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The Relationship between HMGB1 and Serious Degree of Acute
Pancreatitis in Rats
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[ Abstract] Objective To explore the relationship between high mobility race protein Bl (HMGB1) and
serious degree of acute pancreatitis in rats. Methods Acute pancreatitis model in rats was established. Rats were
divided into 3 groups: group A (severe acute pancreatitis group) , group B (mild acute pancreatitis group) , and
group C (normal control group) , and 10 rats in each group. Blood samples of rats in 3 groups were collected at 12
h, 24 h and 48 h after establishing model, and the serum levels of HMGB1 were detected by enzyme linked
immunosorbent assay (ELISA). Result The serum levels of HMGBI of rats in group A were higher than group B,
and in group B were higher than group C at different time points, the difference had statistical significance (P <
0.05). Conclusion The serum levels of HMGBI are positively related with the serious degree of acute pancreatitis.
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Biotransformation of Corynoxeine and Isocorynoxeine in Rats

HUANG Min - Jie, HAO Jing — Chao, WANG Ji - Liang, WANG Wei
(School of Pharmaceutical Sciences and Y unnan Provincial Key Laboratory of Pharmacology for Natural
Products, Kunming Medical University, Kunming Y unnan 650500, China)

[Abstract] Objective To investigate the biotransformation of Corynoxeine and Isocorynoxeine in Rats.
Methods
collected to analyze by LC-MS. Results

Corynoxeine and isocorynoxeine were administered orally to rats, and the bile samples of rats were
It was found for the bile samples taken for first 30 mins that two phase I
metabolites and two phase Il ones were detected for corynoxeine by LC-MS. However for isocorynoxeine there were 4
phase IT metabolites found but no phase T ones in the same sample. Conclusions There is a hepatic firsi—pass
effect after their oral administration. According to analysis of samples in vivo and in vitro by LC-MS and comparison
with the fate of rhynchophylline and isorhynchophylline in rats, corynoxeine and isocorynoxeine seem to have a
similar biotransformation. Also incubation of the substrates with rat liver microsomes show that CYP450 plays a key
role in their metabolic catalysis.
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