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Effect of hemocoagulase from snake venom on coagulation function in patients with

pulmonary tuberculosis complicated with hemoptysis

. . %
YI Jiang', CHENG Kuo-ju’
(1. Department of Infections, Xuanhan People's Hospital, Xuanhan 636150, Sichuan Province, China; 2. Department of Pharmacy,
Dazhou Integrated Traditional Chinese Medicine and Western Medicine Hospital, Dazhou 635000, Sichuan Province, China)

Abstract: Objective To analyze the effect of hemocoagulase from Baimei snake venom on the coagulation function
of patients with pulmonary tuberculosis and hemoptysis, and to analyze the therapeutic effect. Methods A total of 76
patients with pulmonary tuberculosis and hemoptysis admitted to the hospital from January 2016 to September 2018 were
randomly divided into control group and observation group and 38 cases in each group. The control group was treated with
aminomethylbenzoic acid and norepinephrine, and the observation group was treated with hemagglutinase. At the time
of admission and 48 hours after treatment, the coagulation function of the patients was measured, and the stop time and
hemoptysis volume of the two groups were compared. And 48 hours after treatment, the therapeutic effect was evaluated.
Results After 48 hours, the fibrinogen in the observation group was lower than that before treatment, and the fibrinogen
in the comparison observation group was lower than that in the control group (P<<0.05). The stop time and volume of
hemoptysis in the observation group were lower than those in the control group (P<<0.05). In the observation group, there
were 4 cases of secondary coagulation dysfunction, prothrombin time and fibrinogen were lower than the critical value. The
therapeutic effect of the observation group was better than that of the control group (P<<0.05). Conclusion Hemagglutinin
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from Baimei snake venom has a positive effect on pulmonary tuberculosis and hemoptysis, but it may induce secondary

coagulation dysfunction, delay thrombin time and reduce fibrinogen. We need to pay enough attention to the indications,

control the dosage, and strengthen the monitoring of coagulation function.

Key words: tuberculosis; hemoptysis; coagulation function; snake venom hemagglutinase
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