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[ Abstract)
human polymorphonuclear leukocytes( PMNL).

Objective To investigate the existential status of BPI as a natural defensive factor in

Methods
toxin ( lipopolysaccharide, LPS) and inhibit the release of TNFa from hepatic Kupffers cells were examined.

The abilities of porcine BPI to combine endo-

And the expression of BPT in PMNL after stimulation by LPS was determined by flow cytometry.
Results
tration. The effects of the BPI on the inhibition of the release of TNFa from hepatic Kupffers cells were dose-

The ability of porcine BPI to combine LPS was increased along with the increment of BPI concen-

dependant. The expression of BPI in PMNL was enhanced obviously within 30 mins of LPS stimulation. But
there was no immediate release of BPI into blood. ~ Conclusion BPI possessed potential power of neutrali-
zing LPS. It might be beneficial to supplement exogenous BPI in case of Gram negative bacterial infection.
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Fig 1 Determining of the ability of porcine BPI combining
LPS O111: B4
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Tab 1 TNF - « releasing induced by LPS was inhibited
by porcine BPI( x + s )

WS g ZWEE B(mg/mD U BPICmy/ml)

(ng/ml) 1 2 0.1 0.4

1000 910 £20 563 £78 502 +60 556 +82 520 +43
100 630 70 101 =45 89 +38 125 +27 77 +36
10 51 £69 21 +1.5 0 0 0
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%2 LPS FMLP #il# 5 A PMNL £ BPI B (x £5)

Tab 2  Extracellular release of BPI from human neutrophils
after being stimulated by FMLP and LPS ( x =5 )

4 3 B % BPI B i it (ng/ml)
Xf B4R 3 0.51 £0.23
FMLP(10 ~"mol/ml) £ 3 0.89 £0.19
LPS(10 ng/ml) 2 3 0.60 +0.18
LPS(100 ng/ml) #H 3 0.85£0.27
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Fig 2 Expression of BPI on the surface of stimulated human PMNL
(n=3)
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