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mined by flow cytometry. The expression levels of IkBa p-dkBa cleaved-Caspase3 and Caspase8 were determined
by Western blot respectively. NF-«B activity was assessed by electrophonetic mobility shift assay (EMSA). Re-
sults thTSG-6 showed proliferation inhibition effect against KFs and 1Cs, value of rhTSG-6 to KFs was nearly 300
ng/ml. After treated with thTSG-6 at the concentration of 300 ng/ml for 48 h the rate of apoptosis of KFs was in—
creased (P <0.05). The expression level of cleaved—caspase 3 and caspase 8 were significantly increased in
thTSG-6 treated group. In the other hand the whole p-dkBa level was significantly reduced upon rhTSG-6 treat—
ment with marked increase in IkBa levels. NF—«B activity was decreased significantly compared to the control
group. Conclusion The data suggest that TSG-6 may induce cell apoptosis in KFs via inhibiting the activation of
NF—«B pathway
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Effects of Mycobacterium tuberculosis heatresistant antigen

on secretion of SP-B and apoptosis in A549 cells
Sun Zhixiao Sha Quan

(Dept of Medical Immunology and Allergy and Immunology Research Center
Anhui Medical University Hefei 230032)

Abstract Objective To investigate secreting pulmonary surfactant-associated protein B (SP-B) and apoptosis in
human lung adenocarcinoma cell line (A549) cells treated with heat-resistant antigen of Mycobacterium tuberculo—
sis (Mitb-HAg). Methods Different concentrations of Mth-HAg were used to culture A549 cells for 24 h and 48 h
respectively and the blank control groups(control group 1 and control group 2) and positive control groups lipopo—
lysaccharide (LPS) group and curcumin group were set up. SP-B in the culture supernatant was assessed by
ELISA in control group 1 LPS group and experimental group 1(A549 cells were respectively induced by 2 wg/ml

3 pg/ml Mitb-HAg to culture for 24 h and 48 h). For control group 1 LPS group and experimental group 1 the
relative expression of SFTPB gene was quantified with quantitative real-time fluorescence quantitative PCR (qRT-
PCR). The apoptosis rate of control group 2 curcumin group and experimental group 2 (A549 cells were respec—
tively induced by 2 pg/ml 3 pg/ml Mib-HAg to culture for 24 h) in A549 cells were detected by flow cytometry.

Results the differ—

ence was statistically significant (P <0. 05). The difference of SP-B expression in the experimental group 1 was not

SP-B expression in the experimental group 1 was significantly lower than the control group 1

obvious with the prolongation of the same concentration. At the same incubation time the expression of SFTPB in
the experimental group 1 decreased obviously with the increasing concentration of Mtb-HAg the difference was sta—
tistically significant (P <0.05). The change with time was not significant. The apoptosis rate of curcumin group
and experimental group 2 were significantly higher than that in control group 2 in A549 cells (P <0.05). Conclu-
sion Mib-HAg inhibited the expression of SP-B in A549 cells significantly and induced apoptosis of A549 cells.

Key words heat—resistant antigen of Mycobacterium tuberculosis (Mtb-HAg) ; A549 cells; pulmonary surfactant—

associated protein B(SP-B) ; apoptosis



