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group were challenged by intraperitoneal injection of 2 mg/kg LPS 1 mL at 2 hours before the transfusion of
1 mL plasma. The rats in ALI control group were challenged by intraperitoneal injection of LPS 5 mg/kg to
reproduce the model of ALIL The lung tissues were harvested to observe the pathological changes, and lung
injury score was evaluated. The total cells and neutrophils (NEUT) in bronchoalveolar lavage fluid (BALF) were
determined. Western Blot was used to detect Ang-2 protein expression in plasma, and immunohistochemical
method was used to detect Ang-2 positive expression in lung tissue. The real-time fluorescent reverse
transcription—-quantitative polymerase chain (RT-PCR) was used to detect Ang-2 mRNA expression in
the lung tissue. Results Under the light microscope, rat lung tissue structure in the NS control group was
clear, the alveolar wall was intact, no alveolar exudate, alveolar collapse or inflammatory cells in alveolar
septum was found, and alveolar septum did not increase. The alveolar septum was widened slightly in LPS
control group, a small amount of inflammatory cell infiltration was found. The alveolar septum, moderate
bleeding and more infiltration of inflammatory cells were found in TRALI model group. Lung inflammatory
infiltration, interstitial edema, hemorrhage, micro—thrombosis and focal atelectasis were found in the ALI
control group. Compared with NS control group and LPS control group, Ang-2 protein expression in plasma and
Ang-2 mRNA expression in the lung tissue were significantly increased in ALI control group and TRALI
model group [Ang-2 protein (gray ralue): 0.58 +0.09, 0.43+0.07 vs. 0.12+0.03, 0.20+0.05, Ang-2 mRNA
(27229 0.39£0.10, 0.29 + 0.09 vs. 0.10£0.05, 0.16 + 0.04, P all < 0.01]. The total cells [total cells (X 10%/L:
361178, 310176 vs. 101 £63, 165+ 65) and NEUT (0.396 + 0.125, 0.3351+0.115 vs. 0.098 +0.035,
0.114+£0.041)] in BALF of ALI control group and TRALI model group were significantly higher than those of NS
control group and LPS control group (P all < 0.05). The pathological score, wet lung weight/body weight ratio and
arterial partial pressure of oxygen (Pa0,) in ALI control group and TRALI model group were significantly higher
than those of NS control group and LPS control group (P all < 0.05). There were no significant differences in
above parameters between ALI control group and TRALI model group (P all > 0.05). Conclusions Expression
of Ang-2 in the lung tissue and plasma were increased in rats with TRALL Ang-2 may be involved in the
TRALI pathophysiological process.
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