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Ginsenoside Rd Protects the Infected with Mtb of Neutrophils. Wang Wenjing, Feng Guodong, Zhao Qing et al. Department of Neurolo-
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Abstract Objective To study the influence of Ginsenoside Rd on the apoptosis rate of healthy adults’ peripheral blood and the
PMN in TB infection model. Methods As for the methods, the PMN of healthy adults peripheral blood were taken and divided into three
groups. The first group was the co - cultivation of PMN and Ginsenoside Rd. The second group was the co — cultivation of PMN, mycobac-
terium tuberculosis attenuated strain (H37Ra) and Ginsenoside Rd. The third group was the co — cultivation of PMN, human subcutane-
ous injection bacillus Calmette Guerin (BCG) and Ginsenoside Rd. All control groups were added the same volume of propylene glycol.
The PMN in each group were respectively cultivated for 24h and 48h. Flow cytometry was adopted to detect the apoptosis rate of PMN.
Results After being cultivated for 24h, when the concentration of Ginsenoside Rd was 100pmol/L, the apoptosis rate PMN was signifi-
cantly lower than the control group (P <0.05). After being cultivated for 48h, when the concentration of Ginsenoside Rd was 100 wmol/
L, the apoptosis rate of PMN in the first group and the third group significantly reduced (P <0.05). There was no significant difference
in the second group. Conclusion Ginsenoside Rd in high concentration can inhibit the apoptosis of normal and PMN in TB infection
model, improve survival rate of cells and extend the survival time of cells.
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