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Effects of Paeoniflorin on Cerebral Inflammation Factors in Cerebral Ischemia-reperfusion Model Gerbils
LI Dong-mei, XU Li, ZHANG Hong-guo, CHENG Zhi-ying(Dept. of Pharmacy, General Hospital of Armed Po-
lice Forces, Beijing 100039, China)

ABSTRACT OBJECTIVE: To investigate the effects of paeoniflorin (PAE) on inflammatory factors in cerebral tissue of gerbils
with cerebral ischemia-reperfusion (CI/R) injury. METHODS: 50 gerbils were randomly divided into sham operation group (con-
stant volume of sodium chloride physiological solution) , model group (constant volume of sodium chloride physiological solu-
tion), PAE high-dose, medium-dose and low-dose groups (20, 10 and 5 mg/kg). They were given relevant medicine intraperitone-
ally once a day for consecutive 3 days. 30 min after last of treatment, CI/R model gerbil was induced by bilateral common carotid
ligation for 10 min followed by 6 h reperfusion. The neurologic symptoms of gerbils were observed during 6 h reperfusion to calcu-
late stroke index. The expression of NF-kB and ICAM-1 in cerebral tissue of CI/R gerbils were detected by immunohistochemistry.
The TNF-o and IL-1f levels in cerebral homogenate were examined by ELISA. RESULTS: Compared with sham operation group,
stroke index of model group was increased, and the expression of NF-kB and ICAM-1, TNF-a and IL-1f levels were increased;
there were statistical significant difference (P<<0.01). Compared with model group, stroke index of PAE high-dose, medium-dose
and low-dose groups were decreased, and the expression of NF-kB and ICAM-1, TNF-a and IL-10 levels were decreased; there
were statistical significant difference (P<<0.01 or P<<0.05). CONCLUSIONS: PAE pretreatment protects against CI/R injury in ger-
bils, which may be associated with the down-regulation of inflammatory factor expression and the inhibition of inflammatory re-
sponse in cerebral tissue.
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Effects of Practolol Oral Solution on Cardiac Dynamics and Serum Levels of BNP, ¢Tn | and LDH in
Rats with Chronic Heart Failure

LIU Hong, ZHAO Jing-sheng, YANG Jun, YI Wei-guo (No. 152 Central Hospital of PLA, Henan Pingdingshan
467099, China)

ABSTRACT OBIJECTIVE: To study the effects of Practolol oral solution on cardiac dynamics and serum levels of BNP, ¢Tn I
and LDH in rats with chronic heart failure. METHODS: Chronic heart failure model was induced by abdominal aorta coarctation.
72 Wistar male rats were randomly divided into sham operation group (constant volume of sodium chloride physiological solution),
model group (constant volume of sodium chloride physiological solution), Qili giangxin capsule group (0.6 g/kg), Practolol oral
solution high-dose, medium-dose and low-dose groups (20, 10, 5 ml/kg). They were given relevant medicine intragastrically once
a day for consecutive 6 weeks. The cardiac dynamics indicators of rats were determined. The serum contents of ¢Tn I and BNP,
LDH activity were all determined in rats. RESULTS: Compared with sham operation group, in model group, HR was decreased,
Lvedp, the contents of BNP and ¢Tn [ , LDH activity were increased, while Lvsp and * dp/dt... was decreased; there were statisti-
cal significant difference (P<<0.01 or P<<0.05). Compared with model group, Lvsp levels of Practolol oral solution high-dose, me-
dium-dose and low-dose groups were increased, while LDH activities were decreased; the serum contents of BNP was decreased in
Practolol oral solution medium-dose and low-dose groups; the contents of ¢Tn [ was decreased in Practolol oral solution high-dose
group; HR of Practolol oral solution medium-dose group was increased; there were statistical significant difference (P<<0.01 or P<<
0.05). CONCLUSIONS: Practolol oral solution can significantly improve cardiac dynamics and serum biochemical indicator in rats
with chronic heart failure.

KEYWORDS Practolol oral solution; Rats; Chronic heart failure; Cardiac dynamics
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