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rotid injury. Methods: 75 SD rats were randomly divided into 5 groups: the control group the model group 150 300 and 600 mg/kg
Yulangsan polysaccharides( YLSP) groups. Corresponding drugs or saline water were administered from one week before irradiation for 80
days. Except for the control group all rats were irradiated with 15 Gy/times y—rays on parotid to establish the model. After the irradiation
the changes of general conditions such as body weight dietary water intake were observed. Rats were sacrificed on the 10th 40th and 70th
days after irradiation by taking blood from the abdominal aorta then amylase ( AMS) and reactive oxygen species ( ROS) levels were detec—
ted. Parotid gland tissues were collected and weighed. Expressions of B-eell lymphoma2 Bel2-Associated X proliferating cell nuclear anti-
gen and Tumor necrosis factor-ain parotid gland were determined by HE staining TUNEL staining and immunohistochemistry. Results:
Compared with the control group the serum AMS content in the model group was firstly increased but then decreased significantly the serum
level of ROS and apoptosis rate were increased. The expression of Bel2 was down regulated and expressions of Bax PCNA and TNF-o pro—
tein were up regulated. Compared with the model group YLSP improved the pathological changes of parotid gland after radiation and reduced
the apoptosis rate of parotid cells it decreased the positive expression rates of Bax PCNA and TNF-« protein and up regulated the positive
expression rate of Bel-2 protein it also reduced the level of ROS and significantly increased serum AMS content after decreased AMS firstly.
Conclusion: YLSP can protect against radiation-induced parotid injury in rats. The mechanism may be related to inhibiting the apoptosis of
parotid gland cells and reducing ROS.
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Antidepressant Effect of Stevioside and Its Effect on the Expression of DBP Gabbr2 and
SP Proteins in the Mouse Brain and the Spleen’
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Objective: To study the antidepressant effect of stevioside and its effect on the expression of albumin D-site binding protein ( DBP) -

aminobutyric acid B2 receptor ( GAbbr2) and substance P ( SP) in the mouse brain and the spleen. Methods: & BALB/c¢ mice were random—
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ly divided into 5 groups: the control group the model group the positive control group ( fluoxetine 30 mg/kg) and stevioside groups ( 6.25
mg/kg and 12.5 mg/kg) 12 in each group. Animals in the group and the model group were given normal saline and other groups of ani—
mals were intragastrically administered with corresponding drugs once a day for 7 consecutive days. Sucrose preference and forced swimming
tests were used to determine behavioral indicators in mice. The contents of glutamic acid ( Glu) ~y-aminobutyric acid ( GABA)  dopamine
( DA) and serotonin ( 5-HT) in brain tissues were determined by high performance liquid chromatography. The expression levels of DBP
Gabbr2 and SP protein in brains and spleens were determined by Western blot. Results: Compared with the control group the sucrose prefer—
ence rate the contents of GABA DA andSHT swimming time and Glu level were increased the levels of DBP.Gabbr2.SP in brains and
DBP.SP in spleens were decreased. Compared with the model group Stevioside significantly increased the sucrose preference rate and re—
duced the forced-swimming time in depressed mice in a dose-dependent manner. In 6.25 mg/kg stevioside group the level of Glu was de-
creased the contents of GABA DA and 5-HT were significantly increased. In addition the expressions of DBP.Gabbr2 and SP proteins in
brain tissues and the expression of DBP and SP proteins in spleen tissues were significantly up regulated. In 12.5 mg/kg stevioside group no
significant effect was observed. Conclusion: 6. 25 mg/kg stevioside can effectively improve the depression symptoms which may be related to
regulating the expression of DBP  Gabbr2 and SP protein in brain and spleen tissues.
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