SOPRIHCISIGIR] K 184 48 Korean J. Oriental Physiology & Pathology 18(4):995~1000, 2004

Heol WHrls Ast vy AR @A VA= Y

Effects of Gamgung-tang on Lymphocyte Activities
in Immunodeficiency Mice
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This study was purposed to investigate the effect of Gamgung-tang(GGT) on immune responses induced by
glucocorticoid in mice. GGT solution was treated by intraperitoneal injection for 7 days after glucocorticoid treatment(80
mg/kg). And then B and T cell proliferation and cytolytic activity of natural killer(NK) cells were measured. There was
25% inhibition in B cell proliferation with treatment of glucocorticoid. However, B cell proliferation was not influenced
by GGT treatment. T cell proliferation was also inhibited by 18.4% with treatment of glucocorticoid. On the other hand,
T cell proliferation was increased dose-dependent manner in GGT treated group. Furthermore in purified T cell, the
proliferation was furtherly increased than non-purified T cell. At concentration of 18 mg/mouse GGT, purified T cell
proliferation was increase to above level of normal group. The cytotoxic activity of NK cell was decreased by 35.3%
with treatment of glucocorticoid. In GGT treated group, the cytotoxic activity of NK cell was increased to the normal
level. In purified NK cell, the cytolytic activity of NK cell was further increased than non-purifed NK cell. These results
suggest that GGT may proliferate T cell that is suppressed by glucocorticoid, and activate NK cell activity.
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Table 1. Classification of experimental groups.

Groups Glucocorticoid MA-HRP GGT treatment
(mg/ke, 1p.) (ul /mouse, 1.p) (mg/mouse, 1.p)
Normal - 10 B
Controf 0 10 )
Treatment 80 10 3
80 10 8
80 10 18
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Fig. 1. The effects of Gamgung-tang on B cell proliferation by
3H-thymidine incorporation. The murine B cells(5 x 10° cells/wel) and
lipopolysaccharide (5 we/well) were incubated at 37°C for 66 hrs. And then
3H-thymidine(10 wt, 05 uCi/ml} was added. After incubation, B cell proliferation
was measured by 3H-thymidine incorporation. Normal : untreated group, Control
; injected with glucocorticoid(80me/ ke) into the peritoneum for 7 days, GGT treated
into 1.0 route for 7 days after injection with glucocorticoid. * p<0.01 . compared with
the control group.
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Fig. 2. The effects of Gamgung-tang on T cell grohferatlon by
3H-thymidine incorporation. The murine T cells(5 x 10° cells/wel) and
concanavalin A(1 wg/well) were incubated at 37°C for 66 hrs. And then
3H-thym'dine(10 «l, 0.5 uCi/m) was added. After incubation, T cell proliferation
was measured by 3H-thymidine incorporation. Other egends are the same as Fig.
1. * p{0.05, ™ p(C.01 : compared with the control group.
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Fig. 3. The effects of Gamgung-tang on purified T cell proliferation
by 3H-thymidine incorporation. T cell was puried by percoll gradients using
366-566% percoli-RPM! solution. The purfied T cells(s x 10° cells/well) and
concanavalin  A(1 wg/well) were Incubated at 37C for 66 hrs. And then
3H-thymidine(10 w1, 0.5 uCi/ml) was added. After incubation, T cell proliferation
was measured by 3H-thymidine incorporation. Each values represents the
mear+SD.(n=7). * p005 ™ p<0.01 ; compared with the control group.
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Fig. 4. Determination of the cytolytic actlvmes of non-adherent T
oels In 96 well tissue culture plate, T celist x 10%weld and K562 celis(1 x
10%/well) were incubated at 37°C for 4 hrs. Cytotic activity n the culture
supernatant was measured by LOH assay Ot her legends are the same as Fig. 1.
Each values represents the meanSD.(n=7). * p<0.05 ™ p<0.01 ; compared with
the control group.
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5. Determination of the cytolytic activities of purified NK cells. NK

COLS were purfied by percoll gradiénts. NK cells(1 x 10%/well) and K562 cells(i x

/wel) were incubated at 37°C for 4 hrs. Cytolytic activity in the culture supernatant

was measured by LDH assay. Oher legends are the same as Fig. 1. Each values
represents the meanz3.D.(n=7). * p<0.01 : compared with the control group.
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