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Effects of Rabeprazole on Pharmacokinetics of Clopidogrel in Rats
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ABSTRACT: OBJECTIVE To study the effect of rabeprazole on pharmacokinetics of clopidogrel in rats. METHODS A
total of 16 rats were divided into two groups: one was administrated with clopidogre, and another with the combination of
rabeprazole. Concentrations of clopidogre’s metabolite SR26334 in plasma were determined by HPLC-DAD. The plasma
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concentration-time data of SR26334 were analyzed by DAS program according to non-compartment model. The main
pharmacokinetic parameters of SR26334 were obtained and compared with SPSS software between two groups. RESULTS
There was no significant difference between the single-drug group and the combined rabeprazole group in the main
pharmacokinetics parameters of SR26334, such as AUCg.45), AUC (g, MRT(g.43), t1/2, CL/F, Cpox(P>0.05). Compared with
single-drug group, the #,,, in combined rabeprazole group significantly decreased from (1.17+0.41)h to (0.58+0.20)h (P<0.01).

CONCLUSION There is no effect of rabeprazole on pharmacokinetics of clopidogrel in rats. But rabeprazole can accelerate

clopidogrel metabolism for SR26334 in vivo. But it has not significant influence to the degree of metabolism.
KEY WORDS: clopidogrel; rabeprazol; SR26334; pharmacokinetics
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Fig 2 Mean blood concentration-time curve of SR26334 for
single-drug group and combined rabeprazole group
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Toxicity Study of the Uptaking Compositions of Diosooroa Bulbifera L Alcohol Extract on HL-7702 and
HepG2 Cell
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Hospital, Huzhou Key Laboratory of Molecular Medicine, Huzhou 313000, China; 2.Department of Clinical Pharmacology,
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ABSTRACT: OBJECTIVE To study the toxicity of the uptaking compositions of Diosooroa bulbifera L alcohol extract on
HL-7702 and HepG2 cell. METHODS  After reflux extraction with 75% alcohol, the alcohol extracts of Diosooroa bulbifera L
at high, middle and low doses were added to Caco-2 cell model. Then the uptaking compositions were added to HL-7702 and
HepG?2 cell for the determination of the cytoactive and the biochemical indicator of ALT, AST, GSH-PX and MDA. RESULTS
Compared with the control group, the high and middle dose groups decreased the survival rate of HL-7702 and HepG2 cell
(P<0.01). The high dose group increased ALT and AST of HL-7702 cell supernatant after 72 h (P<0.01). The high dose group
increased ALT and AST of HepG2 cell supernatant after 48 h and 72 h (P<0.01). MDA were significant increased and GSH-PX
were significant decreased in the supernatant of HL-7702 and HepG2 cell at high and middle doses after 48 h and 72 h (P<0.01).
CONCLUSION The result showed that the uptaking compositions of Diosooroa bulbifera L alcohol extract had toxic effect in
HL-7702 and HepG2 cell.
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