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Abstract: [ Objective] To investigate the effect and mechanism of Scutellaria Baicalensis polysaccharides on intesti-
nal immunity in mice with ulcerative colitis (UC).[Methods] C57BL/6 mice were randomly assigned to blank group, mod-
el group, mesalazine group and Scutellaria Baicalensis polysaccharides low—dose , medium—dose and high—dose groups (n
=10 mice/group). The daily status of mice was observed and the disease activity index (DAI) score was recorded. The ex-
pression of cytokines including [L-6, 1L-17 and IL.-23 in serum was detected by ELISA. After the mice were sacrificed,
HE was used to observe the intestinal mucosal damage in mice, and the colonic tissue damage index (TDI) score was re-
corded. Western blot and immunohistochemistry were used to detect the expression levels of Janus kinase 2 (JAK2) , sig-
nal transducer and activator of transcription (STAT3) , p—JAK2 and p-STAT3 proteins. [Results] Compared with the
blank group, the DAI score of the model group was significantly increased, the contents of IL-6, 1L-17 and 1L-23 in se-
rum were significantly increased, the ratio of p—JAK2/JAK2 and p—STAT3/STAT3 in colon tissue was significantly in-
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creased, and the expression levels of p—JAK2 and p—STAT3 were significantly increased. Compared with the model group,

the DALI score of mice in each administration group was significantly decreased. The contents of IL-6, IL-17 and IL-23 in

serum were decreased, the TDI score was decreased, the ratio of p—JAK2/JAK2 and p—STAT3/STAT3 in colon tissue was

decreased, and the expression of p—~JAK2 and p—STAT3 was decreased. [ Conclusion] Scutellaria Baicalensis polysaccha-

rides may improve the inflammatory effect of UC mice through JAK2/STAT3 pathway and IL-23/IL-17 inflammatory axis.
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Table 1 Comparison of DAI scores of mice in differ-

ent groups ( n=10/group)
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Normal 0.32+0.16 rh 2 18 20 B [ T 43 i
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5-ASA+DSS 2.79+0.87"% =23 & i, 2 B i 22 23 X (F=260.462,
H-SBP+DSS 2.81£0.38"" 673.709, 107.715, ¥ P<0.05) , £ ] 7 7 1L 4 2
M-SBP+DSS 3.2620.54" RS IER AU, B AL SRV PR A £
L-SBP+DSS 3.41+0.49"Y

Normal (20 mL/kg 0.9%NaCl) , DSS (20 mL/kg 0.9%NaCl) ,
5-ASA+DSS (100 mg/kg mesalazine) , H-SBP+DSS (200 mg/kg
scutellaria baicalensis polysaccharide) , M=SBP+DSS (100 mg/kg
scutellaria baicalensis polysaccharide) , L-SBP+DSS (50 mg/kg
scutellaria baicalensis polysaccharide) , compared with the normal
group, '’ P<0.05, compared with the model group, > P<0.05, com-
pared with the mesalazine group, > P<0.05, compared with the
high dosage group of baicalin, ¥ P<0.05, compared with the mid-
dle dosage group of baicalin, > P<0.05.
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A : The histological score of HE-stained colons, n=10, F=101.414, P<0.05, Normal (20 mL/kg 0.9% NaCl), DSS (20 mlL/kg 0.9% NaCl), 5-
ASA+DSS(100 mg/kg mesalazine ) , H-SBP+DSS (200 mg/kg scutellaria baicalensis polysaccharide) , M-=SBP+DSS (100 mg/kg scutellaria baicalensis

polysaccharide) , L-SBP+DSS(50 mg/kg scutellaria baicalensis polysaccharide), compared with the normal group, '’ P<0.05, compared with the mod-

el group, ¥ P<0.05, compared with the mesalazine group, * P<0.05, compared with the high dosage group of baicalin, * P<0.05, compared with the

middle dosage group of baicalin, *’ P<0.05. B: HE staining in colon tissues of mice in each group (HE staining x200).
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Fig.1 Colon histological injury score and mucosal section of colon tissue
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A-C:the level of IL-6,IL-17 and IL-23 in serum in each group, n=10, F=260.462, 673.709,107.715,all P<0.05, Normal (20 mL/kg 0.9% Na-
Cl), DSS (20 mI/kg 0.9% NaCl), 5-~ASA+DSS (100 mg/kg mesalazine) , H-SBP+DSS (200 mg/kg scutellaria baicalensis polysaccharide ) , M~SBP+
DSS (100 mg/kg scutellaria haicalensis polysaccharide) , L-SBP+DSS (50 mg/kg scutellaria baicalensis polysaccharide ), compared with the normal
group, '’ P<0.05, compared with the model group, ’ P<0.05, compared with the mesalazine group, * P<0.05, compared with the high dosage group of
baicalin, * P<0.05, compared with the middle dosage group of baicalin, * P<0.05.
2 NRIMFEIL-6.IL-17 70 IL-23 & B tb ik
Fig.2 Comparison of serum IL-6, IL-17 and IL-23 in mice
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A, B: The ratios of p~JAK2/JAK2 and p-STAT3/STAT3 in colon of mice, n=10, F=107.914, 102.221, P<0.05, Normal (20 mL/kg 0.9%NaCl) ,

DSS (20 mlL/kg 0.9%NaCl) , 5-ASA+DSS (100 mg/kg mesalazine) , H-SBP+DSS (200 mg/kg scutellaria baicalensis polysaccharide) , M—SBP+DSS
(100 mg/kg scutellaria baicalensis polysaccharide ), L-SBP+DSS(50 mg/kg scutellaria baicalensis polysaccharide ), compared with the normal group,
Y P<0.05, compared with the model group, * P<0.05, compared with the mesalazine group, * P<0.05, compared with the high dosage group of ba-
icalin, ¥ P<0.05, compared with the middle dosage group of baicalin, ** P<0.05; C: Western blot analysis was used.
B3 /NRERAL p-JAK2/JAK2.P-STAT3/STAT3 LLE L%
Fig.3 Comparison of p—JAK2/JAK2 and P-STAT3/STAT3 ratios in mouse colon tissue
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A, B: Immunohistochemistry of p~JAK2 and p—STAT3 protein in colon tissue of mice in each group, n=10, F=58.784,57.198, P<0.05, Normal
(20 mL/kg 0.9%NaCl) , DSS(20 mL/kg 0.9%NaCl) , 5-ASA+DSS (100 mg/kg mesalazine) , H-=SBP+DSS (200 mg/kg scutellaria baicalensis polysac-

charide) , M=SBP+DSS (100 mg/kg scutellaria baicalensis polysaccharide) , L-SBP+DSS(50 mg/kg scutellaria baicalensis polysaccharide) , compared

with the normal group, " P<0.05, compared with the model group, * P<0.05, compared with the mesalazine group, >’ P<0.05, compared with the high

dosage group of baicalin, ¥ P<0.05, compared with the middle dosage group of baicalin, ¥ P<0.05; C-D: Immunohistochemical staining was per-

formed (x200).

B4 NREFAELR p-JAK2.p-STAT3 RIiELLE

Fig.4 Comparison of p—JAK?2 and p—STAT3 expression in mouse colon tissue
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