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hCD137-PCDNA3. 4 eukaryotic expression plasmid was constructed followed by the expression purification and i-
dentification using 293F cells and a CD137 transgenic cell line was obtained for screening hybridoma. Further—
more the experimental mice were immunized with CD137 protein to detect the serum titer of mice. Spleens of im-
munized mice were fused with myeloma cells SP2/0 besides enzyme-inked immunosorbent assay ( ELISA) and
flow cytometry were utilized to screen the hybridoma of mice. Simultaneously the hybridoma ascites of mice were
prepared and purified. Then the total RNA of the mAb hybridoma cell line was extracted reversely transcripted to
c¢DNA and the variable region sequence of mouse anti-human CD137 antibody was cloned. Subsequently the
heavy chain and light chain expression vectors of humanized antibody were obtained accordingly and HEK293FT
was transfected instantaneously. The affinity of recombinant human antibody to antigen was detected and analyzed
later. Results The results displayed that the affinity of humanized antibodies of combined was not reduced and
6F5 had a competitive role with its ligand CD137L. Corresponding protein binding epitope was located at a. a 30—
100. Conclusion We successfully prepares a humanized CD137 antibody which lay the foundation for the next
step in tumor treatment in vivo.
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Effect of budesonide intervention on NF«B/TGF-31 pathway

and early airway remodeling in asthmatic mice
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Abstract Objective To investigate the effect of budesonide intervention on the expression of nuclear factor«B
( NF«B) transforming growth fator-$1( TGF-31)

remodeling in asthma mouse provide the further theoretical support for budesonide treatment of asthma. Methods

the expression of related inflammatory factors and early airway

BALB/C mice were randomly divided into 3 groups: control group budesonide group and asthma group 10 rats in
each group. Models were established by ovalbumin( OVA) induction in budesonide group and asthma group while
the control group treated with physiological saline. The changes of lung inflammation in mice were observed by HE
staining. Enzyme linked immunosorbent assay ( ELISA) was used to detect the levels of IL43 IL4 IL-5 in bron-
choalveolar fluid ( BALF) . The content of NF«B and TGF-31 protein in lung tissue of mice was analyzed by West—
ern blot. The levels of TGF31 and NF«B p65 mRNA were detected by Real-time PCR. Medical image analysis
software system was employed to measure the perimeter basement membrane ( Pbm)
tube ( WAL)
(N) then the results standardizing by Pbm. Results

the wall area of bronchial
the wall area of bronchial smooth muscle ( WAm) and the number of bronchial smooth muscle cells
Compared with control group HE staining showed that re—
markable pathological changes included the degree of infiltration of inflammatory cells around the airway submu-
cous edema and bronchial wall thickening in asthma group. The ELISA results of three groups showed that the lev—
els of IL43 IL4 IL-5 in BALF were higher in budesonide group than those in control group and lower than asthma
group ( P <0.05) . Western blot and Real-time PCR results indicated that positive expression of NF+«B p65 and
TGF-1 in asthma group were higher than those in control group and budesonide group ( P <0.05) at the protein
and mRNA levels. Image analysis showed that WAt/Pbm WAm/Pbm in budesonide group were respectively lower
than those in asthma group ( P <0.05) . Conclusion NF-+«B/TGF-31 signaling pathway may play a crucial role
in the pathogenesis of asthma and may be involved the airway remodeling. One of the mechanisms of budesonide
in the treatment of asthma may be to improve asthma symptoms and interfere with asthma airway remodeling by in—
hibiting the expression of NF+«B and TGF-{31 in asthma.
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