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Primary investigation on mechanism of megakaryocytophagia in rats after burns

DONG An-ying, Al Guo-ping,SU Yong-ping, HAN Jing, RAN Xin-Ze , CHENG Tian-min (State Key Laboratory of Trauma,

Burns and Combined Injury, Institute of Combined Injury, College of Preventive Medicine, Third Military Medical University, Chongqing
400038, China)

Abstract: Objective To observe the morphological alterations of bone marrow megakaryocytes after burns
and to analyze the mechanism of megakaryocytophagia. Methods The morphological alteration of bone marrow
megakaryocytes in rats after burns (30% TBSA, full thickness burn) was observed with light-microscope and e-
lectron-microscope. Megakaryocytes and neutrophils isolated from rat bone marrow ( normal and burned ) were
co-cultivated in Transwell co-culture system to observe their transmigration relationship. Results  After burns,
focal necrosis took place in the cytoplasm of megakaryocytes, and megakaryocytophagia occurred when neutro-
phils entered into megakaryocytes and then englobed them. The results of scanning electron microscope showed
the surface of megakaryocytes after burns was coral hole-like while that of normal megakaryocytes was spherical
and slick. Chemotactic tests demonstrated that megakaryocytes from burned rats had strong chemotactic effect on
neutrophils while normal megakaryocytes had no such effect. Conclusion Megakaryocytes are injured after
burns and exert strong chemotactic effect to neutrophils, which induces neutrophils to enter the injured
mgakaryocytes and thus megakaryocytophagia take place.
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