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Expression of Toll — like receptor 4 in kupffer cells

in experimental alcohol — induced liver disease
ZUQO Guoging , et al

(Department of Digestive Disease, the Second College of Clinical Medicine , Chongging Medical University)
[Abstract]  Objective : To observe the synthesis of Toll — like receptor ( TLR)4 protein and its mRNA expression in Kupffer cells
(KCs) and evaluate the role of TLR 4 in the liver injury in the rats with alcohol — induced liver disease (ALD). Methods : Twenty
eight Wistar rats were divided into two groups: ethanol — fed group(group E) and control group (group C). Group E were fed with
ethanol (dose of 5~12g/kg/d) and group C received dextrose instead of ethanol. Rats of the two groups were sacrificed at 4 wk and
8 wk. KCs were isolated and incubated. TLR 4 protein in KCs was determined by laser scanning confocal microscopy (LSCM). TLR

4 mRNA in KCs was determined by the reverse transcription polymerase chain reaction (RT — PCR). Plasma endotoxin levels were
measured using the Limulus Amebocyte Lysate test kit. The liver pathology was observed under light and electronic microscopy. Re-
sults : The fluorescence intensity of TLLR 4 protein in KCs by LSCM was stronger in group E than those in group C. Ethanol adminis-
tration led to a significant increase in TLR 4 mRNA expression compared with group C (P <0.01). Plasma endotoxin levels increased
significantly in group E ( 129+ 21)ng/L and (187 = 35 )ng/L at than in control rats (48 £ 9)ng/L and (53 + 11 )ng/L, respectively
at 4 wk and 8 wk (P<0.01). In liver section from group E, there was marked pathological changes including steatosis, cell infiltra-
tion and necrosis. None of the rats in group C developed marked pathological changes in liver. Conclusion: Ethanol administration can
markedly lead to the synthesis of TLR 4 protein and its gene expression in KCs, and TLR 4 may play a role in the development of al-
cohol — induced liver injury.
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28 HlEtE Wistar KB, K E 180~ 220g, FL 43 4 2 B2
BEA(EH MBEEERAMNBEHCH). EAF1HZE
RN S5g/kg/d MAKKPRFERETSFRARFR) LGSR
B kg, 58 Atik 12g/ke/d, B B IR B B & A
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G T 5 0 9 B 2 4 5 ok IR i — 3,
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B Gong S A FHRE R R ERTITHE.
FES BN ITE B E Hanks' V&85 IRFAE, A 0.5
g/L i IV 2 2 J5 G 75 ok (Sigma) BEATHE HE 4L, SR )G B JIE nh
Yo RARAE S S mi/L BG4 & (FCS) ¥ RPMI 5 Fr B/ 28
BgEFEMF, 37C F,. & O, #M CO:(0.95/0.05) ¥ F 3h
EHAREEREZMAMEE KC,. 2MUEBRMBARNILY
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HEAKTF 2%,

1.3 KCs B TLR 4 &4 4 &

FABNCHARESHBNE. TES BRI BEH KCs
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min, B KIFE %, R )5 A 8oL R £ B 88 (Leica TCS NT
160195, #8E) Ml & KCs ¥ FITC M4 R H e b8 E
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—Actin fER M E X B8, TLR 4 M 3 - Actin #) mRNA 51§
HESETEMTIHEAAFM. TLR 4 BFHI0: L (S
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TTAAAAATGGCTGGCAATTCT - 3'); 8 — actin K FF 51| 4
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F2.0+0.3,P<0.01)(E2).
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HEAMKRZIHEHES OXEEBHENS HE
I LBPHICDI4 5RBERERERMAREHRE
BEHEYIAE R, Yin %000 IR 8 2 B BE % M 0 3% P
NEXSE A4 P CDI4 mRNA K FE, KK
FRREXT BB B W B 5 IR B+ CD14
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