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Expression of glucose transporter 1 and its effects in lung tissue of hypoxic metabolism "
Liu Yizin s Pan Linghui” ,Lin Fei ,Ge Wanyun ,Yang Jian
(Department of Anesthesiology sthe Af filiated Tumor Hospital of Guangxi
Medical University » Nanning , Guangxi 530021 ,China)

Abstract: Objective To explore the effect of one-lung ventilation on the expression of glucose transporter 1 (GLUT1) in lung
tissue of rats. Methods 30 Sprague Dawley rats were subjected to anesthesia by intraperitoneal injection of 10% chloral hydrate
4.5 mL/kg.followed by endotracheal intubation to establish rat models of one-lung ventilation. Rats after modeling were randomly
divided into control group(n=6) and experimental group(n=24). Lung ventilation using main-stem bronchial intubation was con-
ducted in rats in the control group,and in the experimental group,lung ventilation was performed through right main-stem bronchial
intubation with no ventilation in the left lung. Rats in the experimental group were subdivided into experimental 0. 5 h group, exper-
imental 1.0 h group,experimental 2. 0 h group and experimental 4. 0 h group,according to the duration of non-ventilation in the left
lung. Transmission electron microscopy was employed to observe the ultrastructure of alveolar epithelial cell type [l (AECI] ) of rats
and semi-quantitative reverse transcriptase-polymerase chain reaction (RT-PCR) was adopted to detect the expression of GLUT1
mRNA in lung tissue of rats. Results AECI[ in control group showed nuclear chromatin with well-distribution, cytoplasmic lamel-
lar bodies with round shape and uniform density,and clear microvilli. AEC ]| in each experimental group were found different de-
grees of changes in nuclear chromatin, cytoplasmic lamellar bodies and microvilli. Compared with the control group, expression of
GLUT1 mRNA was significantly decreased in lung tissue of rats in experimental 0.5 h group and experimental 1. 0 h group(P<Z0.
05) ,it was slightly reduced in experimental 2. 0 h group with no statistically significance,and it was markedly increase in experi-
mental 4. 0 h group(P<C0. 05). Paired comparison among experimental groups,except the comparison between experimental 1.0 h
group and experimental 0.5 h group,differences were statistically significant(P<C0. 05). Conclusion In the condition of hypoxia,
the up-regulation of GLUT1 mRNA in lung tissue possesses the protective effect on AEC]] .
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