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Abstract: Objective The effect of Dahuang Zhechong pill (DZP) on CCL17 in CT26 colon cancer mice model was
investigated, and the possible anti—tumor mechanism and clinical application strategy were explored. Methods
CT26 colon cancer mice were divided into three groups randomly: model group, DZP(high, medium and low dose)
sub—groups and normal group. Flow cytometry and immunofluorescence were used to detect the following indicators
respectively: tumor inhibition rate, the percentage of Tregs in peripheral blood, tumor homing lymph nodes and
tumor tissues, the expression of chemokine CCL17 in tumor tissues, the expression ratio of chemokine receptor
CCR4 on the surface of peripheral blood and tumor tissues, and the activation of nuclear transcription factor kB(NF-kB)
p65 in tumor tissues. Results DZP can inhibit tumor growth of colon cancer in mice in a dose—dependent manner.
Compared with the tumor bearing group, the local Tregs in tumor tissues of each dose group of DZP were
significantly reduced (P <0.05). Compared with the tumor bearing group, the mean fluorescence intensities of CCL17
in tumor tissue in each dose group of DZP were significantly decreased (P <0.05); the changes of CCR4 expression
percentage on Tregs surface in each experimental group were consistent with these of CCL17. The percentage of
CCR4" Tregs in the tumor bearing group was the highest, and the percentages of CCR4" Tregs in each dose group
decreased in turn with the increase of drug concentration (P <0.05); the activation of NF-kB in colon cancer cells

was significantly inhibited by DZP (P<0.05), and the fluorescence percentage of p65 was significantly reduced.
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Conclusion DZP can inhibit the aggregation of Tregs, reduce the expression of CCL17 and the expression ratio of

CCR4 on the surface of Treg cells, and reduce the expression of NF=kB p65 in colon cancer cells to inhibit the

development of colon cancer in CT26 mice.
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Figure 1 The fluorescence of CCL17 in tumor tissues of mice(x400)

250

200

150

VFIZEEFR(AU)

13100

50

PENCIRE

R R ISk [EEEE]

R AL
U SBOUAALL, TP <005
El2 CCL17 ZEZEMBARPHRARIEEE (v +5, %;
n=10)
Figure 2 The mean fluorescence intensity of CCL17 in tumor

tissues of mice(x s, %; n=10)
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Figure 3 The fluorescence of p65 in tumor cells
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