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Inhibitory Effects of As,S; on the Proliferation of Human Gastric Cancer SGC7901 Cells

GUO Xing-gang', ZHANG Ji-yan’, CHEN Jie’ (1.Dept. of Oncology, The Fourth Affiliated Hospital of Harbin
Medical University, Harbin 150001, China;2.Third Dept. of Gynecology, The Affiliated Tumor Hospital of Har-
bin Medical University, Harbin 150040, China)

ABSTRACT OBJECTIVE: To study the inhibitory effect of As:S; on the proliferation of human gastric cancer SGC7901 cells and
its mechanism. METHODS: SGC7901 cells were treated in vitro, and those at logarithmic growth phase were divided into blank
control group (untreated) and 20, 40, 60 and 80 pumol/L As.S, treatment group (treated for 24, 48 and 72 h). MTT method was
used to examine the inhibitory rate of As:S: on SGC7901 cells. TEM was used to observe morphologic change of cells, and FCM
assay was performed to measure cell cycle. RT-PCR method and Western blot were used to detect the mRNA and protein expression
of Bcl-2 and Bax. RESULTS: Compared with blank control group, the inhibitory rates to cell proliferation were increased signifi-
cantly in 20 (treated for 48, 72 h), 40, 60 and 80 pmol/L As,S, treatment group (P<<0.01), positively associating with concentra-
tion and time. The apoptosis of SGC7901 cells appeared in 40 umol/L As,S, treatment group; and a great many of apoptotic cells
appeared in 60 pmol/L As,S, treatment group and the cell cycle was arrested in S phase. Compared with blank control group,
mRNA and protein expression of Bcl-2 in As,;S; treatment group decreased as the increase of As:S; concentration; the mRNA and
protein expression of Bax increased as the increase of As;S; concentration. CONCLUSIONS: As,S; is effective to inhibit the prolifer-
ation of SGC7901 cells, and the mechanism might be relevant to induction of cell apoptosis, down-regulation of Bcl-2 expression
and up-regulation of Bax expression.
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Distribution of Cerium Ion in Rats after Vaginal and Dermal Delivery of Sulfadizine Cerium Cream

ZHANG Ling-chun"*, LI Xiao-tian’, CAO Feng-qiu' (1.Henan Provincial People’s Hospital/The Provincial People’s
Hospital Affiliated to Zhengzhou University, Zhengzhou 450003, China;2.School of Pharmacy, Zhengzhou Uni-
versity, Zhengzhou 450001, China)

ABSTRACT OBJECTIVE: To study the distribution of cerium ion in rat’s tissues and organs after vaginal and dermal delivery of
Sulfadizine cerium cream. METHODS: Rats were randomly divided into trial group and normal control group with 9 rats in each
group; trial group was given Sulfadizine cerium cream 0.036 g/kg via vagina for consecutive 6 days. Other rats were randomly di-
vided into trial group and normal control group with 9 rats in each group; trial group was given Sulfadizine cerium cream 0.036
g/kg on skin wound for consecutive 6 days. The contents of cerium ion were measured 8, 24, 72 h after vaginal by FAAS, includ-
ing heart, liver, spleen, lungs, renal, uterus, vaginal mucosa and skin. RESULTS: Compared with normal control group, cerium
found in various organs 8 h after administration were (0.013 £ 0.006)-(0.137 + 0.039) pg/g 8 h after vaginal and dermal delivery;
the contents of cerium in renal, spleen, uterus and vaginal mucosa/skin were (0.012 +0.011)-(0.085 £ 0.037) pg/g 24 h after ad-
ministration. After 72 h, no cerium could be detected. CONCLUSIONS: After vaginal and dermal delivery, Sulfadiazine cerium
cream could be absorbed to blood circulation system and mainly distributed in vaginal mucosa, spleen, lung and uterus. As time go-
ing on, cerium could soon be metabolized basically, and would not accumulate in the body in long term.

KEYWORDS Sulfadiazine cerium cream; Rats; Vaginal delivery; Dermal delivery; Tissue distribution
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