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Effects of Epigallocatechin gallate on IL-1p induced MING6 cells apoptosis”
Liu Hua' ,Cao Diyong® ,Yang Shangjun®,Liu Hong',Yang Mei' ,Zhang Xin' ,Wen Keli' ,Zheng Qian'*
(1. Department of Phsiology ;2. Department of Pharmacology ;3. Department of Parasitology ;
4.2012 Magnitude of Clinical , North Sichuan Medical College , Nanchong ,Sichuan 637000, China)
[Abstract] Objective
M. Methods
18+ EGCG high concentration group. Cell activity was detected by CCKS8. Insulin secretion was detected by ELISA. cell apoptosis

To investigate the effects of Epigallocatechin gallate(EGCG) on IL-18 induced MING6 cells apoptosis.

The experiment group was divided into control group,IL-18 group, IL-18+ EGCG low concentration group and IL-

was detected by flow cytometry. The mitochondrial membrane potential was detected by flow cytometry. ATP content and cell ac-
tivity of ROS were detected by colorimetry and chemiluminescence method. Results Compared with normal group, IL-18 group
showed much lower cell activity,insulin secretion, cell mitochondrial membrane potential and ATP content,and at the same time IL-
18 group had significantly higher cell apoptosis and ROS activities. After given EGCG,both low concentration group and high con-
centration group had higher cell activity,insulin secretion,cell mitochondrial membrane potential and ATP content,at the same time
lower cell apoptosis and ROS activities was showed. And the IL-13+EGCG high concentration group worked more powerful. Con-
clusion EGCG has protective effects on IL-183 induced MING cells apoptosis. Its mechanism may be related to increasing the content
of the ATP and mitochondrial membrane potential and protecting mitochondrial function as well reducing the activity of ROS.
[Key words] catechin;gallic acid;adenoma,islet vell;mitochondrial membrane potential;adenosine triphosphate;reactive oxy-
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mmol/L); (4) IL-18 + EGCG2 £ (EGCG2 4b B ¥k J§ Hy 5
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