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Apoptotic pattern of polymorphonuclear neutrophils in peripheral blood and alveolus

and detection for respiratory burst in endotoxemia rats
XIAO Nan LIU Ren, TIAN Kurrlun, DIAO You-fangg WANG Zhi-wen ( Research Institute of Field Surgery. Daping Hospital. Third Mi litary Me dical Univer-
sity Chongqging 400042, China)

Abstract: Objective To investigate the differences of the peripheral polymoiphonuclear neutrophils (PMN) and the PMN extravasated into
pulmonary tissues in apoptosis necrosis and respiratory burst following endotoxemia. Methods Twenty-five Wistar rats were subjected to endotox-
emia induced by intraperitoneal injection of IPS (055°B5 5 mg kg). Blood samples were collected and the bronchoalveoli were lavaged pre-LPS

and 2, 4 8and 12h after LPS injection. After IMN was isolated with density gradient centifugation the apoptosis, necrosis of and respiratory burst
of PMN were detemined with flowcytometry. Results The apoptotic rate of PMN in peripheral blood was dmilar with that in bronchoalveoli lavage
fluid (BLF). But compared with control the PMN necrosis was increased and respiratory burst was suppressed significantly in peripheral blood after
endotoxemia. While, for the PMN in BLF, the necrosis was decreased and respiratory bust was increased significantly. Conclusion Out results in-
dicate that the PMN extravasted into the pulmonary tissue has different characters in apoptosis necrosis and respiratory burst compared with peripheral
PMN. The apoptosis of tissue PMN is delayed and the cytotoxicity increased. Thus the retention of PMN in tissues and the abnomality in apoptotic
pathway inevitably generate pesistent activation of PMN and excessive release of toxic substances which might result in tissue injury.
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