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Effect of Allitridin on the Expression of Caspase-3 in Human Embryo Lung

Fibroblast Cells Infected by Human Cytomegalovirus
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ABSTRACT Objective
fibroblast cells (HELs) infected by human cytomegalovirus ( HCMV ), in order to explore the partial mechanism of allitridin
Methods HELs were infected by HCMV AD169 strain with high multiply of
infection (MOI =2.5) and low MOI (0.25), respectively. According to the maximum tolerance concentration ( MTC) of

To investigate the effect of allitridin on the expression of caspase-3 in human embryo lung
against HCMV from the view of apoptosis.

allitridin to HELs (9.6 pg+ mL™"'), 9, 6 and 3 pug - mL ™" were determined as the high, medium and low dosage of the drug.
The level of caspase-3 protein in each group was analyzed by using western blot assay at 72 h after viral infection and/or drug
treatment.  Results The normal HELs only expressed caspase-3 P32. Whereas, the expression of caspase-3 P32 increased
after HCMV infection. Moreover, active fragment of P17 of caspase-3 appeared, and the expression of P17 in high MOI group
was obviously stronger than that in low MOI group. Compared with infected controls, the active fragment of P17 was up-regulated
in low MOI HELs treated with allitridin, and the ratio of P17 versus P32 also significantly increased. On the contrary the active
fragment of P17 was down-regulated in high MOl HELs treated with drug, and the ratio of P17 versus P32 decreased as well.
Conclusion HCMYV infection could induce the apoptosis of HELs, and this effect was more intense in high MOI group than that
in low MOI. Allitridin could up-regulate the apoptosis of low MOI HELs, while down-regulate that of high MOI cells, supposing
that the former was inclined to eliminate the virus from the infected cells, and the latter might protect the cells from injury caused
by excess cellular apoptosis. This suggests the regulation of allitridin on HCMV -infected cells was the dual effect.
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Population Pharmacokinetics of Phenobarbital in Epileptic Children
WANG Gang, LIU Bin, LIANG Jing-fen ( Department of Clinical Pharmacy, Children’s Hospital, Chongqing
University of Medical Sciences, Chongqing 400014 , China)

ABSTRACT Objective
Methods The data from 298 epileptic children who took phenobarbital were collected. The PPK parameters were
estimatied by CPKDP program with Bayesian$ feedback and lterative two stage method. ~ Results The main parameters of the
PPK including Ke,Vm, and CL were 0.351 h™ 0.452 L - kg" and 5. 135 L - h" - kg, respectively, in phenobarbital alone

group. They were not influenced by the childrens sex, stature, adjuvant drug administration or drug-taking duration. The

To investigate the population pharmacokinetics ( PPK) of phenobarbital ( PB) in epileptic
children.

epileptic children’s age, body weight, and combination of vaproic sodium ( VPA), phenytion (PHT), clonazepam ( CNP),



