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MCI-186 was improved by inhibition of EGFR phosphorylation and cell cycle arrest Brain injury in rats with diabetic encephalopathy
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Abstract: Objective: Objective: Thisstudy investigated the effect of MCI—186 in improving brain injury in diabetic encephalopathy rats, mainly through
inhibition of EGFR phosphorylation and arrested cell cycle. In this study, we investigated EGFR phosphorylation and cell cycle in rats, and the therapeutic
mechanism of MCI-186 and the interaction relationship with cells were explored to study the pathological characteristics of diabetic encephalopathy rats.
Methods A rat model of diabetic encephalopathy induced with STZ was developed. Rats of close body weight were grouped and received the same volume of the
drug intravenously until the end of the treatment cycle. Brain tissue were collected for pathological sections and experimental analysis. Results were analyzed
for phosphorylation of EGF receptors and EGFR expression by WB. The results observed that the growth inhibition of MCI-186 was dose—dependent from 10
mM to 300 mM. Cell cycle analysis indicates that MCI—-186 stalls the cell cycle in the GO / G1 phase. MCI-186 inhibits cell growth stimulated by EGF. MCI-186
reduced the phosphorylation of EGFR, but the EGFR levels were unchanged. Conclusions From the data obtained, we suggest that the inhibitory effect of MCI-186

on brain injury in diabetic rats is at least partly due to the regulation of EGFR signaling and cell cycle arrest.
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