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The inhibitory effects of puerarin on airway inflammation and TSLP-induced Th2 immunity

in a murine model of chronic asthma

WANG Wenlu"?, HE Quan®,ZHOU Linfu™

'Fever Clinic, Affiliated Taikang Xianlin Drum Tower Hospital, Medical School of Nanjing University, Nanjing
210093; *Department of Respiratory and Critical Care Medicine, the First Affiliated Hospital of Nanjing Medical
University ,Nanjing 210029, China

[Abstract] Objective: To investigate the inhibitory effects of puerarin on airway inflammation and Th2 immunity in a murine model
of chronic asthma. Methods: Thirty-two female BALB/c mice were randomly divided into four groups, including the control group, the
ovabumin (OVA) group, the puerarin group, and the budesonide group, 8 mice in each group. In the latter three groups, chronic
asthmatic models were established by OVA allergy and activation for 12 weeks. Twenty-four hours after the last airway provocation,
acetylcholine (Ach) was administered via caudalis vein to measure airway resistance by pulmonary function detector. The airway
inflammation and hypersecretion in the lung were assessed by hematoxylin & eosin (HE) and periodic acid Schiff (PAS) staining,
respectively. The levels of interleukin (IL)-4 and IL-13 in bronchoalveolar lavage fluid (BALF) and total immunoglobulin E (IgE) in
serum were measured by ELISA. The protein expression of thymic stromal lymphopoietin (TSLP) was determined by Western blot.

Results: As compared with the control group, the airway hyperreactivity , airway inflammation, cell count and eosinophil percentage in

[(E€mMB] HEHRESH LT (2018YFC1313600) ; 85 F SRRl 5L 4 5 o5 [ br (M X)) A VEBFST (81820108001 ) ; [E1 58 F 44
B2 5L 4 (81670029) 5 V1. 7545 B 24 & 45 A AT H (ZDRCA2016018) 5 VT. 7545 “3337 @& R IR A A TR R I 4
(BRA2019078)
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BALF, levels of total serum IgE and BALF 11.-4 and 1L-13, and TSLP expression in the lung were significantly increased in the asthma

eroup (P < 0.05). As compared with the asthma group, all the above indices mentioned in the puerarin group and the budesonide group

were decreased significantly (P < 0.05). Conclusion: Puerarin alleviates the airway inflammation, hyperresponsiveness, and Th2

immunity by down-regulating the expression levels of TSLP in a chronic experimental asthma.
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B i 2 BALF 20 L S 500RT EOS 488 1E 4 41 I 3531
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x1 HBHNREASREREZBREHERHEHNSIER LR

Table 1 Comparison of airway resistance of mice treated with different concentrations of acetylcholine in four groups

[emH,0/(mL-s),x +s,n=8]

a5 SRkl S
10 pe/kg 30 pelkg 90 we/kg 270 pg/kg
IEHH 1.36 £0.17 3.24 +0.19 3.92+1.19 453134 7.16 +1.83
i 2H 1.42+0.23 3.39+0.16 7.22 +1.86" 11.20 + 2.40° 22.78 + 477
EHRFEA 1.38£0.17 337 +£0.16 532+ 1.18" 8.27 + 1.67" 13.67 +2.22"
it As 1 2H 1.45+0.13 3.37 £0.22 4.63 £1.57" 7.38 +2.00" 12.35 + 3.00"
L 4IMI P < 0.05; SIER4IM P < 0.01,
R2 &H/IMEBALF IL-4.1L-13 F0115% 5 IgE /K FELLER
Table 2 Comparison of BALF IL-4, IL.-13 and serum total IgE levels in four groups (x+s,n=8)
2051 2 BALF (pg/ml.) TRE IML775 42 IgE (ng/mL.)
IEHH 21.96 + 4.28 11.02 +2.82 120.76 £ 33.14
N 2H 123.80 + 28.36" 45.44 +7.04° 656.83 +73.12°
HRERA 49.86 + 8.43" 23.66 + 5.02" 223.64 + 69.82"
i 2= 1= 2H 47.20 + 8.20" 21.16 + 5.38" 278.29 + 64.87"

Sz AL, P < 0.05; 5 IER AL, P < 0.01,
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*®3 LKLH/NFEBALF 4R a5 2

Table 3 Total cell number and cell classification of BALF in four groups

(X10*4/mL,x +s,n=8)

20 5] L FL AN A WE R PR 20 L PR R i
IEHH 20.0 + 4.0 17.7+£2.2 04+0.1 05+0.2 0.5+0.1
WEHiZH 135.4 +20.0° 30.5+ 4.0 495+7.1° 40.8 +5.5 11.6 + 3.1
HREA 50.2 + 8.5" 13.0+2.2 15.1 +2.4° 11416 6.1+1.4
(R R | 43.5+5.9° 154£22 123+ 1.8 93+1.4 6.8+0.8
SEEMGZAAALE P < 0.05; SIEH AU, P < 0.01.

b A AE] EAlE HIEA

IEHH

E2 HE:$(x100)
Figure 2 HE staining(x100)
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B3 PAS#£(x200)
Figure 3 PAS staining(x200)
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Figure4 TSLP protein expressionlevels in different groups
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