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[ Abstract)
tion factor A (TFAM) and succinate dehydrogenase (SDHA) during lung ischemia-reperfusion (IR) in mice.
Methods A total of 16 TLR3” mice and 16 WT mice, weight between 18 and 22 g, were divided into four

/-

Objective To evaluate the effect of TLR3 on the expressions of mitochondrial transcrip-

groups (n = 8): WT mice in IR group (group WIR) and sham group (group WS),TLR3™" mice in IR group
(group TIR)and sham group (group TS). In groups WIR and TIR, the left pulmonary hilum was occluded by a
noninvasive microvascular clip for 1 h, then the lung regained ventilation and reperfusion for 2 h; Mice in the
groups WS and TS experienced the same procedure, but there was no process of clipping. After IR, the mice
were sacrificed, arterial blood gas (ABG) levels were immediately measured, and left lungs were isolated for
weigh wet/dry, examination the changes of histology, determination of cell apoptosis(by TUNEL)and TFAM and
SDHA expressions ( by Western blot and real-time reverse transcriptase polymerase chain reaction ). The
apoptosis index was calculated. Results
expression of TFAM and SDHA markedly decreased (P < 0.05), and substantially increased the apoptosis index

Compared with the group WS, the protein content and mRNA

in group WIR (P < 0.05) ; In addition ,compared with group WIR, TLR3 deficiency significantly increased pro-
tein content and mRNA expression of TFAM and SDHA (P < 0.05), and dramatically decreased the apoptosis
index in group TIR (P < 0.05). Conclusion TLR3 deficiency can inhibit cell apoptosis then attenuate lung TR
injury in mice, the mechanism may be related to up-regulating the expression of TFAM and SDHA.
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