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Studies on degradation Kinetics of paeoniflorin—

6-O - benzenesulfonate in vitro
Wang Chun Yuan Jun Wei Wei
Institute of Clinical Pharmacology Anhui Medical University Key Laboratory of Anti-inflammatory and
Immune Medicine (Anhui Medical University) Ministry of Education Hefei 230032

Abstract Objective To investigate the degradation kinetics of paeoniflorin-6-0"— benzenesulfonate (CP25) in
vitro. Methods The homogenates of liver and intestine were prepared in vitro and concentrations of CP25 in ho-
mogenates were detected by HPLC. Results CP-25 was obviously degradable in liver and intestine homogenates

and half life of degradation was decreased when levels of homogenates increased ; the metabolisms of CP25 in dif-
ferent homogenates of intestine were diverse the metabolic actions in duodenum and colon were weaker than those
of jejunum and ileum. Conclusion Oral administration of CP25 suffers first pass elimination from intestine and
liver which suggests the absorption of CP25 could be further improved by appropriate pharmaceutical preparations
Key words paeoniflorin-6-0”-benzenesulfonate; paeoniflorin; hepatic microsomal enzyme; esterase; degradation
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Protective effects of As—1IV on high glucose induced

human mesangial cell injury and its mechanisms
Xiong Li Li Weizu Sun Li et al
(Dept of Pharmacology Anhui Medical University Hefer 230032)

Abstract Objective To investigate the protective effects of astragaloside IV (As-IV) on high glucose induced hu-
man mesangial cell (HMC) injury in vitro and its underlying mechanisms. Methods HMC was divided into eight
groups and treated as follows: normal group (NG) mannitol (MA) high glucose group (HG) tempol (100
wmol /L) SB431542 (10 pmol/L) AsdV (25 50 100 pmol/L). After treatment for 48 hours the proliferation
was analyzed by MTT assay. The reactive oxygen species (ROS) production was measured by 2 7-dichlorodihydro
fluorescin diacetate (DCFH-DA). The level of Col IV in the supernatant was detected by ELISA. The expressions
of transforming growth factor81 (TGF-1) p-Smad2/3 NADPH oxidase 4 (NOX4) and transient receptor poten—
tial cation channel 6 (TRPC6) were analyzed by using Western blot. Results Compared with HG group AsIV
Tempol SB431542 treatment significantly inhibited HMC proliferation and overproduction of Col IV induced by
high glucose. AsdV Tempol and SB431542 treatment also decreased expression of TGF81 p-Smad2/3 and
NOX4 but significantly increased expression of TRPC6 in HG-cultured HMC (P <0.05 or P <0.01). Conclu-
sion  As-V has protective effects on high glucose induced HMC injury due to inhibit HMC proliferation enhance
anti-oxidant activity suppress the expression of TGF81 p-Smad2/3 and NOX4 and up-regulation of TRPC6 ex-
pression.

Key words human glomerular mesangial cell ; diabetic nephropathy ; astragaloside IV ; TGF1;TRPC6



