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Research Progress of Antitumor Effect of Histone Deacetylase Inhibitors

XU Chunmeil, ZHANG Ziyiz, CHEN Xiz, JIN Lu3, DING Lingz*(I.Tongxiang Chinese Medicine Hospital, Jiaxing
314500, China; 2.Zhejiang University, Hangzhou 310058, Chinal; 3.The 2nd Affiliated Hospital & Yuying Children’s Hospital of
Wenzhou Medical University, Wenzhou 325027, China)

ABSTRACT: Histone deacetylases (histone deacetylase, HDAC) plays a very important role in initiation and progress of cancer,
such as the silence of tumor suppressor gene, cell differentiation, angiogenesis, cell migration, cell cycle abnormality, signal
transduction and cell adhesion. Histone deacetylase inhibitors (HDACIs) which may target histone deacetylase and regulate
histone acetylation, and then regulate key suppressor proteins and proto-oncogene, have great potential in being anti-cancer drugs.
HDACIs have made achievements in treatment of hematological malignances. There are already 2 HDACIs (SAHA and FK228)
have been approved for the treatment of cutaneous T-cell lymphoma. A large number of clinical trials currently are being
excavated in HDACIs potential treatment of solid tumors. Although cell research based on the discovery HDACIs can induce
tumor cell apoptosis, cell cycle inhibition, cell differentiation, inhibition of angiogenesis and autophagy, etc., but HDACIs exert
anti-tumor activity of the molecular mechanisms remain unclear, the clinical treatment of solid tumors effects and related
treatment strategies needs to be further confirmed.

KEY WORDS: histone deacetylase; histone deacetylase inhibitor; tumor; SAHA
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Application of Alkylimidazolium-based Ionic Liquids on Molecularly Imprinted Polymers

XTAO Zhonghua(Chongging Three Gorges Medical College, Chongqing 404120, China)

ABSTRACT:

Molecularly imprinted polymers are biomimetic recognition materials with higer selectivity. To synthesis

molecularly imprinted polymers or molecularly imprinted column with alkylimidazolium-based ionic liquids as porogen,
functional monomer or auxiliary solvent can shorten imprinting time,reduce back pressure of imprinted column, improve
compatibility with water and adsorption capacities, selectivity, recognition and permeability of imprinted column, even fast
kinetics of adsorption. That broaden application range of molecularly imprinted polymers in separation and analysis of the

medicine.
KEY WORDS: alkylimidazolium-based ionic liquids; molecularly imprinted polymers(MIPs); application
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