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Ginsenoside compound K suppresses the activation
of T lymphocytes in rats with adjuvant-induced arthritis
via activating glucocorticoid receptor
Si Min Chen Jingyu Ma Yang et al
( Institute of Clinical Pharmacology Anhui Medical University Key Laboratory of Anti-inflammatory

and Immune Medicine Ministry of Education Anhui Collaborative Innovation Center

of Anti-inflammatory and Immune Medicine Hefei 230032)

Abstract  Objective  To investigate the inhibitory effect of CK on the activation of T cells and its mechanism.
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Methods Complete Freund’ s adjuvant( CFA) was used to induce adjuvant arthritis ( AA) . T cells from normal
and AA rats were isolated and purified. Fibroblastdike synoviocyte ( FLS) and bone marrow-derived dendritic cells
( DC) from AA rats were isolated and cultured in vitro conA FLS DCs were used to induce T cells activation.
Pretreatment with different concentrations of ginsenoside CK (1 nmol/L 10 nmol/L 100 nmol/L 1 pmol/L 10
wmol /L) and glucocorticoid receptor ( GR) antagonist ( RU486 10 wmol/L) . Cell counting kit-8( CCK) was used
to assay the proliferation of T cells. The expression of CD25 on T cells and surface markers( CD40 CD80 CD86
MHC II) of DCs were detected by flow cytometry. Results In vitro administration of CK ( 10 nmol /L. 100 nmol/
L 1 pmol/L 10 pmol/L) significantly inhibited the proliferation of AA rat T lymphocytes induced by conA. GR
antagonist RU486 could reverse the effect of CK ( 10 nmol/L. 100 nmol/L) but had no effect on the inhibitory
effect of CK( 1 pmol/L 10 pwmol/L) . FLS and DC of AA rats induced the expression of CD25 on the surface of T
lymphocytes in normal rats. CK (1 wmol/L) pretreated FLS and DC of AA rats co-cultured with isolated and puri—
fied normal rat T cells the expression of CD25 on T cells was significantly reduced while RU486 blocked the
effect of CK (1 wmol/L) . CK (1 wmol/L) significantly inhibited the expression of CD40 CD80 CD86 and MHC
Il on the surface of DC and these effects ( the inhibited effect of CD40 CD86) could be reversed by RU486.
Conclusion CK exert its inhibitory effect on T cells activation in different way including direct inhibition of T cell
activation and suppression of T cell activation induced by FLS and DC. These effects of CK are related to the acti—
vation of GR and GR may be one of the targets of CK.
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