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Nitric Oxide Production in Mouse Peritoneal Macrophages Primed by Polysaccharide Krestin In-
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ABSTRACT Aim In order to find out the effect of polysaccharide krestin ®SK) on nitric oxide NO) production in mouse peritoneal

macrophages.

termined by staining with crystal violet.

Methods The content of NO in cell cultures was analyzed by a method using Griess reagent> and the cell number was de-

Results  Without any stimulation, there was no alteration of NO production in mouse peritoneal

macrophages by PSK-primed, but when the cells were stimulated with lipopolysaccharide {PS), NO production increased greatly ® < 0.01):

furthermore, NO production didn’t change when the PSK-primed macrophages were incubated with interferon-y (FN-7).
PSK could regulate NO production in macrophages; and the effect of PSK was somewhat like that of IFN-7.

effects of PSK and IFN-Y needs to be further uncovered.
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Table 1. Effect of PSK on NO {xmol/OD) production in mouse

peritoneal macrophages G+s,n=10)

Groups Nitric Oxide
Control 26.19+7.25
PSK-treated 30.45+3.28¢

a: P >0.05> compared with the control group
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Table 2.  Effect of LPS {g/L)on NO production in PSK-

primed mouse peritoneal macrophages Gts,n=5)

B 20 B xR 2H 40 P 7 A —

Cancentration of LPS Control group PSK-treated group

0 26.2+7.4 30.5+7.3

1 25.2:% 3.3 89.9+7.6"
10 38.0+11.9 232.3+0.5°
100 52.7+26.7 288.7+8.0°
1000 46.7+31.4 220.4+13 "
10000 54.2+39.6 279.6+7.4°

a: P <0.01, compared with the control group
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Table 3. Effect of INF-yY &u/L)on NO production in PSK-

primed mouse peritoneal macrophages G+ssn=8)

Cancentration of IFN-Y Control group PSK-treated group

0 85.1+6.1 89.1+4.8
25 107.3£12.3 76.6 £ 3.0°
50 105.2+£7.2 74.7+4.3"
75 174.2£17.8 72.7+4.2%
100 158.2+18.3 74.5+4.2°
125 167.1+15.6 69.0£2.3"

a: P <0.01, compared with the control group
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