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ABSTRACT Objective
cells.  Methods Monocytes were isolated and fed with fetal bovine serum, granulocyte-macrophage colony-stimulating factor
(thGM -CSF) and interleukin4 ( rhIL.4 ), paclitaxel or wihtout paclitaxel, to prepare mature DC ( mDC). The DCs
immunophenotypic( CDla, CD86 , HLA-DR ) expression, endocytic activity and apoptosis were measured by flow cytometry.

To study the effects of Paclitaxel on immune function of human monocyte derived dendritic

Allogeneic T cell activation by DCs was tested by mixed lymphocyte reaction (MLR). Cytokines secretion of IL-10,1L-12, TNF-
o were detected by ELISA.  Results  The level of CD86 ,CDla ,HLA-DR expression on DC in paclitaxel treated group was
lower than those in the control group ( P <0.01); paclitaxel inhibited the endocytic and T-cell stimulating activity of DCs;
induced DC apoptosis ( P <0.01) ;and reduced the secretion of 1L-10 IL-12 and TNF-a of DC ( P <0.01).

Paclitaxel can inhibit immune function of human monocyte derived dendritic cells, which could be one of the mechanisms of

Conclusion

preventing restenosis post stent implantation.
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Tab.1 The expression of surface molecules of DCs x+s,n=4
ZH 5 CDla CD86 HLA-DR

LR

100 nmol - L™ 44.753 £6.020 " 22.688 +3.826"" 32.898 +4.488 "'

10 nmol - L™ 45.755 £5.846 " 19.698 +3.774 ! 28.268 +4.232"!

1 nmol + L' 58.630 £7.243 "' 25.935 +4.020"" 37.413 +4.125"!
mDC 87.105 +12.075 77.472 £10.988 ! 68.790 £9.216""
imDC 82.534 +11.248 38.075 +£5.370 50.432 +8.329

5 imDC 4134z, "' P <0.01
Compared with imDC, *' P <0. 01
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Tab.2 Endocytic capacity of DCs x+ts,n=4
205 FITC-Dextram FH 2%/ %
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Compared with imDC, *' P <0. 05
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Tab.3 Level of IL-10,IL-12 and TNF-« in the cell supernatants
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5 imDC 845, "' P <0.01
Compared with imDC, *' P <0.01
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Effects of Paeoniflorin on Serum Levels of TNF-« IL-6 . IL-10 in Rat Hepatic Fibrosis

Model

ZHAO Jian-xue ,GUO Hai-yan, LU Wei-ting, SHAO Ming, LU Yuan( Depariment of Infectious Diseases , Jiangsu
Province Hospital of TCM , Nanjing 210029 , China)

ABSTRACT Objective

fibrosis induced by carbon tetrachloride.

To investigate the effects of paeoniflorin on serum levels of TNF-a IL-6 IL-10 in rat hepatic

Methods

Sixty Sprague-Dawley rats were divided into 6 groups: normal control group



