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Effect of Low — after — high Glucose on the Activity of Autophagy in H9¢2 Cells. Bi Yaguang, Wang Guangyu, Liu Xiangdong, et al.
Depertment of Cardiology, Shanghai Jiaotong University affiliated Sixth People's Hospital ,Shanghai 200233 , China
Abstract Objective To investigate the effect of low — after — high glucose on the autophagy activity in H9¢2 cells. Methods

DMEM of 2. Smmol/L glucose concentration was used to replace that of 25Smmol/L glucose concentration maintaining for 2h as the low glu-
cose group (LG). The high glucose group ( HG) was maintained 25mmol/L glucose concentration environment, and the control group
(Con group) was maintained 5. 5mmol/L glucose concentration environment all the time. In addition, ERK inhibitor U0126 was added to
LG as the inhibitor group (LG + U0126). MTT assay was used to detect the proliferation of H9¢2 cells; Lactate dehydrogenase assay was
used to detect cytotoxicity. Western blott assay was used to detect the expression of ERK, p - ERK, LC3 and Beclin - 1. Results Com-
pared with the Con group and RG group, the cell proliferation capacity of LG group was reduced and the activity of LDH was increased
which were all reversed in LG + U0126 group. The protein level of Beclin — 1 and ratio of LC3 [I /LLC3 = [ were increased one by one in
the Con, HG and the LG group. Expression of p — ERK was significantly increased in LG group than other two groups, but had no obvi-

ously change in HG group and Con group. Moreover, LC3 — [l /LC3 — [ and Beclin - 1 expressed in LG + U0126 group were decreased

than that in LG group. Conclusion Low — after — high glucose increase autophagy activity in H9¢2 cells by activating ERK/MAPK signal

pathway, which may damage H9¢2 myocardial cells.

Key words Low - glucose; High — glucose; H9¢2 cell; Autophagy; ERK/MAPK
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