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[HWE] B WEREFEZNE WA ASMC) a— FH LS E 1 (a=SMA) FE 820, LITEH
Far ZXTAEEIBWIIHIER, HET AR ERNLS . A& 1 0.2.5.5.0.10.0 pmol/L 1 KF# 2 AR
ASMC #Hfd 48 h J54RICAHARLE RNA FIEE o 9O i R4 B EE S (PCROKMAEM o-SMA mRNA 3Rk, # 1
A REENTETE (Western blotting )R ZHME o ~SMA FIER AL Smadl (p-Smad DN 1525, HR  MH KenE
AbPE ASMC ARV 2 194215 (0.,2.5.5.0.10.0 pmol/L) , 4HMI o ~SMA mRNA FRik 2T TR 318 0.543 +
0.121.0.354 £ 0.072..0.223 + 0.058 .0.191 + 0.034 ) , #5571 [ PH 4 b3 22 A Gt T2 78 L (3 P<<0.05) ;a-SMA
H1 p-Smad 1 [HEE A RIAWEIATHE TR (a-SMA FEH OREEHAE) 20028 0.96 £0.02, 0.72 £ 0.16, 0.54 =
0.11.0.31 +0.14, p-Smad1 2 A (K BEE HAE )43 315 0.94 +0.03.0.76 +0.13.,0.62 = 0.11,0.43 £ 0.12], £-74 A]
PP LU 22 A et 38 (X P<0.05). 518 RBRE T LI AROmE 8 ASMC 41 a—SMA 1) mRNA
R F5 , 01 Smad 2 A8 AL, BRI ALAE KN —B(TGF-B)F1 Rho {5518 1

[EIA] KGRE; UEN; o FIEIUWEIEN;  Smad FEH

Down-regulation of expression of a— smooth muscle actin in airway smooth muscle cells by allicin and its
mechanisms WEI Xiao—yang. Department of Pulmonology, the First Hospital Affiliated to General Hospital of
PLA, Beijing 100048, China
Corresponding author: WEI Xiao—yang, Email: yixueqikanw@]26.com

[Abstract]  Objective
( @ =SMA) in airway smooth muscle cells (ASMC), and to evaluate the mechanism of allicin on inhibition of airway
remodeling. Methods The human ASMCs were treated for 48 hours with 0, 2.5, 5.0, and 10.0 pmol/L allicin,
respectively, and the total RNA and protein of the cells were collected. The mRNA expression of o —SMA was

To investigate the effect of allicin on the expression of o —smooth muscle actin

determined by real-time polymerase chain reaction (PCR) analysis. The protein expression of o« -SMA and
phosphorylation Smadl (p-Smadl) were assessed by Western blotting analysis. Results ~ After the treatment with
allicin for 48 hours in a dose of 0, 2.5, 5.0, and 10.0 wmol/L respectively, the mRNA expression of o —SMA was
down-regulated (0.543 +0.121, 0.354 +0.072, 0.223 +0.058, and 0.191 + 0.034, respectively) , with statistically
significant difference among groups (all P<<0.05), and the protein expression of o —-SMA and p-Smadl was also
gradually down—regulated in a dose—dependent manner [ & ~SMA protein (grad value ratio): 0.96 +0.02, 0.72 +0.16,
0.54 £0.11, and 0.31 +0.14, respectively; p—Smadl protein (grad value ratio): 0.94 +0.03, 0.76 +0.13, 0.62 +
0.11, and 0.43 + 0.12, respectively), with statistically significant difference among groups (all P<<0.05). Conclusion
Allicin depresses the mRNA and protein expression of a—=SMA, and inhibits p—Smad1 in a dose—dependent manner,
thus interrupts the transforming growth factor— 3 and Rho kinase signal pathway.
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1.1 0 SR HBER KRR A L Sigma
ONE] IEA L  DMEM 553548 8 35 [E Gibeo 23 7] P2
i, TRIzol AR YLkt | 5 i e 1 A6 ) 2R A Tl e 2 I
(PCR)IH & A RARAABHE (AL 50 A BR A A,
a—SMA W21k Smadl 55 [ (p-Smad1) . = #fz H i
T2 5 U ( GAPDH ) P& A € [F Santa Cruz 23] o
1.2 4ifEEEsE. A ASMC W 3 = E Sincell 227, 1
37 °C .5%C0, £&1F F DMEM 55 32 & 1% 3% ASMC
YA, BE SR S A 10% 648 10095 55 &R 100 kU/L
FMH R R 100 kU/L,

1.3 ZOEE R PCR KM o —~SMA mRNA ik ¥4k
FXFRE K WA ASMC A4/ 3] 6 Ltk (AE4L
0.5 x 10° 4> ) , 75 4H B 0 BE J5 43 5 A 0.2.5.5.0,
10.0 wmol/L KFFZE LI 48 h, 2 1, FHWERR th 2%
MR (PBS) PR 2 U, A 1 ml TRIzol , 4% BRI &
VEB] e, $RHC ASMC 200 58 RNA, REE 5
cDNA Zf—4% , /il o ~-SMA mRNA ik, o -SMA
HH . FER1Y 5'- CTGGCATCGTGCTGGACTC -3,
TE51#% 5'- GCCCATCAGGCAACTCGTA-3', %45
SE B PCR W 451 :94 °C 15 5,59 °C 40 5,30 M
W, ACt = HIMIEH Ct {H—MNZ GAPDH A Ct
H, AR 22 .

1.4 T FRPEETIRE (Western blotting) bRl
a—SMA Fll p-Smad 1 £ (A #3A KL T X B K01
ASMC i3 6 FLAR (FEFL 0.5 x 10°), 4 il BE
JE 43 B 0.2.5.5.0.10.0 pmol/L 14 K 77 2 Ab 3§
48 h, A& i, A PBS YR 2 IR 1 x + ke it
TR AN (SDS) b FE 2% vh i 241 4 i, 95 °C 10 min,
12 000 x g 5.0 10 min, B3, SDS— N M Pk g s
JEHL UK (PAGE ), 8% B3I, 12%FR)Z2 1, 80 V. 2 h
LGRS 2 B — IR LM (PVDF) B, 725 5% B fE W5
ORI (TBST ) Hi2 PVDF i) 1 h B AR 1k
54 A1 = 1000 F BERRE SRR —BT 4 CRE R,
A1 2 5000 Fi B AR L A AL YR (HRP)ARiC ) —
PUEIRT 1 h %00, X 2l ML R A K EH
5, LLHBEAS5MNZ GAPDH B K A HLIEA/E N
VEDOE Sy

1.5 Siit=Eer: W SPSS 12.0 e it-4x b %
P PRGBS = ArifE2E (3 + ) Fom , R K
W HI7 220047, P<0.05 2 RA GiiT¢E L,

2 # R

2.1 KR EXF ASMC 408 a—SMA mRNA F5AAY 5
Wi (26 1):0.2.5.5.0.10.0 wmol/L K75 Z AL HH ASMC

401 J5 , o—SMA mRNA 2 3k &2 F AR H M R, &%
FER A e 22 A it (34 P<0.05),

F 1 AFFERGFEZEF A E R 40E
a-SMA mRNA A (X £ s)

FFF 2 (umol/L)  BEAER a—SMA mRNA (22 {f )
0 6 0.543 £ 0.121
2.5 6 0.354 £ 0.072
5.0 6 0.223 +0.058
10.0 6 0.191 £ 0.034

1 :a-SMA : o WIS 1 I LLER , P<0.05

2.2 RFEREX ASMC 41l a-SMA 1Rk 1 5%
ma (& 1): i 0.2.5.5.0.10.0 wmol/L Y K i#5 % 4b 3t
ASMC )5 , a—SMA £ [ 3 15 5 7 s AP T
(0.96 +0.02.0.72 +0.16.0.54 £ 0.11 .0.31 £ 0.14), %
FIl e B) He 3 22 A e T4 L (H P<0.05).

Kt (umol /L)
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a-SMA : a— “FiHUILEHE 151, GAPDH ;: =R H- i1 1 0
B 1 T s BT IR A AR [R) 37 K r %
NEGE T NLANE o ~SMA & 1323600540

23 KERZEXT ASMC 4iiJid p—Smadl & [ A5
ma (& 2): B 0.2.5.5.0.10.0 wmol/L 1) K % 4b 51
ASMC 4L f5 , p—Smad1 & 1 #38 ER AR vE T
4(0.94 +0.03.0.76 £0.13 .0.62 + 0.11.,0.43 = 0.12),
AR 22 AT G T2 L (H) P<0.05).
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