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The agonist of TLR7 Gardiquimod up-regulates the expression

of interleukin-45S in BxPC-3 cells
Wang Fang Jin Rui Li Lei et al
( Dept of Biochemisiry and Molecular Biology Anhui Medical University Hefei 230032)

Abstract Objective To investigate the expression of Tolldike receptor 7 ( TLR7) in pancreatic cancer BxPC-3
cells and to explore the effect of TLR7 activation on the expression of interleukin45( IL45) . Methods BxPC-3
cells were used to analyze the expression of TLR7 by Western blot and Real-time PCR. The cells were treated with
Gardiquimod (3 wg/ml) at different times the expression of IL45 at mRNA level by Real-time PCR. Western blot
was performed to analyze the phosphorylation level changes of phosphatidyl inositol kinase serine/threonine kinase
( PI3BK-AKT) protein in BxPC3 cells stimulated by TLR7 ligand Gardiquimod. Results Western blot and Real-
time PCR results showed that compared with peripheral blood mononuclear cells ( PBMC) TLR7 presented weak
expression in BxPC3 cells. Gardiquimod could increase the expression of IL45 in BxPC3 cells. TLR7 agonist
could activate the PI3K-AKT signaling pathway. Conclusion Gardiquimod can up-regulate the expression of IL45
and this effect can be associated with PI3K-AKT signaling pathway.
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Culture and identification of myelin basic protein activated T cells in SD rats
Zhao Hao' > Yu Liang’ Zhang Jingxing’ et al
('Dept of Medical Laboratory The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001;
*Central Laboratory The First Affiliated Hospital of Bengbu Medical College Bengbu 233004,
*Anhui Provincial Key Laboratory of Tissue Transplantation. Bengbu 233030)

Abstract Objective To culture the myelin basic protein ( MBP) specific T lymphocytes in SD rats and identify
their characterization of phenotype and cytokine profiles. Methods The SD rats were immunized with MBP; the
draining lymph nodes were collected and made into single cell suspension. The cells were cultured in RMPI 1640
medium and stimulated repeatedly with MBP to produce MBP specific T ( MBP-T) cells. Then their reactivity to
MBP stimulation was measured using *H-thymidine (*H-TdR) incorporation the phenotype and cytokine profiles
were determined using flow cytometry. Results When the MBP antigen exists °~H-TdR incorporation of MBP-T
cells increased obviously. Flow cytometry showed that MBP-T cells were mainly CD3* CD4* T lymphocytes
(98%) and could produce interferon—y( IFN—y) and interleukin40( IL40) . Conclusion The cells collected
from the draining lymph nodes of MBP immunized SD rats could be amplified into MBP-T cells in vitro. The pheno—
types of these cells are mainly CD3* CD4* and show the Thl and Trl cytokine profiles.
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