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Factors influencing the inhibitory effect of N-acetylcyanine on respiratory pathogens in patients with chronic ob-
structive pulmonary disease TANG Jia-jia". Jiangsu Haian Peoples Hospital, Nantong 226600 , China

Abstract Objective: To investigate the factors influencing the inhibitory effect of N-acetylcyanine (NAC) on respirato-
ry pathogens in patients with chronic obstructive pulmonary disease ( COPD). Methods: Ninety patients with severe COPD
respiratory infection were selected. Sputum specimens from all patients were collected and strains were separated and cul-
tured. The influences on NAC inhibitory effects from different concentrations, action time, organic matter, pH value and
storage conditions were observed. Results: Ninety-eight strains of pathogenic bacteria were isolated and cultured from the 90
patients with severe COPD respiratory infection. There were 25 strains of Gram-positive bacteria (25.51% ), 57 strains of
Gram-negative bacteria (58.16% ), and 16 strains of fungi (16.33% ). The bactericidal rate of 5 mg/mL NAC solution to
the common pathogenic bacteria of COPD respiratory tract was almost 100% . The inhibitory effect of 2 mg/mL NAC solution
on Staphylococcus aureus and Escherichia coli was significant after 30 min. When the organic matter was above 8% , the in-
hibitory effect of NAC was obviously reduced. When the pH was 4, the inhibitory effect of NAC was very obvious. The inhib-
itory effect of NAC solution was still good after being sealed and refrigerated for 3 days, but the inhibitory effect decreased
obviously after 1-day storage at room temperature. Conclusion: NAC has an ideal inhibitory effect on the common pathogenic
bacteria of severe COPD respiratory infection, while organic matters, pH value and storage conditions have an obvious effect
on the inhibitory effect of NAC.
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