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[ Abstract] Objective To study the chronic obstructive pulmonary disease(COPD) in patients
with vascular endothelin-1 (ET-1) and calcitonin gene related peptide (CGRP) and clinical value of
detection. Methods 86 patients with COPD as the observation group, 50 healthy volunteers as control
group, ET-1 and CGRP levels of two groups were detected, COPD clinical classification were comparative
analyzed. Results 1, II, Il COPD patients, CGRP levels were (26.8+10.1)ug/L, (23.5+6.9)ug/L,
(21.3£3.5)ug/L, were lower than the control group, with significant difference (P<0.05); The level of ET-1
in patients with grade III COPD was (90.246.3)ug/L, higher than that of the control group and grade COPD
patients (P<0.05); The level of ET-1 in patients with class II COPD (74.6+5.5)ug/L, higher than that of the
control group and grade COPD patients (P<0.05); Compared to the oxygen, CGRP level [(17.5+5.8)ug/L,
(19.849.6)ug/L] of II and III COPD patients after oxygen treatment increased significantly, the level of
ET-1 [(61.4+6.3)ug/L, (73.245.4)ug/L] was significantly decreased(P<0.05). Spearman correlation analysis
showed that there was significant negative correlation between ET-1 and COPD in patients with CGRP
(r=-0.754, P<0.05). Conclusion ET-1 and CGRP levels are important index to judge the condition of
patients with COPD, hypoxia may lead to COPD occurs through the effect of dynamic balance of CGRP
and ET-1.
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