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Efficacy of Bufei Huoxue Method in Treating Stable COPD Patients and its Effects
on Pulmonary Vascular Remodeling, Th17/Treg Immune Balance
Li Xiaodan, Wang Kui,Zhang Chunyang
( Respiratory Department ,Second Affiliated Hospital of Tianjin University of Traditional Chinese Medicine , Tianjin 300000, China)
Abstract Objective: To study the effects of Bufei Huoxue method in treating stable chronic obstructive pulmonary disease
(COPD) patients and its effect on pulmonary vascular remodeling, T helper cell 17 ( Th17)/Regulatory T cell ( Treg) immune bal-
ance. Methods: A total of 134 patients diagnosed as stable COPD in Second Affiliated Hospital of Tianjin University of Traditional
Chinese Medicine during March 2015 to October 2017 were randomly divided into an observation group receiving routine treatment
combined with Bufei Granules,and a control group receiving routine treatment , with 67 cases in each group. Before treatment and 12
weeks after treatment, pulmonary function and vessel remodeling indexes, Th17/Treg index in peripheral blood were measured. Re-
sults ; After treatment , forced vital capacity(FVC) ,1 second forced expiratory volume( FEV1)and FEV1/FVC levels in 2 groups in-
creased. the contents of hypoxia inducible factor-1a ( HIF-at) , vascular endothelial growth factor ( VEGF) , basic fibroblast growth
factor(bFGF) ,high migration rate group protein 1 (HMGBI ) ,and interleukin-17 (IL-17) , transforming growth factor-g1 ( TGF-B1)
and the proportion of Th17/Treg in peripheral blood all decreased and FVC,FEV1 and FEV1/FVC levels of THE observation group
were higher than those of the control group. The content of HIF-1a, VEGF ,bFGF, HMGBI1 ,1L-17 , TGF-B1 and the proportion of
Th17/Treg in peripheral blood were all lower than those of the control group. Conclusion ; Bufei Huoxue therapy can improve lung
function, delay pulmonary vascular remodeling and improve Th17/Treg immune balance in stable COPD patients.
Key Words Chronic obstructive pulmonary disease; Pulmonary function; Vascular remodeling; T helper cells 17; Regulatory T

cells; Immune balance; Vascular endothelial growth factor; Basic fibroblast growth factor
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