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Tuberculosis (TB) is curable disease, but remains as a leading cause of 
mortality among infectious diseases and presents a high rate of pulmonary 
sequelae after anti-tuberculous treatment (ATT). Host biomarkers for monitoring 
treatment response have been considered as important priorities for TB 
research. Additionally, exacerbated inflammatory response may be related with 
pulmonary injuries, such as bilateral and/or cavitary disease, consistent with 
inflammatory profile. Recently, high serum VEGF levels were described in 
active pulmonary TB cases (PTB). VEGF-A is a remarkable angiogenic factor 
related with granuloma formation and cellular migration. In the present study, 
we prospectively depict the immune profile, microbial clearance and evolution of 
radiographic lesions in PTB patient cohort before and 60 days after ATT 
initiation. Circulating levels of VEGF-A were measured by Luminex in 
cryopreserved serum samples obtained of 82 PTB patients. The analysis 
presented correlations among VEGF-A and leukocytosis, mycobacterial loads 
and, the presence of severe pulmonary involvement: bilaterial and/or multiple 
cavitation in radiographic chest image.Before ATT, we observed high 
association (p<0.0001) between VEGF-A with severe PTB and leukocytosis. At 
60 days of ATT, VEGF-A remained associated with leucocytosis and lack of 
improvement of chest-X-ray images and positive culture, suggesting that VEGF-
A may be a chemotactic factor to leucocytes in TB. These results point out that 
VEGF-A is increased in severe PTB and leucocytosis (>10000 cells/mm3). 
Indeed, VEGF-A is a promising biomarker for assessment of exacerbated 
inflammatory profiles in TB patients, leading the new personalized therapeutics 
proposals in TB infection.  
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