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i OE B PEREmR AT, 4N L BT (extracellular matrix, ECM) Xf (38 - ¥ L4 L (airway smooth muscle cells,
ASMCs) BT E T . ik (i REMETE Wistar K BB S i i (8 H) B IE X MR 2H (8 ) o K Bl e i A6 81 i 7] 1 47 2
FH(OVA) U R B R WY ik 8 . I8 K Bl ASMCs 0 B T 9 LA & COL -1 W4 bt iriiss. &8
Western blot ¥ K5l 45 2 7R , eotaxin [ TGF — B1 (1R 35, BE M 25 [ 41w T 1E 5 0 B8 (41 (P <0.05) , B2 NG 2 g ECM 1 T~ T3 412 3k
RIBWIEIN(P <0.05) , IEF A ALK ZERTLLEITFEL(P>0.05) . it ECM NG ASMCs )52 JIHE
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Regulation of Extracellular Matrix in the Immunity of Airway Smooth Muscle Cell in Asthmatic Rat. Chen Zhongren ,Liang Meilan. De-
partment of Respiratory Medicine ,Haikou People's Hospital, Hainan 570208 ,China

Abstract Objective To study extracellular matrix (ECM) in airway smooth muscle cells (ASMCs) immunomodulatory effects in
asthma status. Methods Healthy male Wistar rats were randomly divided into asthmatic and control groups with eight in each group.
Asthmatic rat model was established in using ovalbumin (OVA) sensitization and stimulation methods. ASMCs were isolated and cultured
in the flasks, which coated with LA and COL - 1. Expression of eotaxin and TGF — B1 protein in ASMCs was detected by Western blot.
Results Western blot showed that the expression level of eotaxin, TGF — 1 among the different groups was higher in Asthma group than

in the normal control group (P <0.05). Interventions ECM increased expression within asthma group (P <0.05). No difference was

found in expression in control group (P >0.05). Conclusion ECM can affect the immune function in asthmatic ASMCs.

Key words Asthma; Extracellular matrix; Airway smooth muscle cell; Immunity

SO W Wi e — AT NS M R AE PR L th 2 Fh AN
JLFNA M2 5> 2 5 o AE Sy 2 35 S0 25 0 ) g
J5 B S E SF 35 L 40 i (airway smooth muscle cell,
ASMCs) F1 4 g 4 2 57 ( extracellular matrix, ECM) | ¢
e B B K L kR R R T E B R R
ASMCs 755 P 52 I A F B0 BR, BE 9% 73 Wb 25 Fib
RAEA T, 77— R G20 M PR, 2 5 A I 1Y
B 537 LA B AL 46 Fas 76 P9 A9 — S 48 Jif 32 1f 43 1 A ik
Y1, ASMCs JIr 43 WA (1) 31X 46 [ ¥ BB 6 {2 if ASMCs H &
(3557 . ASMCs 3F i 9% 7= /0 41 4h 56 5 L 5% R
4 J A5 1 T ANAR G 00 400 0 50, A R AT 22 0y R R
2 | R S AU W N SO R AR I B R B
Jii IR (type 1 collagen, COL - 1) |2 %54 4 (laminin,
LA) S84 3 , 7 & Al AR B e . o T R X —
B R, A S 466 R Bl ASMCs FiAE T IR BE A ECM 1

YR ML 570208 i 11177 N B R e IR I AR

BER b, SR Western blot 3 £ I 122 s ASMCs
eotaxin \TGF — B1 £ [ ) ik, 1 ECM X % g K f
ASMCs 35 Ty fig 0 35 7E H o
mrtsFHiE

L b RE: A B Wistar HE H: K B, B0 3% %5 (1 (ovalbumin,
OVA) . COL -1 .LA Ji54 1fi & (fetus bovine serum, FBS) (A
JRAE AW, T BB R R . 4 1% A 2 A (bovine serum albu-
min, BSA) Il F 3¢ & Sigma A ®] . /NP E H (« - actin)
H Trizol ¥ W W A 3% E GIBCO 2w, B K15 7 24 % W .
0.01mol/L PBS (pH7.3) .10% 4 5 & 4% ¥ 4 i 0. 15mol/IL
NaCl ¥ .2 x (5 x ) SDS | 2% vh W | HL Uk 2 vh R 5% 7 2% o
W10 x T 21 YL W EF P TBST  TBS | P B 47T 142 28 b ik 47t
T Ak 2= RO

2. KRR AR R Y ST R Ay A (1) RGBS . B
MRSCHR L7 ] A 9 5 3, 76 R RS BB P90 B2 R 3 5 Tml AR 1Y
0.9% KR AW (& A 10mg ) OVA LIS 200mg 14 & 4
R8s T S8 8 REE BB IR I ATEE 1S R A
HEAT & A 2% OVA L FEE K A5 55 1830, % K B A7 5 5% 4k
P, B M 25 i 4RI AE SOml, B I WS %5 3 Wk, 1K 30min, 3t
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115 Ko YRR BUBAE e i AP IR 2 4 i R e, B0 02 s 5
B &R (2) RRrd 16 R RRBEVL A A W4, 54 8
Ho B 4, Bl OVA il £ 8580 %) B2, 45 30 36 K B 1R
OVA,

3. R BRVACIE -3 L4 A (ASMCs ) 19 35 5% | %5 #1404
(1) KER ASMCs (35 57 : AR SCilk [ 8 ]38 1 77 v 43 88 K R
HAE R ASMCs, 7E OVA B Mok Bk 2 M5, E%
24h PEATRREEIOM . BUTE BB A G  BETIK& L. fAR
BT D - HANKS W, 35 Ve Bl 45 . 35 Ue U5 09 it 40 2L AR 1
~2mm MY e K KB T IE A (& Img/ml T 7Y ¢ 56
Img/ml A JKE A B . 10mg/mIBSA ) D - HANKS ¥ ) #,37°C
Ak 15min, JHALTEEE S, A TJC I3 A DMEM 37 57 5 9801/
min, B0 10min, 3¢ 13, LA 29 Lml & 20% FBS ) DMEM,
AN T, 37°C (5% CO, M=, MM 3 R# 1 1K,
K21 JEB ], 240 M 2 S R A AR AR . S
Fr A A EE SR 25 2 ~5 8, ASMCs 1455 £ 2 7% b 5%
WSS I 25, IF 0 3 o — actin FEAT 40 I S 88 98 B 4L 1

4. 55 IR AL B AR R S 2 Sck (9 ] RGE i O ik IO
I BT %0 (50ml) 8 7] — ke BE /Y COL -1 L K LA (10ng/
ml) JILA A8 O o, A B R B A 35 OIS B RS 4R A JE T
3TCHEM TR FR o WU R TE R A 1F T A 0. 1% 1y BSA %
P41, 2 A 30min, Z¢ 4500 44, G I 7 DMEM 85 5% W ¥R
J W T WA B AR AT, AT B SR A R

5. ASMCs 4321 : 43 B3 15 3245 2 W 41 K B9 ASMCs, Bifi H11
3R 3, O FIA 4 M IE % B 57 ;@QCOL - 1 41 .6 ASMCs
AR E AL 47 COL - 1 (10pg/ml) f 20 M ; D LA 4 :
4 ASMCs fE A IE A LA (10g/ml) 19 48 D . 5
M43

6. Western blot 74l ASMCs i eotaxin ,\ TGF - g1 5 [
B ik : 2 IR Santa Cruz 23 &) & it 09 85 & HU 35, N HEE A
S 22 v oy AR R IR AR B R . DL AR Vs 2R PR R AR
HEsh Bl bR M &, P IR IR W S AW B, IR R A
50pg, L0% 5 T 15k iz 58 Jse P Dk R AT 2 10 20 8, e B L b i), —
U TAEH B 1: 500, B — actin ESH NS I8, H AW E — 40, T
FEVRBEL: 1000, JH ECL 62 kG & kil 42 58 5 5 o

7. 87 U5 vk R AT SPSS 10. 0 Ge it 44, 52 40 Bs ¥
BB 2 h i 2 (w £ 5) Rom AT 22000 F0 ¢ K386, P <0.05
hERAGRITERE L,

£ ES

1oL ASMCs S5 P | % o 4 M
R ARPEGE YL A 7R, 43 B AT B A 4 B S KR AL,
5V LA OB B TE AL, JF B — actin 1y 335 2 FH
P AT R G 85 37 00 240 A R BRI LR I

2. Western blot ¥ eotaxin , TGF - B1 & 1Y
SN ICENCER S VI T
B, WA EET IR . R T E2 K3 %
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23]

1 SEFEBIMAE «-actin DAB 3 &AM (SP, x400)

A F i, eotaxin [ TGF - B1 A TEAH B A KL, IFH
FEIR A R« A 02 AR AR 2 Y v i T T AL
FERTEOHA, ZSHHAGTEEE S TIEE X BA (P
<0.05) ; fE IE# X 4l h, Rk 2R LG H#E X
(P>0.05),

*1 KBRSEFEBAAM eotaxin, TGF - p1 By

RIZEEEB(x=zs)

2H ) eolaxin TGF - gl

I I LA 39182 + 62" 37165 + 53"
i COL - 1 42663 £41*% 32465 +37"
W Wiy 25 1 38633 +56 31888 £82*
E3 LA 16656 61 16583 +47
iE# COL -1 16575 +47 16578 +52
TE 5 % e 16525 +58 16590 +49

BN 25 (AL L, TP < 0,055 55 IE 4 3T BRULAH L, © P <0.05

LERGLA  BERGCOLL WEMGZSFH IEHTA  IEFFCOLL IEH X

& 2 eotaxin T HHE k&

BEMETA  BERECOLL  BEMEZSE IEWLA  IE#COLL  IEH IR

E3 TGF-pl ZEEBkE

it

S A I O R — R T S e S 6
{HLBE 25 93 0 B 16 J AT BB ML X 5 ASMCs Y
BRI 55 1A 3. ASMCs & 4 1 IR 7 (9 1 Fi 4
A [ B T 490 22 o 4 i TR R e B P
IS ¥ LA A T R e 2 D LU 4 S A S T A
@ RE B R 2 I e K IK £ FE PR R B9 B R
YU A R STE S LA B T LSS 4 M L 1 43 b
4597 AT WA 2 T MR 5 2 15 S0 A I O 1) 5 B L2



BEAERSE el 2015 4R 1 7 44 8 410

B B

PELE R, ST Bl RN 4R 0 i SO = RN, | R 18 T AR
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O3 U Ko Fe 3k Z R B T A T, S 5 SGE 18 P R AE A
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PARH D % S S AN RS2 i . ASMCs R 43 3 22 b Jik
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il BRI FE0A, B0 ASMCs A 40 W6 85 11 2 5% N 7
JBE R B ER R R il ECM & i 3 0, 3k Fh R AN fiE
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 E BM W BILah kS8 KA (PDA) & I I E YL AL 1 il i 28 AJRITIITTATHE A bk, ik B4
R ERCE 5 AR IGA PDA L 162 (5], Horb 1S 5 8L L& I 52 & 009 i R e 1.0 J) s 8 (AL 2.0 g 43 A IV ) 2 6 0047 LR
AR 2 I AP IR AL S B, BT A R B E N RMR SR YT S IR T I AN A, 0 ) S IR W AR R AR AE 3 B AR R P )
Y AESR I o 1 IR HT RO s B AL T, 14 BURES R T LRI, 14 GURE BT O, Ltk T 0, B 3 ~ 12
ANALCFEAER 6.7 AN K 3.5 ~ 8. Okg, 1K TE 5. 6kg,3 {5 I /1N AU 2 8] [ AR 451 (VSD) (2.5 ~4.0mm) o ARATHFHA
ST A A i 8 T Sk B R A B L0y s BUAE R SRR SR S IFIRALAR B A 2 SR I & i PDA A AR #EAT
BIEVRYT 512 1R AT AL 19 PDA A AVRIRYT o NI AR 0 PDA A A vk B 38 R b 2 5 28 il ) 75 1) S o R 1.3.6 T L1
AERpEE A OB EMBHOE, ER 46 PDAIEENEA,9 BT, 543 ~ 12mm, F¥ E AN 5. 4mm; ¥4 I il )
Jok s s (M s Bk IE 3 55 ~ 110mmHg, P Y [ 3 74. SmmHg) o 12 3845 25 3% 5 2 5 1 490 P i 26 4 8 X T DARE S0 Dk b 3% AT i i
ik, B g B 4 5 AR R G HL 1 BRI S ik R R, 288, BARTK 12mm 88 22 - 24 RUS (WEIE SR RS R T &
KOS BAL, 57 BV AT AMRE B S 3% 25 94T PDA Z53LAKR . RJSWEER ICU WA 6 ~ 12h, 4L AE Bt ] 3 ~7 Ko BEDT AP 1 0 % Bk
F2 5 b i B PR R R A 2. 1S m/s I R A HORT A BE T P o BT AR O DI A B R il A L Bl T IO A Il A O R IE
B I/ 2 (0] e R R B 3 R 1 B s SR P A S AT A R TT I s b 2 il E st AR R R ARk, &g BL
PDA & JF il ¥ G ML J) S AT 22 0 AIRYT &4, AT, IR RAE D AR A3 B I IR] , (B4 ) 0 T o (B X THLR B AL PDA 8l &
I A O P R TR B 42 T E 4
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Emergency Intervention Occlusion in Infants with Patent Ductus Arteriosus Plus Pneumonia and Heart Failure. Meng Xiangchun, Tan
Weiqun ,Liu Lin,et al. Shenzhen Children Hospital ,Guangdong 518038 ,China

Abstract Objective To study the safety and efficacy of emergency intervention occlusion in infants with patent ductus arteriosus
(PDA) associated with pneumonia and heart failure. Methods Fifteen infants with PDA plus pneumonia and heart failure were studied.
There were 7 male and 7 female patients, aged 3 months to 12months old, body weight 3.5 —8.0kg. Three cases also had small ventricu-
lar septal defect( VSD). Pneumonia and heart failure(HF) were diagnosed simultaneously in all the patients when intervention occlusion
was implemented. Medications including inhaled oxygen, digitalis, diuretic, antibiotics, aerosolizing and airway suctioning had no effects
on pneumonia and HF. Two of them had right pulmonary atelectasis. Another two cases were ventilator dependent. HF deteriorated in three
cases, death occurring in one of them. Fourteen cases received percutaneous intervention occlusion. Results The PDA assumed a coni-
cal shape in 9 cases,a tubular shape in 4 cases. The median value of the narrowest PDA diameter was 5. 3mm ( ranging from 3 to 12mm).

The mean systolic pulmonary artery were 74. SmmHg(55 - 110mmHg) . Immediate successful occlusion of PDA was obtained in 12 cases.

YR FAL 518038 )7 7R A IR T JL 28 % 5 O o 5 A
- 116 -



