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Modulating effect of panax pseudoginseng wall saponins on the defensive function in-

duced by leukocytes in scalded mice
LUO Zhong-hua, LIU Xu-sheng, PENG Dai-zhi, LIU Jing, ZHOU Xin, HUANG Yue-sheng (State Key Laboratory of Trauma,
Bums and Combined Injury, Institute of Burns, Southwest Hospital, Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To study the roles of panax pseudoginseng wall saponins on the defensive function in-
duced by leukoeytes in scalded mice. Methods — Sixty Kunming mice were employed in the study and were randomly
divided into normal control (N), simple scalding (S), and treatment (T) groups. The effects of panax pseudogin-
seng wall saponins were investigated by determining the bactericidal function, the production of superoxide anion, and
the secretion of nitric oxide of intraperitoneal polymorphonuclear leucocytes (PMNs) and the proliferation reaction of
lymphocytes. Results The production of superoxide anion and the phagocytic function of PMNs from the mice in S
sroup were much lower than those in N group, while those in T group were much higher (P < 0.05) . The nitric ox-
ide (NO) production from PMNs in S group was much higher than that in N group (P <0.05), but that in T group
decreased significantly ( P <0.05). In addition, the proliferation potential of lymphocytes in S group was evidently
lower than that in N group, and that in T group increased markedly ( P <0.05). Conclusion There is severe post-
bum derangement in the defensive function induced by leukocytes, which could be well modulated by panax pseudog-
inseng wall saponins.
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Tab 1  Effects of panax pseudoginseng wall saponins on phagocytosis.

superoxide anion and NO secretion of PMNs in scalded mice

(n=12)

G Phagoeytosis Superoxide anion NO

weHp (%, & +s) (%, x+s) (rmol/ 106 PMN)
Control 68.0+8,2° 100 14.70 £ 1.65°
Seald 3B.0+3.6 53.8+6.8 65.80+6.35
100 mg T3.0+6.8" 97.4+15.5° 20,76 +1.70"
S0 mg 66.0+7.2° 89.7+11.6° 25,70+ 1.85°
25 mg 58.0+£6.5° 83.3x10.5° 27.65+2.60°

*: P<0.05, s scald group
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Tab 2 Effects of panax pseudoginseng wall saponins on LC proliferation
in scalded mice (n=12)

Group LC proliferation( By)

Control 1568 + 235"
Seald 628 + 162
100 mg’ 1637 + 237
50 mg 1434 £ 216"
25 g 1247 £ 214"

0 P <0.05, v seald group
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