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[Abstract] Objective To investigate the effect of bacillus calmette-guerin polysaccharide
nucleotide (BCG-PSN) on quantity and function of CD47 CD25" Treg in lymph of asthmatic mouse
model. Methods  Balb/c mice were sensitized by ovalbumin to establish the asthmatic mouse
model. The mice of control group received saline at every time point. A pretreatment of 20 pg/60 pl
of BCG-PSN by intraperitoneal injection were done at 7 days before the first sensitization. Bronchial

hyper responsiveness (BHR), eoxinophil (EOS) % in broncho alveolar lavage fluid (BALF) were
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examined 48 hours after the final challenge. Propotion of spleen CD4 " CD25" Treg cells/CD4 ™" cells
was measured by flow cytometry. Foxp3 and CTLA-4 expression in spleen lymphocytes was
analyzed with RT and real-time PCR. IL-10, TGF-8 levels in the cultures spleen lymphocytes
supernatant were examined with ELISA. Results (1)BCG-PSN intervention significantly decreased
airway inflammation and airway hyperresponsiveness in asthmatic mice. (2) The percentage of
CD4" CD25" Treg cells/CD4" (3.71£2.20)% in the asthma group was significantly lower than
that in the normal group (6.44+1.16) % ( P <C0.01), there was significant difference between the
BCG-PSN group (6.75+1.63)% and the asthma group. (3) The expression of foxp3 mRNA and
CTLA-4 mRNA in spleen lymphocytes of asthmatic mice was significantly lower than that in
normal mice. (4) The intervention of BCG-PSN significantly increased the expression of CTLA-4
mRNA and foxp3 mRNA. The levels of I1.-10 and TGF-8 in the spleen lymphocyte supernatant of
asthmatic mice were significantly less than those in normal mice. The level of 11.-10 in BCG-PSN
group was (210.32 + 88.23) ng/L which was significantly higher than that in asthma group
(114.41+73.58) ng/L, and the level of TGF-8 in BCG-PSN group (487.66 4+ 32.57) ng/L was
significantly higher than that in the asthma group (97.764:23.58) ng/L ( P <C0.01) . Conclusions

BCG-PSN can increase immune tolerance on asthmatic mice by promoted the quatity and function

of CD4" CD25" Treg. The specific mechanism may be that BCG-PSN promote the cell-cell contact

inhibition mediated by CTLLA-4 and stimulated the secretion of inhibited cytokines 11.-10, TGF-§.
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GGCCACTTG-3"; CTLA-4 L5 ¥: 5'-GGG-
CTGGGTCTTTACACTCATTTT-3', F s ¥
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