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Effects of ginsenosides (A # 2% ) on CD19 cell (B lymphocyte) and natural killer cell in scalded rats with
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[Abstract] Objective: To investigate the mechanism and effects of ginsenosides (A& B#) on CDI19
cell (B lymphocyte) and natural killer (NK) cell in scalded rats with sepsis. Methods: Sixty -six male SD rats
were randomly divided into scald sepsis group (n = 24), ginsenosides group (n==24), and control group
(n=18). The model of scald sepsis was replicated by scald injury induced by boiling water at 30%
full ~ thickness total body surface area ( I grade of scald) at the back of the rat, and administration of
endotoxin (5 mg/kg) into the peritoneal cavity immediately 12 hours after scald injury, then the rats were
sacrificed at 12, 24 and 72 hours after the second attack, the numbers of CD19 cell and NK cell in peripheral
blood of rats were counted by flow cytometry. Results: After the second attack, the administration of
endotoxins the CD19 cell and NK cell in peripheral blood of rats were decreased significantly at all the time
points compared with those of the control group, and deteriorated further with the time going on (all P<C
0.01). The proportions of CD19 cell and NK cell in ginsenosides group were significantly higher than those in
scald sepsis group at 24 and 72 hours after endotoxin attack (all <C0.01). Conclusion: The activities of CD19
cells and NK cells in peripheral blood are inhibited after scald injury and administration of endotoxin, while the
ginsenosides can effectively eliminate the inhibition, thus it obviously improves the status of cyto — immune
function in scalded rats with sepsis.
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Figure 1 Effects of ginsenosides on the proportion

of CD19 cell in scalded rats with sepsis
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Figure 2 Effects of ginsenosides on the activity

of NK cell in scalded rats with sepsis
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