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Analysis of antineoplastic activity of PFL and its possible mechanism "
Yuan Zhiping' , Zhang Wei* \Mu Huaping' ,Wang Lishuai' \Wang Qiu'
(1. Department of Oncology sthe Second People’s Hospital of Yibin ,Yibin ,Sichuan 644000 ,China;
2. State Key Laboratory of Biotherapy ,Sichuan University ,Chengdu,Sichuan 610041, China)
Abstract: Objective To explore the antineoplastic activity of paris fargesii franch lectin(PFL) and its mechanism. Methods
PFL was purified by exchange chromatography; MTT method, cell morphological analysis, LDH activity-based cytotoxicity assays
PFL exhibited remarkable inhibitory

effect on Hel.a, HepG2 and CNE-2 cells and significantly decreased CNE-2 cell apoptosis in dose-dependent manner. The cytotoxici-

and caspase inhibitors analyses were adopted to analyze the objects mentioned above. Results

ty was abruptly decreased when the carbohydrate binding-specific activity was inhibited,suggesed a significant correlation between
carbohydrate binding-specific activity and the antineoplastic mechanism. The research of caspase in bibitory shnoed that PEL in-

duced apoptosis of CNE-2 cells through the dassic caspase pathway. Conclusion PFL induces the cancer cell apoptosis,and caspase

may play an important role in this apoptotic mechanism.

Key words: paris fargesii franch;lectin;cell apoptosis;caspase pathway
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