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Explore the effect of Prunella vulgaris on TSH,TGAb.TPOAb and
Th cell-related cytokine expression in AIT rats”
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(1. Traditional Chinese Medicine Clinical College ;2. The First Clinical Medical College s Hubei
University of Traditional Chinese Medicine ,Wuhan , Hubei 430000, China)
Abstract : Objective To study and explore the effect of Prunella vulgaris on TSH, TGAb,TPOAb and Th
cell-associated cytokines IFN-y, TNF-q,I.-4 and IL.-17 in autoimmune thyroiditis (AIT) rats. Methods Di-
vide forty female Sprague-Dawley rats into four group: blank group, model group, western medicine control
group (selenium yeast group) ,Prunella vulgaris group,10 rats in each group, The rats in the model group and
the rats in the model group were treated with PTg injection and high iodine water. The rats in the drug group
were treated with sour yeast and Prunella vulgaris. The rats were sacrificed 6 weeks after the intervention.
Elisa method was used to detect the rats Serum levels of TSH, TGAb, TPOAb and IFN-y, TNF-q,1L-4 and
11.-17 were measured. Results The levels of TSH, TGAb, TPOAb,IFN-y, TNF-q,I1.-4 and IL.-17 in the model
group were significantly higher than those in the blank group.,the difference was statistically significant (P<C
0.05). Selenium yeast group and Prunella vulgaris group TSH, TGAb, TPOAb, IFN-y, TNF-q, IL.-4, I1L.-17
were lower than the model group,the difference was statistically significant (P<C0. 05); The levels of TSH,
IFN-v,11.-4 and I1.-17 in Prunella vulgaris group were lower than those in selenium yeast group.,the difference
was statistically significant (P<C0. 05). Conclusion Prunella vulgaris can reduce the expression of autoanti-
bodies and Th-related cytokines in AIT rats,and have immunomodulatory effects,it is worth to promote the

use of clinical.
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DG B Y B b s 5 R R R 75 08 K S L 38 B
GECRN IR R T

1.2 (U 5iRAR EERE A (P9 4R 7)) B4t PRI R 28
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Kolmogorov-Smirnov £ 45 74 (KS #i 55 ) £ 45 55 8% 19
TEZS 1 21 18] BG B H 5 TR 3R O 22 43 B T L R
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x2 Z2HKAFME TSH.TGAb, TPOAb 7K E bk (T =+ 5, pg/mL)
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25 51 n IFN-y TNF-q 1L-4 1L-17
2 HEH 10 125.96+13. 45 168. 0729, 91 130.7749. 00 35.77414. 26
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