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Effect of different partial oxygen pressure on blood coagulability YU Wen, LI Xueying, WANG Ninghua. De-
partment of Physical Medicine and Rehabilitation, The First Hospital, Beijing University, Beijing 100034, China

[ Abstract] Objective To explore the changes of blood coagulability and thrombosis indices under the influ-
ence of different oxygen pressure in vitro. Methods Sheep blood was kept under 3 different oxygen pressure condi-
tions (e. g. atmosphere oxygen, pure oxygen or non- oxygen) for 24 hours. For outcome measurements , the clotting
time and calcium recovery time were recorded. The thrombosis indices, including dry weight, wet weight and length
of thrombus were measured. Results In contrast to atmosphere oxygen condition, the clotting time and calcium re-
covery time were significantly increased( P <0.05) in non- oxygen condition. Both dry and wet weight of thrombus
were also found to be significantly reduced (P <0.05). However, the clotting time, calcium recovery time and throm-

bosis indices did not differ significantly in pure oxygen condition when compared with these in atmosphere oxygen con-

dition. Conclusion Our results indicated that anoxia may weaken the function of coagulability, the use of appropri-

ate partial oxygen pressure is safe, as negligible changes of the coagulability were noted in the experimental study.
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