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Abstract: Objective To investigate the levels of serum placental growth factor ( PIGF) in patients with chronic obstruc-
tive pulmonary disease (COPD) at acute exacerbation( AECOPD) stage and stable stage,and its association with high-sen-
sitivity C-reactive protein( hs-CRP) and forced expiratory volume in first second( FEV, ). Methods The consecutive 60
COPD patients including 30 cases of AECOPD and 30 cases of stable stage presented between December 2011 and October
2012 were enrolled in this study. At the same time,30 healthy volunteers were selected as control group. The levels of ser-
um PIGF and hs-CRP were measured by enzyme-linked immunosorbent assay ( ELISA) and colloidal gold method,respec-
tively. The FEV, was also detected. The obtained data were analyzed using nonparametric test and linear correlation analy-
sis. Results The mean rank of serum concentration of PIGF in AECOPD group was higher than those in stable stage group
and control group (all P <0.01) ,and it in stable stage group was higher than that in control group (P <0.01). The mean
rank of serum hs-CRP concentration in AECOPD group was higher than those in stable stage group and control group ( all
P <0.01) ,and it in stable stage group was higher than that in control group (P <0.01). The mean rank of the percentage
of FEV, value in predicted value (FEV,% pred) in AECOPD group was lower than those in stable stage group and control
group (all P <0.01) ,and it in stable stage group was lower than that in control group (P <0.01). In AECOPD group and
stable stage group,the levels of serum PIGF were all negatively correlated with FEV, ,respectively(r= -0.465, —0.402,

all P <0.05). Conclusions Serum concentration of PIGF increases and is correlated with FEV, in COPD especially
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AECOPD patients, suggesting PIGF may be involved in the pathogenesis of COPD.
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