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Effect of Shuxuetong Injection on plasma endothelin in acute exacerbation of
chronic pulmonary heart disease
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Abstract: Objective To investigate the effect of Shuxuetong Injection on plasma endothelin (ET-1) in acute exacerbation of chronic
pulmonary heart disease.Methods Used a random draw and retrospective study, From February 2010 to December 2016, 122 cases
of acute exacerbation of chronic pulmonary heart disease in our hospital were selected and were ivided into observation group and
control group with 61 cases in each group accorded to the different treatment methods, the control group was received naloxone
treatment, the observation group was given Shuxuetong Injection therapy based on the control group treatment, all the cases were
given reated 28 d.Results The total effective rate of the observation group and the control group was 98.4% and 86.9% respectively,
and the observation group was significantly higher than that of the control group (P < 0.05). After treatment, the value of V, and
PAPs in the two groups were significantly lower than that before treatment (P < 0.05), and the value of V,_  and PAPs in the
observation group after treatment were significantly lower than that of the control group (P < 0.05). The plasma ET-1 content in the
observation group and the control group after treatment were significantly lower than that before the treatment (P < 0.05), and the
observation group were also significantly lower than that of the control group (P < 0.05). After treatment, the values of PT, APTT
and TT were higher than those before treatment (P < 0.05), and the values of PT, APTT and TT in the observation group were also
higher than those of the control group after the treatment (P < 0.05).Conclusion The Shuxuetong injection can inhibit the expression
of plasma ET-1 and improve the pulmonary artery pressure in patients with acute exacerbation of chronic pulmonary heart disease,

and it has anticoagulant effect, which is beneficial to improve the therapeutic effect.
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Table 3 Comparison on pulmonary artery systolic pressure between two groups before and after treatment
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