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Expression and clinical significance of ADA,CRP and CEA in pulmonary and extrapulmonary tuberculosis
Xiao Jihai

(Department of Liver Infection ,Dianjiang County People’s Hospital ,Chongqing 408300, China)
Abstract: Objective To explore the clinical value of adenosine deaminase (ADA) ,C-reactive protein (CRP) and carcinoembry-
ADA was
measured with the liquid dual reagent velocity method, CRP with the gold-labeled immunization test and CEA with ELISA. 90 a-

onic antigen (CEA) in the diagnosis of pulmonary tuberculosis(TB) and extrapulmonary tuberculosis (EPTB). Methods

dults were as controls,94 cases of pulmonary TB as the pulmonary TB group and 73 cases of EPTB as the EPTB group. The ADA,
CRP and CEA levels were compared among 3 groups. Results The levels of ADA,CRP and CEA in the pulmonary TB group and
the EPTB group were (50. 14=24. 4)U/L,(53.6=+21. 3)mg/L and (8. 7%3. 4)pug/L;(49. 2+23. 5)U/L, (49. 8+19. 8)mg/L and
(8.5%3. 3)ug/L respectively, which were significantly higher than (17.145. 1) U/L, (8. 74=2. 5)mg/L and (5. 4=%2. 3) ug/L in
the control group,the differences had statistical significance (P<C0. 05). The positive rates of ADA and CRP were 91. 5% and
89.4% in the pulmonary TB group and 84. 9% and 91. 8% in the EPTB group, which were higher than 2. 2% and 1. 1% in the con-
trol group,the difference was statistically significant (P<Z0. 05). Conclusion The measurement of ADA,CRP and CEA is of high
clinical value in the diagnosis and differential diagnosis of pulmonary TB and EPTB.
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