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Protective Effects of Polysaccharide from Holothuria atra on Apoptosis of
Cortical Neurons Induced by Amyloid3 —Protein

Department of Pharmacology, Sun Yat-sen University of Medical Sciences ( Guangzhou 510089)  Qiu Pengxin, Li
Mingtao, Tang Xiaoli, Su Xingwen, lin Suizhen and Yan Guangmel

Abstract Cortical neurons were cultured in vitro and induced to apoptosis by amyloid 3 protein (-
AP). Polysaccharides from several TCM were screened with the apoptotic model. It was found that the
polysaccharide obtained from Holothuria atra Jaegar increased the survival rate of cortical neurons in a
dose dependent manner, and prevented the neuronal nuclei from shrinkage, condensation and cleavage
induced by B-AP. It also prevented neuronal nuclear DN A fragmentation and blocked the neuronal
apoptotic peak induced by B—AP. These results indicated that polysaccharide from H. atra can block
cortical neuronal apoptosis induced by[3 —AP.
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Protective Effects of Sodium Ferulate and Ethanol Sediments from Danggui
(Angelica sinensis) on Immunological Liver Injury

Department of Pharmacology, Hubei University of M edical Sciences (Wuhan 430071) Li Ying and Peng Renxiu

Abstract Sodium ferulate (SF) and ethanol sediments from Angelica sinensis (Oliv. ) Diels (ESA)
showed their protective effects on the immunological liver injury induced by lipopolysaccharide ( LPS) in
bacillus calmetteguerin (BCG) primed mice. They both suppressed serum ALT and glutathione S-
transferase activity, and increased glutathione—reductase activity in hepatic cytosol in liver damaged mice.
ESA also reduced the level of malondialdehyde (MDA)., a product of lipid peroxidation, in hepatic cytosol.
All these effects reminded that antioxidation was an important mechanism for 4. sinensis to antagonize
immunological liver injury. That ESA decreased the spleen index in liver damaged mice also reminded that
there may be some other protective mechanisms of A4. sinensis.
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