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The clinical effect of Rho-kinase in blood in patients with chronic obstructive pulmonary disease
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Abstract: Objective

tients with chronic obstructive pulmonary disease(COPD) related pulmonary arterial hypertension(PAH). Methods

To observe the clinical effects of Rho-kinasel (ROCK1) in serum and peripheral blood monocytes in pa-
A total of 40
patients with COPD were enrolled in this study and randomly divided into COPD associated PAH group(group A) and COPD group
(group B). 20 healthy people were used as a control group(P<C0. 05). The expression of ROCK1 in serum and in peripheral blood
monocytes,and the mean pulmonary artery pressure were detected. The correlation of various index was investigated by Pearson
correlation analysis. Results The expression of ROCK1 in serum and in peripheral blood monocytes,and the mean pulmonary arter-
y pressure in group A and B were higher then control group(P<C0. 05). These indexes in group A were higher then group B. The
level of ROCKI in serum was positively related with pulmonary arterial systolic pressure(r=0. 654, P<C0. 05). The level of ROCK1

in peripheral blood monocytes was positively related with pulmonary arterial systolic pressure(r=0. 664, P<C0. 05). The serum lev-

el of ROCK1 was positively related with that in peripheral blood monocytes(»=0. 864, P< 0. 01). Conclusion

The high-level ex-

pression of ROCK1 play a key role in the development of PAH in COPD patients.
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