¢ %% Chinese Traditional and Herbal Drugs 3£ 42 % 25 4 ¥ 2011 4E 4 H *743¢

AZEH Rb /MR T HEABRAERINENL. EERBTRF I

BEI, WHE, R %
B K B SRR O, R M 510632

% E: BRY WFIFCASEHE Rby /MR T bk B0k SMNG b SR R0, FE0 I B i E T Rb RS . Ak
BN R B AN A DI HUR R B AR L G R R A AR AT HE A A (ConA) I T, A2 Ry,
S} AL FR G CD3/CD69 A T Wk L4l ilubrils CD4/CD25 FRIAMIEM; HIRFEVOLH LW LR (CFDA-SE) #sh A
TEGIH AR MTT A AE ConA (IR N, AZ BT Rb, b T k40 H ALK 520075 DIOC/PT AU AR M E Ho0, 15
N, AZEAF Rby Ahbk A0 Tk R g . 2558 2GRS 5. 104 20 pumol/L A Z 1Y Rby XF ConA HIBIMIETY T
WREGNH CD4"/CD25 (A HAT(EREE, 1 CD3'/CD69 A NI (P<<0.01); %F ConA HIFMI T kB 41 A 3495
AW B R3HE R (P<0.05), HEFEMKEE; ASEHE Rby BEE H,0, 5 S M B4 M TR (P<0.05). 4
B ASEAT Ry K/ R LA AN A S T35 HAT W B I rE 2 —BhBE () S e o

KiEIA: AZ BT Rb;; THRE4IM; &4k BiGE; W

HESES: R392.1 NEFRERE: A XEHRHRS: 0253 -2670(2011)04 - 0743 - 06

Effects of ginsenoside Rb; on activation, proliferation, and apoptosis of murine
T lymphocytes in vitro
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Abstract: Objective To investigate the effects of ginsenoside Rb; on activation and proliferation of murine T lymphocytes in vitro
and to elucidate the mechanism of the immunosuppressive effect of ginsenoside Rb;. Methods Cell suspensions were prepared from
murine lymph nodes. T lymphocytes were treated with different concentrations of ginsenoside Rb, and stimulated with polyclonal
activator concanavalin (ConA). Fluorescence conjugated monoclonal antibodies and flow cytometry were used to detect the expression
of CD3/CD69 and CD4/CD25. After the staining with CFDA-SE, T lymphocytes were stimulated with polyclonal activator ConA. The
proliferation of T lymphocytes, after stimulated by ConA, was detected using the method of MTT. The distribution of the cell apoptosis
was analyzed by staining both DIOC and PI. Results In a dose-dependent manner, ginsenoside Rb; (5, 10, and 20 pmol/L) could
significantly inhibit T lymphocytes activation index (P<0.01) stimulated by ConA and proliferation index (P<0.05) stimulated by
ConA. Ginsenoside Rb; could also reduce the apoptosis of T lymphocytes stimulated by H,O,. Conclusion Ginsenoside Rb; can
effectively inhibit the activation and proliferation of murine T lymphocytes, and ginsenoside Rb;, is a potential effective
immunoinhibitory agent.
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Fig. 1 Effect of ginsenoside Rb; on CD3/CD69 expression
of murine T lymphocytes activated by ConA
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Fig.2 Effect of ginsenoside Rb; on CD4/CD2S5 expression
of murine T lymphocytes activated by ConA
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Table 2 Inhibition of ginsenoside Rb; on proliferation of murine T lymphocytes activated by ConA (x+s,n=3)
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Fig. 4 Inhibition of ginsenoside Rb; on apoptosis of murine

T lymphocytes stimulated by HyO,(x+s,n=3)
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