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Effects of different doses of tripterygium glycosides on serum inflammatory factors
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Abstract: Objective To observe the effects of different doses of tripterygium glycosides on serum inflammatory factors IL-6, IL-17,
IL-23, TNF-o and NF-kB in psoriasis vulgaris mice, and to explore the optimal therapeutic dose.Methods From February 2019 to No-
vember 2019, 40 male BALB/c mice were randomly assigned into 5 groups (n=8) using a random number table method: the blank con-
trol group, the model control group, and the low, medium, and high dose groups, respectively. After modelling, the drug-administered
group was administered with different doses of tripterygium glycosides at a concentration of 10 mg-kg'+d", 20 mg-kg'+d" and 40 mg-
kg'+d" for 14 days. Diseased skin tissues of mice were collected, and SOD activity, GSH and MDA levels were measured. The serum
levels of IL-6, IL-17, IL-23 and TNF-a in each group of mice were detected by ELISA, and the serum levels of NF-kB were analyzed by
Western blotting. After cell treatment, the cell cycle of each group was detected by flow cytometry.Results ~ After homogenization of
the diseased skin, the determination result of SOD activity and GSH and MDA levels showed that the GSH [(8.94+0.95) U/mgprot vs.
(30.93+1.91) U/mgprot] level and SOD [(21.37+3.76) U/mgprot vs. (44.35+4.09) U/mgprot]| activity of mice in model group were signifi-
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cantly lower than those in control group (all P<0.05); GSH and SOD in the drug-administered groups were significantly higher than
those in the model group, of which the middle-dose group was the highest [GSH: (36.03+1.34) U/mgprot, SOD: (42.45+2.43) U/mgprot,
all P<0.05] and the low dose group was the lowest [(26.86+2.03) U/mgprot, (30.39+2.04) U/mgprot, all P<0.05]. However, the results of
MDA were reversed. The MDA in the model group [(74.64+2.29) nmol/mgprot| was higher than that in the control group [(40.51+2.34)
nmol/mgprot, P<0.001], and it was significantly reduced after drug treatment (P<0.001). The results of ELISA showed that expression
levels of 1L-6 (4.93+0.09) pg/mg, 1L-17 (9.05+0.20) pg/mg, 1L-23 (5.23+0.17) pg/mg and TNF-a (11.51+1.23) pg/mg in the model
group were significantly higher than those in the control group ( all P<0.05). There was no significant difference in the expression levels
of 1L-17 and TNF-a between the the low dose group and the model group (all P>0.05), and the serum inflammatory factors (IL-6, I1L-17,
IL-23 and TNF-a) in mice of the medium dose group [(2.76+0.23) pg/mg, (6.12+0.27) pg/mg, (3.19+0.21) pg/mg, (8.21+0.44) pg/mg]|
and the high dose group [(3.72+0.09) pg/mg, (6.02+0.25) pg/mg, (3.37+0.41) pg/mg, (8.44+0.38) pg/mg decreased significantly com-
pared with the model group (all P<0.05). The Western blotting results showed that the expression level of NF-kB significantly increased
in model group (P<0.001) and significantly reduced in the drug-administered groups compared with control group (P=0.005), and the in-
hibitory effect in high dose group was the best (P<0.001). In the flow cytometry results, compared with the control group, there was no
significant difference in the proportion of G1 phase cells of HaCat cells treated with 10 pwg/ml triptolide for 48 h (P=0.3). After treat-
ment with 20 mg/L. and 40 mg/L tripterygium glycosides for 48 h, the proportion of cells in G1 phase increased significantly (P<0.001, P
=0.013).Conclusion Tripterygium glycosides can reduce serum inflammatory factors, inhibit NF-kB expression, and regulate the lev-
el of antioxidant skin disease in psoriasis-like mice. The optimal dosage is about 20 mg-kg™"-d™.
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0.20" 0.17%
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