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A Control Study of N - acetylcysteine Therapy for Chronic Obstructive Pulmonary Disease. Fu Yingxia, Wang Xizhu, Yuan Yajun, Yin
Hui,Wang Lina. Rspiratory Department, Tangshan People's Hospital , Hebei 063000 , China

Abstract Objective NAC therapy was used to observe the effect of TNF — o, hs — CRP,Pa0, ,PaCO,and lung function in patients
with COPD,so as to evaluate the therapeutic effect. Methods 65 patients with COPD were recruited and the patients were randomly di-
vided into 2 treatment groups:control group (n =31) and experimental group (n =34). Patients in the two groups received the conven-
tional treatment of COPD in unchanged dosage for the duration of the study except stopping using antibotic drug after infection was re-
solved. NAC tablets were taken orally at a dose of 600mg once a day in experimental group. After 8 weeks treatment, we appraised lung
function and the plasma level of TNF - o, hs — CRP,Pa0, and PaCO,. Results Compared with normal controls, the plasma levels of TNF
—a and hs — CRP increased significantly. The higher level of those , the higher lung function class was in 65 COPD patients, and there
was significant effect( P <0.05). The same improvement was seen at the level of PaO, and PaCO,. Conclusion The treatment with NAC

decreases the levels of plasma TNF — a,hs — CRP and PaO, and improves the levels of PaCO, in patients witn COPD. NAC improves lung

function in patients of COPD.

Key words COPD;N - acetylcysteine ;hs — CRP;TNF — o ; Airway remodeling; Inflammatory factor
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The Evaluation of Treatment Effect of Respiratory Disease for 68 Cases of VLBWI.

Kaifeng Children's Hospital ,Henan 475000, China

Li Zhibo, Liu Jing. Department of Newborn ICU,

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.

Key words VLBWI; Respiratory disease; Survial rate
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