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ABSTRACT Objective To observe the clinical significance of changes of nitric oxide (NO) and
vascular endothelial growth factor A (VEGF-A) in exhaled breath condensate (EBC) of patients with a-
cute lung injury/acute respiratory distress syndrome (ALI/ARDS) after they were treated by Xuebijing
(XBJ), and to evaluate the effect of the EBC detection technology. Methods  Totally 32 ALI/ARDS pa-
tients receiving mechanical ventilation at intensive care unit (ICU) were randomly assigned to the treat-
ment group and the control group, 16 cases in each group. Patients in the control group were treated by
routine therapy, while those in the treatment group were treated by routine therapy + XBJ. The therapeutic
course for all was 5 days. The EBC sample was collected by improved EcoScreen condenser within 24 h
after confirmed diagnosis of ALI/ARDS and on the fifth day of medication. The levels of NO and VEGF-A
were measured by EIA in EBC and serum. The changes of NO and VEGF-A in EBC were observed before
and after treatment. Results Compared with before treatment, the level of NO in EBC and serum de-
creased and VEGF-A increased after treatment, showing statistical difference (P <0.05, P <0.01). After
treatment the level of NO in EBC and serum was lower in the treatment group than in the control group
(P <0.05). The VEGF-A in EBC was higher in the treatment group than in the control group (P <0.05).
There was no statistical difference in the serum VEGF-A level between the two groups (P >0.05). Conclu-
sions XBJ was an effective therapeutic drug capable to control the in vivo inflammation reaction in pa-
tients with ALI/ARDS. The detection of changes of VEGF-A -and NO levels by EBC could judge the inflam-
matory reaction degree in ALI/ARDS patients, and help evaluating the therapeutic effect.
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