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Abstract

AIM: To observe the expression of IRAK-M in
endotoxin-tolerant Kupffer cells and to explore
its role in endotoxin tolerance of Kupffer cells.

METHODS: The model of endotoxin-tolerant
Kupffer cells was established by lipopolysaccha-
ride (LPS, 10 pug/L) pretreatment, and was com-
pared with control cells. At different time points
after LPS (100 pg/L) stimulation, the TNF-q, lev-
el in culture medium was measured by ELISA.
The mRNA expression of TNF-o and IRAK-M in
Kupffer cells was detected by RT-PCR. TransAM
NF-«B Kit was used to examine the activation

of NF-kB. The expression of IRAK-M protein in
Kupffer cells was detected by Western blot.

RESULTS: In both groups, LPS stimulation
increased TNF-a level in culture medium, and
enhanced TNF-oo mRNA expression and NF-kB
activation in Kupffer cells, but these parameters
were significantly lower in tolerant group than
in control group (P < 0.05). In control group,
the expression of IRAK-M mRNA could not be
detected until 24 h after LPS stimulation. How-
ever, this expression was slight in tolerant group
before LPS stimulation and was rapidly up-
regulated after stimulation, peaking at 6 h and
was still stronger than the expression in control
group at 24 h (P < 0.05). In addition, there was
no IRAK-M protein expression in control group
until 24 h after LPS stimulation, but this expres-
sion could be detected in tolerant group before
LPS stimulation and was up-regulated in a time-
dependent manner. There was significant differ-
ence between two groups (P < 0.01).

CONCLUSION: IRAK-M expression is sig-
nificantly up-regulated in endotoxin-tolerant
Kupffer cells and it may play an important role
in endotoxin tolerance of Kupffer cells.

Key Words: Kupffer cell; Endotoxin tolerance; In-
terleukin-1 receptor associated kinase-M
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PCR)# | 28 i, # TNF-of=IRAK-M#mRNA
%k, TransAM NF-kB Kit# ] 4m i, P NF-xB
&, &GP iE ik (Western blot)#n) &m g
IRAK-M%& & £A.
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ﬁﬂ‘ VERKupfferfiia JiiTaKa aia 2.1 35 P TNF-a s 0 &40 BILLAN I 75
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