licorice) on lipopolysaccharide (L PS)-induced lung in-
flammation in mice. Methods Mice were intratracheally instillated with either L PS (4 mg/ kg) or saline.
At 6 or 24 h after L PSintratracheal instillation, pathological examination and bronchoal veolar lavage were
performed and the lung wet/ dry weight ratio as an index of acute lung injury was assessed. Then, the
numbers of total leukocytes, neutrophils and the activity of superoxide dismutase (SOD) and TNFe pro-
tein in bronchoalveolar lavage fluid (BAL F) were measured. L PSinduced myeloporoxidase (M PO) activi-
ty and expressonsof TNF& and IL-B at the mRNA levelsand TNFa at the protein level in lung tissues
were determined by RT-PCR and EL ISA. Results L PScaused a severe lung inflammation, asindicated by
the pathological findings and the lung wet/ dry weight ratio. However , oral L F could attenuate these L PS
induced abnormalities. L F could decrease the numbers of total leukocyte cells and neutrophils, and in-
crease the levels of SOD and TNFa BALF. In addition, L F sgnificantly suppressed the M PO activity ,
TNFa and IL- mRNA expression levels, and TNFa protein level in the lung tissues. Conclusion Inhi-
bition of inflammatory cytokines expressons and regulation of oxidation/ antioxidation of L F may be its
anti-inflammatory mechanism in L PSinduced lung inflammation in mice.
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Protection of protease inhibitor of Momordica charantia on activity

of hypoglycemic peptidesfrom M. charantia
FU Zhongping, LIU Hongyu, LU Lan, CHEN Z-jun, ZHOU Ji-yan, WANG Fujun
(Institute of Chinese Materia Medica, Shangha University of Traditional Chinese Medicine, Shanghai 201203, China)

Abstract : Objective  To study the protection of proteaseinhibitor of Momordicacharantia on activity
of hypoglycemic peptides from M. charantia by ig administration. Methods An experimental diabetic
mouse model was succesd ully induced by onceiv injection of alloxan at a dose of 80 mg/ kg. Diabetic mice
were administered with the hypoglycemic peptides (20, 10, and 5 mg/ kg) by ivinjection and blood glucose
level wastestedat 0.5, 2, 4,6, and 8 h. Different ratios of hypoglycemic peptides and protease inhibitior
were given to diabetic mice for 21 d and then the blood glucose level was determined. The blood glucose
level in the drug administration group , which showed sgnificant hypoglycemic effect after 21 dig adminis
tration, at different time pointsof 7, 14, and 21 d after ig administration and 7 d ater administration with-
draw , was measured. Results The hypoglycemic peptides showed significant hypoglycemic effect after 4 h
ivinjection (P<0 05 and 0.01). Four mixtures of hypoglycemic peptides and inhibitors [ (300 + 300) ,
(100 + 100) , (100 +50) , and (100 +25) mg/ kg] showed sgnificant hypoglycemic effect after 21 dig ad
ministration (P <0 05 and 0. 01) , and the hypoglycemic effects of the last two groups are better. The
blood glucose level had no statistical difference between the test group and the control group after 7 d ad-
ministration withdraw. Conclusion The protease inhibitors of M. charantia could protect the activity of
the hypoglycemic peptide during ig administration, which relates to the ratio of hypoglycemic peptide and
inhibitors.
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