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nine ( 3-MA) or chloroquine ( CQ) . The cell viability was detected by MTT assay. Cell apoptosis was detected by
flow cytometry. The change of autophagy-related protein 1.C3 was analysed by Western blot assay. Results MTT
assay demonstrated that TM could time-dependently induce the death of HepG2 cells and L-02 cells and the cell
viability of HepG2 cells was significantly restrained when it was administrated in combination with 3-MA or CQ the
cell survival rates of 24 h were: 3-MA +TM (60%) CQ +TM (72%) TM (86%) respectively and the differ—
ence was statistically significant ( P <0.01) . However it had no significant effect with L2 cells because of its
cell survival rates of 24 h were: 83% 84% and 83% . Flow cytomelry apoptosis experiment found that: TM +3-
MA CQ +TM and TM group on HepG2 cell apoptosis rates were 15% 11% and 7% respectively and the differ—
ence was statistically significant( P <0.01) . But for L-02 cell group the apoptosis rates were 16% 17% 16%
which had no obvious difference. According to the results of Western blot TM could cause increased autophagy
and autophagy inhibitor CQ could lead to increased autophagy tide. Conclusion The cell viability of HepG2 cells
not the L-02 cells can be significantly restrained by TM combined with different autolysosome inhibitor 3-MA or
CQ. So the autophagy can protect the hepatocarcinoma cell line HepG2 under the state of endoplasmic reticulum
stress and it can’t provide the same protection to L-02 cell line.
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Expression and significance of CD4* CD25" Treg cells

and TGF - 8 in C57BL /6 mice model of atherosclerosis
Chen Yuefeng Tao Linlin Wang Qinghang et al
( Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefer 230022)
Abstract Objective To investigate effects and mechanism on CD4 * CD25 * Treg in C57BL/6 mice model of ath-
erosclerosis. Methods Twenty-four male C57BL/6 mice were assigned to three groups: control group atherosclero—
sis group and atorvastatin group. Control group was given normal diet and the rest groups were given high fat diet.
After 4 weeks of high fat diet atorvastatin group was continued to keep high fat diet and given drugs. The mice were
observed for 16 weeks. Vasculopathy was analyzed by hematoxylin-eosin staining. Expression of CD4 * CD25 * Treg
in peripheral blood was analyzed by flow cytometry. Concentration of TGF-B was analyzed by ELISA. Results (D
Hyperplasia of intima was observed in AS group and the percentage of CD4 * CD25 " Treg/CD4 " T cell was signifi—
cantly lower than that of the control group( P <0.01) . Atatorvastatin could significantly reduce the intimail thick—
ness. The percentage of CD4 " CD25 * Treg/CD4 ™ T cell was significantly higher than that of AS group( P <0. 01) .
Atorvastatin group and control group had no significant difference. 2) As group’s concentration of TGF-3 was signif-
icantly lower than the control group( P <0. 01) . Atorvastatin group’s concentration of TGF-3 was significantly high—
er than that of AS group( P <0.01) .
sion  Our date provides evidence to show CD4 " CD25 " Treg and autocrine secretion of TGF8 can inhibit the de—

Atorvastatin group and control group had no significant difference. Conclu—

velopment of atherosclerosis and they will be a new therapeutic target of atherosclerosis.
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