% M K FR AT ZH 4R Toll #£52{K 3 1 9 BIRIA Rt Z=fERY 200

FEW O, MEE, FEAR B R, ZBA Pamwi ARERIE, ST A 3118005 2.5 Mk
i BB, a LB, bAIEL WL &M 317000; 3.& MO, afiioR, bIAREIRL, WL &0 317000)

HWE. HRY EEeg K A4 F Toll # %4k 3(TLR3)F= TLRY #4 & ik B - A w2842 69 % w1, 483+ TLRs f2 7% %% £ I
BP R, Bk IR R E AR MO RS, AR AR M, fIR AL RN 14 TLR3 F=

EE&WMB: QTR RIS % B I H (2009-2-55)
TEBE N AW, &, Wi, m@FTEIn Tel: (0576)86853180 E-mail: xshtzg37@163.com BIEEE: mHEA, B, WL, T
[z ifi Tel: (0576)86853180 E-mail: xshtzg37@163.com

AR R FH 252 2014 45 7 55 31 555 7 W Chin J Mod Appl Pharm, 2014 July, Vol.31 No.7 - 805 -



TLRY #9 &3k, £5R %40(0OD1L: 0.20120.034)F A 3 24540 (0OD 15: 0.195+0.043)/ 2042 TLR3 9 R ZHEM B %5 T
*+ BB 4H(OD 44 0.144+0.039)(P<0.05), #idisfaim ekt 2 F £hit 3 &L, W (OD 4 0.236+0.022)F A #u 212
£1(OD{&: 0.231+0.023)M 4842 TLRY #9565 FEALY B EAK T2 B4L(OD 1A : 0.271£0.025)(P<0.05); 7 H A f& 40 k5 vk v 40
E LG FE S AR TLR3 4= TLRY & & 69 & A KT L B F MK (=26, =-0.153), &5it %% K AAF4L R TLR3
EFaiiEAEG, TLROZOWALMNRZ, TLRs # kit FRRETHRAZRAELENTLZRAZL—, HABHR
KA TR £ & A8 TLR3 #= TLRY 6982 £,

KRR &wm; Toll &k, MEAMEE; LEARNLE

HRESHZES: R965.2 XHkARERD: A NEHS: 1007-7693(2014)07-0805-05

DOI: 10.13748/j.cnki.issn1007-7693.2014.07.008

Effect of Budesonide on Expression of Toll Like Receptor 3 and 9 in Rat Asthma Model
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ABSTRACT: OBJECTIVE To investigate the potential roles of Toll like receptor(TLR) in pathogenesis of asthma
inflammation, and the expression of TLR 3 and 9 in rat asthma model. METHODS ' The rats were randomly and averagely
divided into asthma, control and budesonide-treated group. Expressions of TLR3 and TLR9 protein were detected by
immunohistochemical method. RESULTS Expressions of TLR3 protein in lung tissure in asthma group(optical density:
0.20140.034) and in budesonide-treated group(optical density: 0.195+0.043) were significantly higher than that in control
group(optical density: 0.144+0.039)(all P<0.05). While there was no significant difference of TLR3 protein expression between
budesonide-treated and asthma group. Dramaticly, expressions of TLR9 protein in lung tissure in asthma group(0.236+0.022
optical density) and budesonide-treated group(optical density: 0.231+0.023) were significantly lower than that in control
group(optical density: 0.271£0.025)(all P<0.05). Moreover, there was no significant difference of TLR9 protein expression
between in budesonide-treated and asthma group. Furthermore, there was no significant correlation between levels of TLR3 and
TLRO in lung tissue(n=26, r=—0.153, P>0.05). CONCLUSION Level of TLR3 increased in asthmatic asthma lung tissue group.
On the other hand, level of TLRY decreased. TLRs may act as an important role in asthma exacerbation, and the anti-
inflammation function of TLRs may not mainly work through TLR3 and TLR9 path way.
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Fig. 1 Pathological change in lung tissue(HE, 200 X)

A—control group; B—asthma group; C—budesonide group
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Fig.2 The expression of TLR3 protein in rat lung tissue(DAB staining, 200 X)

A—control group; B—asthma group; C—budesonide group
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Fig. 3 The expression of TLR9 protein in rat lung tissue(DAB staining, 200 X)

A-control group; B—asthma group; C—budesonide group
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"P<0.05
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