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Influence of fasudil on inflammatory factors in patients combined with COPD exacerbation and pulmonary hypertension
WANG Chang-feng sWU Xue-hua s ZHANG Hua-zi ( Department of Respiratory, Huanggang Central Hospital ,
Huanggang » Hubei 438000 ,China)

[ Abstract] Objective To investigate the function of fasudil in patients with chronic obstructive pulmonary dis-
ease(COPD) with pulmonary hypertension. Methods Sixty-eight patients with COPD and pulmonary hypertension
were randomly divided into control group,receiving routine therapy,and treatment group, receivig routine therapy and
fasudil treatment. Pulmonary pressure and serum tumor necrosis facto a(TNF-q) ,interleukin-8 (IL-8) and C reaction
protein(CRP) levels were detected before and after treatment. Results ~ After treatment, pulmonary pressure in treat-
ment group was lower than control group(P<Z0. 05). In treatment group,serum levels of TNF-¢,IL.-8 and CRP were
significantly decreased after treatment(P<C0. 05). Pulmonary pressure in treatment group was positively correlated
with TNF-q,IL-8 and CRP level(P<C0. 05). Conclusion Treatment of fasudil in patients with COPD and pulmonary
hypertension coud reduce pulmonary pressure and TNF-q,1L.-8,CRP levels,and pulmonary pressure might be corre-
lated with inflammatory factors.
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