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Study on apoptosis of lung tissue cells in patients with severe brain injury complicated with aspiration —
induced lung injury LI Tan—shi* , YIN Di —cheng,» WU Xu — hui» SONG Yang —li, YIN Ming, SHEN
Hong, HE Quan — ying. * Department of Emergency. General Hospital of PLA, Beijing 100853, China

[ Abstract] Objective To investigate the role of apoptosis of pulmonary cells in aspiration induced
lung injury in patients with severe brain injury with or without aspiration - induced lung injury. Methods
The Glasgow scale(GCS) of 11 dead patients with severe closed brain injury was 3 — 8. There 11 cases were
divided into aspiration — induced lung injury (AILI) and non - aspiration — induced lung injury (NAILI)
groups. The plasma levels of tumor necrosis factor —a{TNF - «) and interleukin — 8(IL - 8) were measured,
and the ratio of apoptosis in lung tissue cells was also determined. Results The plasma levels of TNF —a and
IL -8 in NAILI and AILI groups were (2.1740.41)pg/L vs. (3.14+0. 28)pg/L and (0.42+0. 05) pug/L
vs. (0.9140.08) pg/L(P<(0.05) respectively. Lung tissue cell apoptosis ratio was significantly higher in
AILI group than NAILI group (P ={0.01). Conclusion TNF - a and IL - 8 may induce apoptosis in lung
tissues through different signaling pathway. During the early phase of aspiration - induced lung injury
complicating severe closed brain injury, apoptosis in cells of lung tissue may play a role in the pathogenesis.
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Fig.1 Normal alveolar struture in NAILI Fig.2 Inflammatory changes of lung tissue
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Fig.3 Apoptosis cells of lung tissue in NAILI Fig.4 Apoptosis cells of lung tissue in AILI
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Fig.1 Target gene expressions in lung, liver and spleen tissue challenged by LPS
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