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bran—fried Baizhu on the intestinal flora of rats with Pixuxiexie ( ) syndrome was compared which laid a theoretical basis for the
processing mechanism of branried Baizhu. Methods: Thirty SD male rats were randomly divided into a normal control group ( 5 rats) and a
model group ( 25 rats) . Raw Dahuang ( ) water decoction was combined with dietary irregularity to induce Pixuxiexie syndrome. The rats
in the model group were randomized into model control group 3.6 g/kg Baizhu decoction group 3.6 g/kg bran-ried Baizhu decoction group
0.9 g/kg Baizhu polysaccharide group and 1.0 g/kg branried Baizhu polysaccharide group 5 in each group. Then rats were administrated
with corresponding drugs or normal saline and the general conditions of rats in each group were observed. After the experiment rat feces
were collected to extract DNA for high-throughput sequencing of 16S rRNA. Results: After modeling rats showed symptoms such as diarrhea
and slow weight gain or reduced body weight. After administration compared with the model control group the administration groups showed
fast body weight growth and decrease in stool score and particularly the decrease in 0.9 g/kg Baizhu polysaccharide group and 1.0 g/kg bran—
fried Baizhu polysaccharide group was significant ( P<0.05) . Compared with the normal control group the model control group exhibited de—
crease in intestinal flora diversity and imbalance of the flora structure at the levels of phylum and genus. Compared with the model control
group the administration groups demonstrated growth of the abundance and evenness of the intestinal microbial community and the increase
in diversity in 3.6 g/kg bran-ried Baizhu decoction group and 1.0 g/kg bran-ried Baizhu polysaccharide group was significant ( P<0.05)
particularly the 1.0 g/kg bran—ried Baizhu polysaccharide group. At the phylum level 3.6 g/kg bran<ried Baizhu decoction up—regulated Fir—
micutes ( P<0.05) . At the genus level the abundance of Allobaculum and Prevotellaceae_UCG-003 was decreased in the model control group
compared with that in the normal control group ( P<0.05) . The abundance of Allobaculum was raised in 3.6 g/kg Baizhu decoction group ( P
<0.05) and that of Prevotellaceae_UCG-003 was elevated in the branHried Baizhu decoction group ( P<0.05) .Conclusion: The water decoc—
tion and polysaccharides of Baizhu have the effect of relieving diarrhea. They regulate the intestinal flora of rats with Pixuxiexie syndrome by
increasing the abundance of beneficial bacteria and reducing the abundance of harmful bacteria. The bran-ried Baizhu shows better effect than
the raw medicinal on the intestinal flora of Pixuxiexie syndrome rats.
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Effects of Tibetan Medicine Ese in Treatment of Lipid Metabolism Disorders in KK-Ay Mice"
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Objective: To investigate the effects and underlying mechanism of Tibetan medicine Ese on lipid metabolism disorders in KK-Ay mice.
Methods: Ten C57BL/6] mice were assigned to a normal control group. Fifty KK-Ay model mice were randomly divided into a model control
group a rosiglitazone ( 2.67 mg/kg) group and low— medium— and high-dose Ese extract groups (0.75 g 1.5 g and 3.0 g/kg crude drug)
with 10 mice in each group according to fasting blood glucose levels. The serum levels of free fatty acid ( FFA) triglyceride ( TG) total cho-
lesterol ( TC) and tumor necrosis factor-a ( TNF-at) were determined after 35 days of continuous administration by gavage. Lipid content in
liver tissues was detected by oil red O staining. The protein expression of peroxisome proliferator-activated receptor-a ( PPAR-a) and peroxi—
some proliferator-activated receptor—y ( PPAR—y) in perirenal adipose tissues was determined by the immunohistochemical method. The mR—
NA expression of PPAR and TNF-« was detected by real-time quantitative PCR. Results: Compared with the normal control group the model
control group showed increased body weight increased serum content of FFA TG TC and TNF-o ( P<0.01) elevated subcutaneous fat and
abdominal fat coefficients increased percentage of lipid droplet expression area in liver tissues ( P<0.01) reduced protein expression of
PPAR-« and PPAR~y in adipose tissues and down—regulated PPAR mRNA expression in perirenal adipose tissues ( P<0.05) . Compared with
the model control group the medium—and high-dose Ese extract groups displayed reduced body weight and subcutaneous fat coefficient ( P<0.

05) decreased percentage of lipid droplet expression area in liver tissues increased protein expression of PPAR-o in adipose tissues and up—
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regulated expression of PPAR mRNA in perirenal adipose tissues ( P<0.01 or P<0.05) . In the high-dose Ese extract group the serum levels
of FFA TG and TNF-a decreased and the expression of TNF-o« mRNA in perirenal adipose tissues was reduced ( P<0.01 or P<0.05) . In the
low-dose Ese extract group the serum TC level was reduced and the subcutaneous fat coefficient was also reduced ( P<0.05) . Conclusion: Ti—
betan medicine Ese can improve lipid metabolism disorders in KK-Ay mice and the underlying mechanism may be related to the up—regulation

of PPAR-« protein expression and PPAR—y transcription in perirenal adipose tissues to alleviate inflammatory responses.
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