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Abstract:Objective : To investigate the inducing factors , clinical characteristics , treatment and prognosis of hyperleukocytic acute

leukemia (HLAL) with acute respiratory distress syndrome (ARDS) in order to improve the level of diagnosis and treatment . Methods :
The clinical data of 13 cases with HLAL complicated with ARDS were analyzed retrospectively. Results : 5 cases died from HLAL with
ARDS (38.46%); ARDS were induced by infections in 5 cases (38.46%).Conclusion : Patients who have high risk factors of developing
ARDS should be prevented actively and diagnosed early. Causes of ARDS should be eliminated while correcting hypoxia. For patients
with ARDS induced by infection , empiric high effective and wide-spectrum antibiotics should be applied early.
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