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Effects of TSPG on apoptosis and expressions of Fas and FasL in K562 cells
CAO Wei-xi' , WANG Ya-ping’, LIU Qiong’, JIANG Rong", CHEN Ting-mei' ( ' Chongqing Key Laboratory Medical Diagnosis, > De-
partment of Histology and Embryology, Chongqing University of Medical Sciences, Chongging 400016; * Chongging Institute of Traditional Chinese

Medicine, Chongging 400010, China)

Abstract: Objective To clarify the mechanisms of total saponins of panax ginseng (TSPG) in induction of ap-

optosis of K562 cells and to provide the theoretical basis and the experimental evidence for its clinical application.

Methods The effects of TSPG on apoptosis of K562 cells were studied by morphometry, flow cytometry, morpholog-

ical observation, and immunocytochemistry. Results

The results indicated that TSPG could markedly inhibit the

proliferation of K562 cells and induce the apoptosis of K562 cells. Our experiment also showed that after induction by
TSPG, the ratio of positive K562 cells with Fas expression increased. Conclusion The mechanisms of TSPG in the

induction of K562 cell apoptosis may be related to the increased expression of Fas in K562 cells.
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Fig 1 Inhibitory effect of TSPG on the proliferation of K562 Cells
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Fig 4 Effect of TSPG on apoptosis of K562 cells
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