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[Abstract]  Objective To observe the influence of pre—B—cell colony enhancing factor (PBEF) on
intercellular cell adhesion molecule—1 (ICAM-1) and vascular cell adhesion molecule—1 (VCAM-1) in lung tissue of
rats with acute lung injury/acute respiratory distress syndrome (ALI/ARDS) induced by oleic acid. Methods A total of
40 male adult Sprague—Dawley (SD ) rats were divided into control, model, drug intervention and vehicle control groups
according to the random digits table with 10 rats in each group. ALI/ARDS was reproduced in the rats of model, drug
intervention and vehicle control groups by injection of oleic acid (0.15 ml/kg) through the tail vein. The rats in drug
intervention and vehicle control groups received the specific PBEF inhibitor FK866 (10 mg/kg), while vehicle control
group received the same volume of the vehicle only. Six hours after ALI/ARDS was successfully reproduced,
bronchoalveolar alveolar lavage fluid (BALF) was obtained for the measurement of the contents of tumor necrosis
factor-a (TNF-a) and interleukin—1B  (IL-1B) by enzyme linked immunosorbent assay (ELISA ). Lung tissue was
obtained for pathological examination, and also for the measurement of the expression of PBEF, ICAM-1 and VCAM-1
mRNA by reverse transcription—polymerase chain reaction (RT-PCR), and also the protein levels of PBEF, ICAM-1
and VCAM-1 by immunohistochemistry. Results Compared with rats in control group, the lung tissue of rats in model
group showed distinctive pathological changes, the contents of TNF-a (ng/L) and IL-1B (ng/L) in BALF were
increased (TNF-o: 656.51 +47.13 vs. 84.82 +7.84, IL-1B: 379.60 +31.55 vs. 74.56 + 8.51, hoth P<<0.01), the
mRNA and protein expression of PBEF, ICAM—-1 and VCAM-1 were significantly increased (PBEF mRNA: 0.581 +
0.079 vs. 0.186 +0.051, ICAM-1 mRNA: 0.558 +0.060 vs. 0.176 +0.070, VCAM-1 mRNA: 0.646 +0.059 vs.
0.226 +0.047; PBEF protein: 0.089 +0.024 vs. 0.037 £0.011, ICAM-1 protein: 0.061 +0.012 vs. 0.025 + 0.008,
VCAM-1 protein: 0.072 £0.013 vs. 0.033 +£0.010, all P<0.01). Compared with model group, amelioration of
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pathological change was found in lung tissue of rats in drug intervention group, the contents of TNF—a and IL-1 in
BALF were reduced (TNF-o: 478.80 +72.93 vs. 656.51 +47.13, 1L-1B: 244.62 +52.17 vs. 379.60 + 31.55, both
P<0.05), and the mRNA and protein expression of PBEF, ICAM-1 and VCAM-1 were lowered (PBEF mRNA:
0.456 +0.110 vs. 0.581 £0.079, ICAM-1 mRNA: 0.413 £ 0.073 vs. 0.558 +0.060, VCAM-1 mRNA: 0.483 +0.062
vs. 0.646 + 0.059; PBEF protein: 0.059 +0.010 vs. 0.089 + 0.024, ICAM-1 protein: 0.043 +0.007 vs. 0.061 + 0.012,
VCAM-1 protein: 0.050 +0.009 vs. 0.072 +0.013, all P<<0.05). Conclusion PBEF could aggravate migration of
pro—inflammatory cells to infiltrate the lung tissue by increasing the expression of [ICAM-1 and VCAM-1, thus it plays an

important role in the development of ALI/ARDS.
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