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Effects of Adiponectin on Cell Proliferation and Expression of caspase —3 and T — cadherin in Human Cardiac Myocytes Cultured with High
Glucose.
Abstract Objective
HCM cultured with high glucose. Methods
glucose plus ADPN group. @ After cells being cultured for 24h,48h and 96h,the proliferation activity of HCM was observed by MTT. The
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To investigate the effects of ADPN on proliferation and the expression of caspase —3 and T - cadherin in
(DThe cells were divided into 3 groups: normal glucose group,high glucose group and high
expression of caspase —3 was detected by ELISA. The expression of T — cadherin was detected by Real — Time PCR. Results The contin-
uing role of high glucose could inhibit cell proliferation and increase expression of caspase —3,but the proliferation of HCM was promoted
and the expression of caspase — 3 was reduced after addtion of ADPN. Compared with N group, the expression of T — cadherin was de-
creased in high glucose group, but increased in ADPN group. Conclusion The ADPN can rectify high glucose — induced apoptosis of
HCM, and thus plays a protective effect on myocardial cells by upregulating the T - cadherin expression.
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Animal Research of Inmune — mediated Aplastic Anemia Treatment by YST. Jiang Huifang, Wei Kemin, Wang Yong. Tongde Hospital
of Zhejiang Province, Zhejiang 310012 ,China

Abstract Objective To investigate therapeutic effect of YST in aplastic anemia and its mechanism. Methods Sixty immune —
mediated aplastic anemia ( AA) mice were established and then divided into five groups: normal control group, model control group, CsA
control group, sodium copper chlorophyll group, YST group. After being treated 2 weeks, they were put to death and the hem gram, bone
marrow, as well as bone marrow biopsy,CD4 " | and CD8 * ,in peripheral blood, TNF - o and IL - 6 were detected. Results YST can ex-
tend the survival period of the mice and reduce the mortality rate. The possibly mechanism may be the following: improving the model
mice peripheral blood erythrocytes, leukocytes and platelets; increasing the nucleated cells and pathological changes of bone marrow; and
at the cellar level, reducing the peripheral blood CD8 * cells and increasing the ratio of CD4 " cells, thus improving T cell ratio of CD4 */
CD8 * ; possible decreasing serum TNF — « and IL - 6 levels. It is significant different and P <0.05. Conclusion YST has an effectivec
effect on aplastic anemia mice.
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