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[ Abstract ] Primary blast lung injury is an acute lung injury caused by the direct impact of explosive shock wave acting
on the lung; the serious case can develop acute respiratory distress syndrome, which is one of the leading causes of mortality
in blast injury personnel. The pathophysiological characteristics of primary lung blast injury are relatively clear: rupture of
the alveolar capillaries and subsequent intrapulmonary haemorrhage and edema, accompanied by oxidative stress, apoptosis,
inflammatory reaction and other physiological processes. However, the molecular mechanism needs to be further studied. This
paper focuses on the research progress of phosphatidylinositol 3-kinase/protein kinase, nuclear factor kB, mitogen-activated
protein kinase and other signaling pathways in the research of primary blast lung injury.
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PI3K Fl Akt j& PI3K/Akt {55 5 i [ M 4% 11 5¢
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dismutase 1, SOD 1) FikHh, MATHY 5 — It
GELE RN, P2y PRSI A Xl wp a1 AR AR
FAR 520l B UIAROC, P2 T A T 285 T
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