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Abstract: Objective To investigate the regulatory effect of Ginsenoside Rgl on cell balance of Treg/Th9 in mice
induced by dextran sulphate sodium (DSS). Methods Forty BALB/C male mice were randomly divided into the
normal group, model group, Rgl group(200 mg-kg™') and Mesalazine group(300 mg-kg™'), each with 10 animals.
Except for the normal group, mice were given 3% DSS free to drink for 7 days to establish ulcerative colitis model.
The Rgl group and Mesalazine group were administered intragastrically at the same time , once a day, for
10 consecutive days. The general condition and body weight of mice were observed and recorded. The length and
weight of the colons were measured. HE staining was used to observe the histopathology changes of the colon and
score the pathological damage under the microscope. The expression of IL-1f3, 1L-4, IL-15 and IL-17A in colon
tissues was detected by ELISA. The levels of CD4" CD44" Foxp3®, CD4" CD44" IL-9", CD4" CD44" IL.-10", CD4"
CD25" Foxp3*, CD4" CD25 PD-1", and CD4" CD25" PD-L1" in peripheral blood were measured by flow cytometry.
Results Compared with normal group, mice in the model group showed hyperemia and edema of colonic mucosa,
number of goblet cells reduced, large infiltration of inflammatory cells, and partial ulceration. Body weights of the
model mice significantly reduced along with increasing of colon weights; length of colon decreased obviously,
intestinal weight index and colonic mucosal pathological injury score increased significantly (P <0.01). The levels of
IL- 18, IL-15, IL-17A in colon tissues of model group mice significantly increased (P<0.01), IL-4 level
decreased (P <0.01). The levels of CD4* CD44" Foxp3*, CD4* CD25" Foxp3* and CD4* CD44" IL-10" T cells in
peripheral blood were significantly decreased(P<0.01), while the levels of CD4* CD44" IL.-9*, CD4' CD25" PD-1",
CD4* CD25" PD-L1" T cells markedly increased (P <0.01). Compared with the model group, of the mice in the
ginsenoside Rgl group, the hyperemia and edema of colonic mucosa was relieved obviously, colonic erosion was
repaired, and inflammatory cell infiltration was significantly reduced. Body weight increased, colonic weight
decreased, colonic length lengthened, intestinal weight index and colonic mucosal pathological injury score
decreased significantly (P <0.05). The levels of IL-1B, IL-15, IL-17A in colon tissues were significantly decreased
(P<0.01), while the levels of IL-4 were significantly increased (P <0.05). The levels of CD4" CD44" Foxp3",
CD4" CD25" Foxp3® and CD4" CD44" 1L-10" T cells in peripheral blood were significantly increased (P <0.01),
while the levels of CD4" CD44* IL-9", CD4" CD25" PD-1", CD4" CD25" PD-L1" T cells markedly decreased (P <
0.05, P<0.01). Conclusion Ginsenoside Rgl may regulate Treg/Th9 cell balance to exert the curative effect on
DSS induced ulcerative colitis in mice.
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Figure 1  Effect of Ginsenoside Rgl on the pathological injury

of colon in colitis mice (HE staining, Xx40)
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Table 1  Effect of Ginsenoside Rgl on body weight, colon weight, index of intestinal weight, colon length and histopathological score

in ulcerative colitis mice(x £s, n=10)
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Figure 2 Effect of Ginsenoside Rgl on inflammatory factors in colonic tissue of mice with ulcerative colitis(x s, n=10)
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Figure 3  Effects of Ginsenoside Rgl on CD4" CD25" Foxp3". CD4" CD25" PD-1" and CD4" CD25" PD-L1" T cells in peripheral blood

of mice with ulcerative colitis(x £s, n=10)
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