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[ Abstract] Objective To study the value of the serum tumor necrosis factor alpha (TNF-a) and
C-reactive protein (CRP) levels for prediction of different stages of chronic obstructive pulmonary disease
(COPD). Methods Total of 76 cases with COPD in Tiandong County People’s Hospital, Guangxi in
January 2013 to February 2014 as were collected, among whom 30 outpatients with stable as the control
group, 46 cases of acute exacerbation period as the observation group. The levels of serum TNF-a and CRP,
pulmonary function were detected, respectively. Results The levels of serum TNF-o and CRP in patients with acute
exacerbation were (29.47 + 5.16) ng/L and (7.31 + 1.25) g/dl, while in the control group were (11.98 + 1.82) ng/L
and (1.76 + 0.42) g/dl in patients with acute exacerbation of FEV% was (32.63 + 7.21), the control group was
(50.22 + 7.37), the difference was significant (z = 14.6182, 10.5529, 7.6137, P < 0.05). Acute exacerbation of
patients with stage FEV% increased to (41.54 + 9.2)%, was significantly improved compared with before the
treatment. The serum levels of TNF-a and CRP were (18.22 + 3.62) ng/L and (2.82 + 0.57) g/dl, significantly
decreased compared with before treatment (+ = 22.316, 8.024, 13.604, P < 0.05). After the follow-up for 3
months, the FEV% of patients with (50.12 + 8.86)%, with continuous improvement. The levels of serum
TNF-a and CRP were (12.48 + 1.95) ng/L and (1.87 + 0.41) g/dl, with continuous decreased, compared
before and after treatment, there were significant differences (F = 41.657, 93.624, 82.338, P all < 0.05).
Conclusions The detection of the levels of serum TNF-o and CRP were helpful to determine the severity of
COPD and pulmonary function damage, has higher clinical value.

[ Key words] Tumor necrosis factor alpha; C-reactive protein; Chronic obstructive pulmonary disease;
Predictive value
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