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Clinical comparison of limited blood transfusion and open blood transfusion during operation
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[ Abstract |
Methods A retrospective analysis of 104 patients with large and medium-sized blood transfusion in the hospital from July 2014 to May

Objective To investigate the clinical effect of intraoperative restrictive transfusion and open blood transfusion.

2015 was performed. From July 2014 to December 2014, 51 patients were selected as control group and the open blood transfusion was
carried out. From January 2015 to May 2015, 53 patients were selected as the observation group, and limited blood transfusion was car-
ried out. The blood transfusion and incidence of adverse reactions were compared between the two groups. Results The incidence of
adverse reactions in the observation group was 3.77%. The total blood transfusion and per blood transfusion volume were 1014.63 U and
(2.09 £1.05) U respectively. The incidence of adverse reactions in the control group was 15.69%. The total blood transfusion and per
blood transfusion volume was 1534.43 U and (3.14+1.47) U respectively. Conclusion Compared with open blood transfusion, restric-
tive blood transfusion can not only save blood resource, but also reduce the incidence of adverse reactions, which is worthy of promotion

in clinical use.
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