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ABSTRACT: The Wnt signalling cascades have essential roles in development, growth and homeostasis of skeleton through
regulating osteoblasts and osteoclasts. Lack or excessive of Wnt signalling pathway activation could impair repair of erosion of
rheumatoid arthritis. NF-xB is a kind of multi-directional regulation of transcription factors, involved in a variety of
physiological functions like cell growth, development and apoptosis. Inappropriate NF-kB activity has been linked with many
autoimmune and inflammatory diseases, including rheumatoid arthritis. Dvl is a key protein in the Wnt signaling pathway, and
studies have found that it is also involved in the regulation of NF-xB pathway. Therefore, research on crosstalk between Wnt and
NF-«B signalling pathway and its associates may facilitate development of specific therapeutic interventions for rheumatoid
arthritis targeting the two pathway.
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Progress on Enantioselective Liquid-Liquid Extraction

XIONG Qingl, WANG Xiaopingl, LU Mengxial, HUANG Juan’, TONG Shengqiangl*(l.Zhejiang University of
Technology, Hangzhou 310032, China; 2.Zhejiang Province Institute of Veterinary Drug and Feed Control, Hangzhou 310020,
China)

ABSTRACT: OBJECTIVE To introduce the principle of enantioselective liquid-liquid extraction, and to review the progress
on enantioselective liquid-liquid extraction in recent years. METHODS The recent progress on enantioselective liquid-liquid
extraction was systematically reviewed according to the classification of chiral selectors. RESULTS Five typical types of
chiral selector were summarized, including transitional metal complexes, tartaric acid derivatives, crown ethers, 3-cyclodextrin
derivatives and cinchona alkaloids. Meanwhile, studies on modeling and reaction kinetics of this technique were mentioned.
CONCLUSION Enantioselective liquid-liquid extraction is an ideal resolution technology for preparative enantioseparation of
racemates due to its high separation efficiency and ease-to-be scaled up characteristics.

KEY WORDS: enantioselective liquid-liquid extraction; chiral separation; chiral selector; progress
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