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The Evaluation of Treatment Effect of Respiratory Disease for 68 Cases of VLBWI.
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Abstract Objective To discuss the main complication and death cause of VLBWI, and enhance survival rate. Methods We

summarized our experience and analyzed distribution of respiratory disease diseases of 68 cases of VLBWI. Results 51 cases were cured

and 9 cases were died. Conclusion The respiratory disease was the main complication and death cause of VLBWI. The survival rate of

VLBWI could be improved by being in NICU, intervening early with medicine and strengthening management of respiratory tract.
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