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Effects of paeoniflorin on prostaglandins E, receptor and Gas on

fibroblastlike synoviocytes of human under the stimulation of
rhILd « and rhTNF-«

Dai Xing Guo Xiaorong Wei Wei
(Institute of Clinical Pharmacology of Anhui Medical University Key Laboratory of Anti-inflammatory and
Immunopharmacology of Education Ministry of China Anhui Key Laboratory of Research and Development for
Chinese Medicine Anhui Engineering Research Center of Anti-inflammatory and Immune Drugs Hefei 230032 )

Abstract Objective To investigate the effects of paeoniflorin (Pae) on expression of EP, and Gas of human fi—
broblast-ike synoviocytes (FLS) under the stimulation of rhILd o and thTNF-o. Methods FLS of human were
cultured in vitro. The expression of EP, on human FLS under the stimulation of thILd « and rhTNF-« and the effect
of Pae were observed by immunofluorescence analyzed by confocal laser microscopy the expression of Gas was de-
tected by Western blot. Results rhlLdoa (0.1 1 10 pg/L) and thTNF-o« ( 0.2 2 20 pg/L) significantly
inhibited the expression of EP, and Gas Pae (10™° 107" 10~° 10~ mol/L) could improve the expression of
EP, and Gas. Conclusion Improving the abnormal expression of EP, and Gas on human FLS under the stimula—
tion of rthILd« and thTNF-w is probablly one of the most important molecule mechanisms of Pae preventing RA.
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Expression and distribution of CXCR4 in bone marrow mesenchymal

stem cells of acute myeloid leukemia
Gui Yu Ge Jian Xia Ruixiang
(Dept of Hematology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To explore the distribution expression of CXCR4 in bone marrow mesenchymal stem cells
(BM-MSCs) of untreated acute myeloid leukemia ( AML) patients and its clinical significance. Methods Bone
marrow samples from AML patients with initial diagnosis who were treated before and after chemotherapy then iso—
lated and cultured BM-MSCs in vitro. Subcellular localization and distribution of CXCR4 on membrane in P2 cells of
different groups were observed by using confocal immunofluorescence. Content changes of CXCR4 were detected by
using Western blot. Results The distribution of CXCR4 in BM-MSCs of untreated AML group was different from
others did not accumulate in the Golgi apparatus most of which were located on the cell membrane instead and
protein content was lower than the other two groups. Conclusion The distribution and content change of CXCR4
in BM-MSCs of untreated AML patients may be associated with the change of bone marrow hematopoietic microenvi—
ronment and CXCR4 has a synergistic effect on extramedullary infiltration of leukemic cells.
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