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[ Abstract |

Recently,the study mainly focused on ischemic areas, but there is little emphasis on secondary damage. Nogo-A

The dysfunction of nervous system caused by cerebral infarction is difficult for medical study.

conducts the inhibitory signals through the neural pathways of Nogo/NgR— Rho/Rock to hurt axons and participate
in the secondary damage in cerebral infarction. It is the imporlant reasons for the dysfunction of nervous system
caused by acute cerebral infarction. The author will discuss the relationship between Nogo-A and secondary damage
in cerebral infarction.
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Development of Chemical and Pharmacological of Ardisia crenata

ZHANG Wei'? | LI Kun'?, LI Dong™’, QI Xian-fang’, KANG Wen-yi’"
(1. Huanghe Science and Technology College, Zhengzhou 450063, China;
2. Institute of Chinese Materia Medica, Henan University, Kaifeng 475004, China;
3. Henan Pharmaceutical School, Kaifeng 475004, China)

[ Abstract| This paper presented a review of chemical and pharmacological of Ardisia crenata in nearly ten
years on the basis of consulting plenty of domestic and foreign literature. The research indicated that A. erenata
contains triterpenoid saponins, coumarins, volatile oil, phenols, quinone, cardiac glycoside, organic acid,
saccharide etc. A. crenata was reported to possess relieving cough and asthma, anti-inflammatory, antibacterial,
antineoplastic, antifertility, anticoagulant, lower blood pressure, triggering uterine contractions, c¢AMP
phosphodiesterase inhibitory effect. The purpose of this study was to elaborate the research of chemical composition
and biological activity of A. crenata, The in-depth research on A. crenata appears to have highly worth development
and apply for the therapy of diseases.
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