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Effective of Cucrcumin on Anti — bacterial and Anti - inflammation Induced by Streptococcus Pneumoniae. Yu Lu,Li Haiyan ,Wen Shun-
hang ,et al. Department of Pediatric Pulmonology ,The Second Affiliated Hospital & Yuying Children's Hospital of Wenzhou Medical Universi-
ty ,Zhejiang 325027 , China

Abstract Objective To study the the minimum inhibitory concentration of curcumin and curcuminoids such as 6B and Y20 on the
inhibition of streptococcus pneumoniae ( SP) ,and the regulation efficacy of curcumin and curcuminoids on NF - kB and NanA expression,
in order to discuss the anti — bacteria effect and mechanism of anti — inflammatory of Cur, 6B, Y20 against streptococcus pneumoniae infec-
tion. Methods According to micro dilution method combined with blood agar plate coating method, we calculated the MIC of Cur,6B,
Y20 on streptococcus pneumoniae. dThe SP infection model was established in vitro and performedby human bronchial epithelium
(BEAS -2B) divided into blank control group,SP infection group and Cur + SP groups,6B + SP groups, Y20 + SP groups. Cell survival
rate was measured by CCKS8. The protein level of NanA , TNF — o was measured by ELISA the expression of NF — kB was measured by
Western blot. Results  Cur,6B,Y20 entirely inhibited the growth of SP at high concentrations. Over the time of infection,the survival rate
was higher in Cur,Y20,6B treated groups compared with SP groups(P <0.01) ,and compared with the SP infection group, the expressions of
NF - kB,NanA were decreased in the pre — treatment groups( P <0.05) ,also TNF - « expression reduced (P <0.01). Conclusion Cur,
Y20,6B had an anti — bacteria effect at high concentrations. They could reduce the virulence of SP by effectively down — regulating the ex-
pression of NanA ,decrease the inflammation injury by inhibiting NF — kB activation and the expression of inflammation cytokines.
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