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Abstract: Objective To observe the effect of Zuojin Pill on dextran sodium sulfate (DSS)-induced macrophage polarization and
Nogo-B/RhoA signaling pathway in ulcerative colitis mice. Methods Forty C57BL/6J male mice were randomly divided into control
group, model group, Zuojin Pill (0.3 g-kg™") group, and 5-Aminosalicylic Acid Enteric Tables (5-ASA, 300 mg-kg™') group. Except
for the control group, the rest of the groups were treated with "2.3% DSS (1st to 7th d)—free drinking water (8th to 14th d)—2.3%
DSS (15th-21st d)" to replicate experimental colitis in mice. Ig administration began on day 8 of modeling and lasted for 14 d. On the
22nd d of modeling, the general condition and pathological changes of the colon of mice were observed. The expression levels of tumor
necrosis factor (TNF-a), interleukin-1 (IL-1p), transforming growth factor-p1 (TGF-B1) and interleukin-10 (IL-10) were detected by
enzyme-linked immunosorbent assay. The expression levels of MHC-II*, CD64", CD206" and CD209* in CD11b*F4/80" cells in colon
tissue were detected by flow cytometry. Western blotting was used to determine reticulon protein family 4B (Nogo-B), recombinant
Rho associated coiled coil containing protein kinase 1 (Rockl), and Ras homolog family member A (RhoA) protein expression level;
Reverse transcription-polymerase chain reaction (QRT-PCR) was used to determine the mRNA expression levels of Nogo-B and RhoA4
in colon tissue. Results Compared with model group, Zuojin Pill significantly improved the body weight change rate, disease activity
index, colon length, colon mass, intestinal weight index, pathological injury score and pathological morphology of DSS-induced colitis
mice (P < 0.05 and 0.01); Reduced the levels of TNF-a, IL-1B, CD11b"F4/80"MHC-II*, CD11b*F4/80"CD64", and the expression of
Nogo-B, RhoA, Rock1 protein and mRNA in colon tissues. At the same time, the levels of IL-10, TGF-B1, CD11b*F4/80*CD206" and
CD11b*'F4/80*CD209* were up-regulated (P < 0.05 and 0.01). Conclusion Zuojin Pill has a significant alleviating effect on DSS-

induced colitis in mice, and its mechanism of action may be to regulate macrophage M1/M2 polarization by inhibiting the Nogo-

B/RhoA signaling pathway, thereby restoring the balance of pro-inflammatory/anti-inflammatory factors.
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Table 2 Comparison of colon length, colon quality, intestinal weight index and pathological injury score of mice in each
group (X s, n=10)
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Fig.3 HE staining of colonic mucosal pathological damage in mice in each group
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Fig. 4 Comparison of TNF-g, IL-1B, TGF-B1 and IL-10 contents in colonic tissues of mice in each group ( X £s, n=10)
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Fig. 5 Comparison of CD11b*F4/80"MHC-II* and CD11b*F4/80*CD64" expression levels in cells of mesenteric lymph nodes
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Fig. 6 Comparison of CD206* and CD209" expression levels in CD11b*F4/80" cells in colonic tissue of mice in each group
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Fig. 8 Comparison of mRNA expression levels of Nogo-B and RhoA in mouse colon tissue ( X s, n=10)
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