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Effects of Sigikang injection combined with Becotide on prevention and treatment of in-

fantile asthma

HUANG Ying, CHEN Kun-hua, ZHANG Ru-yi, SHI Tian-tian (Department of Respiratory Diseases, Children” s Hospitak Chongqing
Univesity of Medical Sciences, Chongging 400014, China)

Abstract. Objective To evaluate the clinical efficiency, mechanisms, and safety of Sigikang injection (BCG-
PSN) combined with fluticasone propionate (FP) in treatment of infantile asthma. Methods Thirtyfive children
with asthma (treatment group ) were administered with BCG-PSN (3 months ) combined with FP (1 year). The other
30 children with asthma (control) were administered orally with ketotifen only. During the follow-up period for more
than 1.5 years, the severity of asthma, frequency of asthma attack, pulmonary function, and immunologic function
were investigated and evaluated. Results Compared with those in the conirol group, the pulmonary functions of the
treated infants, such as PEF and FEV 1, recovered from abnormality (P<C0.01). Compared with those indices be-
fore treatment, alleviated severity of asthma, decreased incidence of asthma attack, serum Igk, sIl-2R, and ratio of
CD4 D8, but increased CD3 T cells were found in children with asthma. The total clinical effective rate reached
91.43% (32 B85). Conclusion BCG-PSN combined with FP is one of the effective methods for the treatment and
prevention of infantile asthma.
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