¢ &4 Chinese Traditional and Herbal Drugs 3£ 45 % 55 17 #] 2014 £ 9 A .+ 2511 -

T2 XFEEid NF-xB/TGF-p1 {5 5@ HI im0 R R IEEZL RS R

FEAZ !, AWIES, AaAgl A& oM 4k, ks
L R EERE, HAk &3 133002

2. FEHRFEMEERE W AR, EAK R 133000

3. HEIN RN RS EE, HAR & 133002

1 E. BE WRITRORTR SN R A E B A B (NF«xB) R A KEF-B1 (TGF-BD) 15 5 MBI
W 73k 40 FUBVERMEYE BABL/c /MR, BENL A 4 41, AR 10 X, Al AL BB SRR, A5R
HrEA. LD (OVA) BUB. WOR BN RS, ERIGEE 24 h JFIUN RAMEHZUT IRARS-HL (HE) Geh,
PAS 4t Masson G ; BUAT il 2H 27 43551 F B EBG S Be W B 92 CELIS A ). RT-PCR Fll Western blotting A6l 32 <045 iy #E L i (BALF)
FEAIEANZE (L) -4, IL-5. IL-13 KLU TGF-pl mRNA. 2 FI NF-xB p65 (AR, &R HAAH x4 b,
R BALF HFSEANIUTHEL. L4, IL-5. IL-13 /K3 Er; filiZ128 TGF-B1 mRNA. & M1 NF-kB p65 &% (R IE K T34 BT &
(P<0.05. 0.01), ZIstRHASHEMALE, /Ml BALF oAt 4k, IL-4. IL-5. IL-13 /K%, TGF-f1 mRNA. &EHM
NF-kB p65 & HRIEKF BE K (P<0.05. 0.01), AFGFIEL SRR Fid&SabrE 2R LH T #E L (P>0.05).
Eie LSRRI BUE R AR, LR L T BRI $ ] NF-«B/TGF-B1 15 5 W 11 SEHRI .

KR ALRONH; VRN SOEEW; B HAEKE -1

RENES: R2855 MHERFRERRS: A XEHRS: 0253 -2670(2014)17 - 2511 - 06

DOI: 10.7501/j.issn.0253-2670.2014.17.016

Inhibition of salidroside on airway remodeling in asthmatic mice by modulating
NF-kB/TGF-$1 signaling pathway
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Abstract: Objective To investigate the effects of salidroside on airway remodeling and NF-kB and TGF-f1 signal transduction
pathway in asthmatic mice. Methods Forty female BALB/c mice of clean grade were randomly divided into four groups (n = 10),
such as control, egg protein (OVA) asthma, low-, and high-dose salidroside groups. OVA was used to establish the asthmatic mice
model, and the left lung tissues of all mice were treated by HE, PAS, and Masson trichrome staining after the last excitation in 24 h. The
right lung tissues were detected by enzyme linked immunosorbent assay (ELISA) to observe the expression levels of IL-4, IL-5, and
IL-13 in bronchoalveolar lavage fluid (BALF), by RT-PCR to investigate the expression level of TGF-f1 mRNA, and by Western
blotting to detect the expression levels of TGF-B1 and NF-kB p65 proteins. Results Compared with the control group, the
inflammatory cell counts and the expression levels of IL-4, IL-5, and IL-13 in asthmatic model group were increased. The expression
levels of TGF-B1 mRNA and NF-«kB protein from lung tissues were significantly higher than those in the control group (P < 0.01).
Compared with the asthma model group, the inflammatory cell counts, the expression levels of IL-4, IL-5, IL-13 in BALF, TGF-$1
mRNA, and NF-«B of p65 protein were significantly decreased in the salidroside intervention groups, with significant differences (P <
0.01). But for indexes mentioned above, there were no statistical significances between the two different treatment groups (P > 0.05).
Conclusion Salidroside might inhibit the development of airway remodeling in asthmatic mice, and the mechanism might be partly
achieved through the inhibition of NF-kB/TGF-B1 signal transduction pathway.
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Fig. 1 Effects of salidroside on airway remodeling in asthmatic mice
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Fig. 3 Changes of TGF-B1 and NF-kB p65 protein in lung tissues of mice in each group
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