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Expression of C reactive proteion in the stable COPD patients with pulmonary hypertension
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Abstract: Objective To explore the expression of C Reactive Protein(CRP) in patients with stable chronic obstructive pulmo-
nary disease(COPD)accompanying with pulmonary hypertension. Methods 133 patients were divided into pulmonary hypertension
group with 63 cases and no-pulmonary hypertension group with 70 cases. The levels of CRP,pulmonary arterial systolic pressure,
The log-transformed level of CRP
was positive correlated with SPAP(»=0. 405, P<C0. 05) and negative correlated with FEV1/pre% (r=—0. 713, P<0. 05) , while it

was not correlated with PaO, and PaC, in patients with stable COPD. Conclusion The serum level of CRP in patients with stable

arterial blood gas analysis and lung function in two groups were detected and analysed. Results

COPD who was complicated by pulmonary hypertension was probably an indicator of the morbid state of patients.
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