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ABSTRACT Objective

mechanism. Methods AGS human gastric cancer cell line was used for in vitro experiments. Cultured cells were treated by

To study effect of bufalin on invasion and metastasis of gastric cancer cells and related

negative control group, bufalin group and oxaliplatin group.Cell proliferation was determined by MTT.Invasion and metastasis were
observed by Wound-Healing Assay and Transwell Assay.Expression levels of E-cadherin, matrix metalloproteinases ( MMP)-2,
MMP-9 were detected by Western blotting.

dose and time dependent manner. Wound-Healing Assay and Transwell Assay showed that as compared with the blank control

Results Bufalin was found to significantly inhibit the proliferation of AGS cells in a

group, bufalin inhibited invasion and metastasis of AGS cells (P<0.05),but there was no statistically significant difference
between bufalin group and oxaliplatin group (P>0.05).Western blotting showed the expression of E-cadherin was increased in
bufalin group as compared with the blank control group while the expression levels of MMP-9 and MMP-2 were down-regulated
(P<0.05), but there was no statistically significant difference between bufalin group and oxaliplatin group (P>0.05).
Conclusion Bufalin has anti-cancer activity on gastric cancer cells,and it has the ability of inhibiting cancer cell invasion and
metastasis ,and regulating the expression of some related gene.
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Fig.1 Comparison of the inhibitory activity on AGS cells
beween bufalin at different concentration ( A) and oxaliplatin
(B) (xxs,n=3)
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Fig.3 Comparison of cell invasion among three groups of AGS cells
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Fig.4 Electrophoretogram for the protein expression of
E-cadherin, MMP-9 and MMP-2 in three groups of AGS cells
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ABSTRACT Objective To discuss the role of therapeutic drug monitoring (TDM) in pharmaceutical care by successful

intervention of severe drug-drug interaction in 3 patients with hematological disease treated with voriconazole and rifampin.
Methods

and after the concomitant use of rifampin.The severity of this drug interaction was revealed, risks for developing invasive fungal

Three patients with hematological disease were monitored for the plasma concentration of voriconazole before, during,

infection and tuberculosis dissemination after chemotherapy were evaluated based on the TDM results, and alternative regimens
Results

combination with rifampin in all 3 cases. Concomitant use of rifampin leads to a rapid decline in plasma concentration of

were recommended. Voriconazole plasma concentration was normal at baseline but significantly depressed after
voriconazole in 2 - 3 days,and withdraw of this enzyme induction effect takes 8 - 10 days after discontinuation of rifampin.
Conclusion TDM is a helpful tool for providing pharmaceutical care, it helps to objectively visualize the degree of clinically
important drug-drug interactions. Clinical evidence together with TDM results suggests high risk for developing invasive fungal
infection and tuberculosis dissemination in hematology patients while using this combination therapy. Discontinuation of rifampin
was suggested and accepted.For these patients, combination of voriconazole and rifampin should be avoided.

KEY WORDS Voriconazole ; Rifampin ; Therapeutic drug monitoring ; Interaction , drug; Clinical pharmacist





