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Inhibition of Human Aldose Reductase Activity in Engineering Yeast Strain by Sorbinil and Zopolrestat. Zhai Bing, Liu Jing, Liu Jian-
wei, Ye Ling. Department of Geriatric Hematology, Chinese PLA General Hospital, Beijing 100853, China

Abstract Objective To evaluate the inhibition effect of two classical aldose reductase inhibitors (ARIs) , Sorbinil and Zopolrestat
on a potential ARI screening platform. Methods Aldose reductase (AR) and AR — GFP fusion genes were inserted into the yeast Sac-
charomyces cerevisiae cells, respectively. Sorbinil and Zopolrestat were added into the culture medium of the engineering XAR and XAG
stains. The cell growth, GFP fluorescent signal, the target protein expression levels and AR activities were observed. Results The GFP
fluorescent signal and protein level of AR was not inhibited by the ARIs. A relatively lower activity of AR was observed in Zopolrestat —

treated group. Conclusion The yeast expression stain of AR tagged with GFP demonstrated a potential application in ARI screening. Zo-

polrestat showed a better inhibitory effect. Therefore it may be considered as the control drug for screening ARIs.
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