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while Western blot was used to analyze the expressions of Runx2 Hif-d o protein. Results

The osteogenic differen—

tiation of PDLSCs under hypoxia condition was higher than the osteogenic differentiation of PDLSCs cultured under

nomoxia condition however the osteogenic differentiation of PDLSCs cultured under hypoxia condition for 48 h was

inhibited. Conclusion Hypoxia can enhance the osteogenic differentiation of PDLSCs within 48 h  however inhib-

it the osteogenic differentiation of PDLSCs after 48 h.
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2 3 IFN—y.IL4.IL17A (xts)
+ F
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Effects of bortezomib on the polarization of

Th1/Th2/Thl7 cells after bone marrow transplantation in mice
Wang Yongqing Li Qingsheng Wu Wei et al
( Dept of Hematology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the possible role of bortezomib on the polarization of Th1/Th2/Th17 cells and
the expression of IFN—y IL-4 and IL47A in mice with acute graft versus host disease( aGVHD) . Methods To es—
tablish the animal model of mouse aGVHD mice were randomly divided into 3 groups normal control group trans—
plantation control group transplantation and early injection bortezomib group. The survival time clinical manifesta—
tions of aGVHD and levels of recipients H2b cells detected by flow cytometry in the recipient mice were observed.

The percentages of Thl Th2 and Th17 cells in T lymphocytes of peripheral blood were measured by flow cytome—
try. Double antibody sandwich ELISA was employed to detect the levels of IFN—y 1L4 and IL47A in serum. Re-
sults The mice in transplantation control group appeared typical symptoms of aGVHD and all died of aGVHD with—
in 2 weeks after transplantation and the mean survival time was 11 days. The sympotoms of aGVHD was milder in
transplantation and early injection bortezomib group than transplantation control group and the median survival
time was significantly longer. The 60 d survival rate was 60% . The mice in transplantation control group the pe—
ripheral blood Thl and Th17 cells subsets proportion was significantly increased( P <0.01) and Th2 cells subsets
reduced( P <0.01) . After injection bortezomib the peripheral blood Thl and Th17 cells subsets proportion was re—
duced but still higher than the normal control group( P <0.05) Th2 cell subsets increased there was no differ—
ence between with normal control. The mice in transplantation control group higher levels of IFN—-y and IL47A al-
so found in serum and the concentrations of IL4 reduced( P <0.01) . After injection bortezomib levels of IFN—y
and IL47A decreased significantly but still higher than the normal control group( P <0.05) levels of IL4 in-
creased but still lower than normal control( P < 0. 05) . Conclusion Bonezomib administered immediately after
bone marrow transplantation can prevent aGVHD improve the survival rate. lts mechanism maybe down-regulate
the expression of Thl and Th17 cells differentiation and the ratio of IFN—-y and IL47A.
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