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Abstract Objective To investigate the levels of cytokines and a — SMA in bronchoalveolar lavage fluid of patients with severe
pneumonia reflected the severity of the disease and the degree of pulmonary fibrosis. Methods Forty five patients with severe pneumonia
were divided into non — ALI/ARDS group, ALI group and ARDS group, levels of HGF, KGF and other inflammatory factors in bronchoal-
veolar lavage fluid were measured, evaluate the significance of the above indicators to reflecting the severity of severe pneumonia in pa-
tients with severe disease, Simultaneous detection of three groups of patients with alveolar lavage fluid o — SMA levels, ,and evaluate the
degree of the three groups of patients with pulmonary fibrosis. Results The levels of cytokines EGF, KGF, IL -6, IL -8 and MCP -1
in BALF were significantly higher in ARDS group > ALI group than in ALI / ARDS group (P <0.05), the levels of « — SMA in BALF
group were ARDS > ALI > non — ALI / ARDS (P <0.05). Conclusion In this study, for newly diagnosed patients with severe pneu-
monia, the higher the levels of cytokines EGF, KGF, IL -6, IL -8 and MCP -1, the more severe the disease, the level of a — SMA in
the lavage fluid can reflect the degree of pulmonary fibrosis, the level higher, the lung tissue repair capacity worse, there are clues for
prognosis.
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