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Fasudil combined with noninvasive positive pressure ventilation for
treatment of acute exacerbation of chronic pulmonary heart disease

Rong Lai', Duo Li%, Si-you Lan? Shu-kai Deng?
(1. The Second Department of Respiratory Diseases; 2. The First Department of Respiratory
Diseases, the First Affiliated Hospital of Sichuan Medical University,
Luzhou, Sichuan 646000, China)

Abstract: Objective To investigate the therapeutic value of Fasudil combined with noninvasive positive
pressure ventilation in the treatment of acute exacerbation of chronic pulmonary heart disease. Methods A to-
tal of 98 hospitalized cases with acute exacerbation of chronic pulmonary heart disease were randomly divided
into two groups. The control group (n=48) received the conventional treatment of anti-infection, oxygen in-
halation, airway dilation and expectorant together with noninvasive positive pressure ventilation. The observation
group (n=50) used Fasudil combined with the above treatment. The therapeutic effects were observed in the
two groups. And the clinical parameters were compared before and after treatment between the two groups
which included the arterial blood gas indexes (PaO, SaO, PaCO, pH), respiratory rate (RR), heart rate (HR),
systolic blood pressure (SBP), diastolic blood pressure (DBP), pulmonary arterial pressure (PASP), endothelin-1
(ET-1), hypersensitive C-reactive protein (hs-CRP), tumor necrosis factor alpha (TNF-«) and N-terminal brain
natriuretic peptide (NT-proBNP). Results The levels of pH, PaO, and SaO, significantly increased after treat-
ment in the two groups (P< 0.05), and were significantly higher in the observation group (P < 0.05). After the
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treatment, the levels of PaCO, RR, HR, PASP, ET-1, hs-CRP and NT-proBNP significantly decreased in

both groups

(P<0.05); the level of PASP decrease was significantly different between the two groups
0.05). The clinical therapeutic effect of the observation group was better than that of the control group

(P<
(P<

0.05). Conclusions Fasudil combined with noninvasive positive pressure ventilation therapy has certain thera—
peutic value in patients with acute exacerbation of chronic pulmonary heart disease, because the combined
treatment can significantly improve the level of arterial blood gas indexes and reduce pulmonary artery pres—

sure and inflammatory factor level.
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TNF- o M NT-proBNP T[4 F 5 H oA 45 15 F il
ST RELL (P <0.05) , WL 4 () JL A 47 38 A< st [i)
ARt a] 2 T IRZH( P<0.05) . HARIFHLEI K,
Ok &7 /R BEA TC A SR YT R 48 TR 5 1F el
AP A G 2 JE SR AR LR CO, T BE S
S IR YT DL s QUK VA & MR P [R) 1S 5 B AR
IM17% hs-CRP . TNF- o \NT-proBNP }Ifili& ET-1 7K-F-
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