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Expression of TLR2 and TLR4 in the lungs of mice infected by candida glabrata”
Wu Ye ,Luo Xueping” Wu Chenglin s Zhang Xue
(ICU of Af filiated Hospital of Guilin Medical College sGuilin,Guangxi 541001, China)
Abstract: Objective To study the roles of Toll-like receptor 2(TLLR2)and Toll-like receptor 4(TLR4)in the progress of pulmo-
nary infection with candida glabrata in experimental mice. Methods The mice were divided into three groups, the control group
(group A) ,mice infected with candida glabrata(group B)and immunosuppressive mice infected with candida glabrata(group C). 6
mice in each group were killed at 1st and 3rd day after the success in pulmonary infection with candida glabrata. The lung tissues
from each group were collected for pathological analysis and PT-PCR to detect the expression level of TLLR2 and TLR4. Protein
TNF alpha(TNF-o) level was measured by ELISA method. Results

there was no inflammatory reaction in lungs in group A. The infiltration of inflammatory cells, weak injuries but no conidia or

The pathological analysis showed the structure was normal and

hyphae in lungs were found in group B. Most of the alveolar collapse and severe damage, part of the expansion,a large number of in-
flammatory cells infiltration,accompanying with conidia and hyphae accumulation were observed in group C. The expression levels
of TLR2 mRNA and TNF-a protein in mice lungs at the 1st day and the 3rd day in group C were significantly higher than in group
A and B(P<C0. 05) ,while group B was higher than group A(P<C0. 05) ; The expression levels of TLR2,TLR4 mRNA and TNF-q«
protein in group C at the 3rd day was higher than the 1st day(P<C0. 01) , meanwhile, the expression of TLLR4 was higher than in
group A(P<C0. 05). Conclusion TNF-¢ and TLLR2 expression maybe involve in the infection and process of candida glabrata,and
TLR4 may play a synergistic effect.
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