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HIN; Fl Western blot #1 gqRT-PCR #:{ll Cav-1 2 H /K K& mRNA £ik, ZHR  Western blot £l
iR, B4 Cav-1 HEFAFERRE (1.16£0.05 & A, C, D4 [Cav-1 HEF KR (3.56+0.05,
2.86£0.11, 3.01£0.17) ] R&AK, ZRAHIT¥#E X (P HH<<0.05). C45 D4l
Cav-1BHEBBEFLRKIT¥EX (P =0.172), qRT-PCR %45 7% B 4 Cav-1 mRNA ik
& (1.00£0.1D) B A, C. DA [mRNA k&40 (3.2640.22, 2.684+0.11, 2.93%
0.05) ] MMk, ZRALSIT¥EXL (P {EY<0.05), CHLE DHZM Cav-1 mRNA F£iki 2R
THEIFE X (P =0.052), &i& VYR AT NG K R ASMC Cav-1 2 1 % mRNA 3%
K. X ATRES P VD B X ASMC K& T A A AT .
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[Abstract] Objective To observe the effects of moxifloxacin on the expression of the protein
and mRNA of caveolin-1 (Cav-1) in asthmatic rat, and to explore the possible mechanisms of anti-
inflammatory effects of moxifloxacin on airway smooth muscle cell (ASMC) . Methods Totally 40
male SD rats were randomly and equally divided into normal group (10) and asthmatic group (30).
Asthma model were established. ASMC were derived from normal and asthmatic rats and cultured
in vitro. The normal group was regarded as normal control group (A), the asthmatic group was
divided into 3 groups, including asthmatic control group (B), asthmatic group (C) to which
moxifloxacin was added at the concentration of 5 mg/L and asthmatic group (D) to which
Dexamethasone was added at the concentration of 10° mol/L. Then the cells of different groups
were incubated for 48 h.Finally the protein of Cav-1 was detected by Western blot and the mRNA
of Cav-1 was measured by qRT-PCT respectively. Results The results of Western blot indicated
that the expression of Cav-1 protein of group B (1.164-0.05) decreased compared with groups A,
C,D (the expression of Cav-1 protein of these groups was 3.56+0.05,2.86+0.11,3.01£0.17

respectively) ( P <C0.05).But there were no significantly difference between groups C and D ( P =
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0.172).The results of qRT-PCR showed that the expression of mRNA of group B (1.0040.11)

decreased compared with groups A, C,D (the expression of mRNA of these groups were 3.26 £
0.22,2.68+£0.11,2.9340.05 respectively) ( P <C0.05). But there were no significantly difference

between groups C and D ( P =0.052). Conclusions

Moxifloxacin can increase the protein and

mRNA of Cav-1 in asthmatic rat ASMC, which may be the possible mechanism concerning the anti-

inflammatory effects of moxifloxacin.
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