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vein. The changes of ST-segment at different time and the infarct size of rat heart were determined by electrocardio—
gram and TTC staining respectively. Draw the dose-effect curve based on the inhibition rate of myocardial infarc—
tion. Then the median effective dose ( EDy,) and 95% confidence interval (95% CI) of vitexin and puerarin
were calculated. Results Compared with MIRI group vitexin within 0. 75 ~ 12 mg/kg dose range and puerarin
within 3 ~48 mg/kg dose range could inhibit the ST-segment elevation reduce myocardial infarct size in a dose-de—
pendent manner. EDs; of vitexin and puerarin inhibition the rate of myocardial infarction were respectively 5. 321
mg/kg and 32. 950 mg/kg in the rat model with MIRI 95% CI were respectively 4.294 ~ 6.593 mg/kg and
24. 690 ~43.970 mg/kg. Conclusion EDy, of vitexin inhibition the rate of myocardial infarction was significantly
lower than puerarin. It suggests that vitexin is probably more effective in the rat model with MIRI than puerarin.

Key words vitexin; puerarin, myocardial ischemia/reperfusion injury; dose-effect relationship; ED,
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Lipopolysaccharides pretreatment reduces

acetaminophen-induced acute liver injury in mice
Xu Yuanbao' > Xu Dexiang' Zhang Cheng' et al
( 'Dept of Toxicology Anhui Medical University Hefei 230032;
*Dept of Pharmacy The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To establish an animal model of APAP-induced acute liver injury in mice and investigate
the protective effect of acute liver injury caused by APAP on the low-dose LPS pretreatment. Methods (1) 20 ICR
male mice were randomly divided into APAP group and LPS + APAP group. APAP group was injected APAP (300
mg/kg) ; LPS + APAP group was injected intraperitoneally LPS (50 wg/kg) 3 h later giving APAP (300 mg/
kg) . After administration the mice survival situation was closely observed 72 h later biochemical indicator was
measured. (2) ICR male mice were randomly divided into APAPO 0.5 6 12 24 72 h groups and LPS + APAP
0 0.5 6 12 24 72 h groups. APAP group was intraperitoneally injected with APAP (300 mg/kg) ; LPS +
APAP group was injected with LPS (50 pg/kg) 3 h before APAP (300 mg/kg) . After administration serum ALT
and other indicator were measured at the corresponding time point. Results (1) The survival rate of APAP group
was 50% within 72 h; while LPS + APAP group had no deaths. 2) Low-dose LPS pretreatment could reduce serum
ALT ( P <0.05) reducing liver necrosis ( P <0.01) . 3) APAP group and LPS + APAP group liver GSH content
differences were not statistically significant. Conclusion Ilow-dose LPS pretreatment could significantly reduce the
APAP-induced acute liver injury. Low-dose LPS pretreatment could not reduce GSH depletion it may activate the
body$ immune response and inhibit the downstream mechanisms of GSH depletion.
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