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B E B RFE AR RN R R S e E 41 (AECOPD) A A K R 49 B EAF A AT ALl . o i« % 55 R AR SD
KRR F R RN A EF 4 A2, 3 2 74K Z 5 F41(8.37.16.74 g/kg, vA A 25 %t ) Fo b R AN (FAPE ST R 48
0.09 mg/kg) , 2011 Ao MraEF 4ol LA R K R KA A MIRAE % M5 50075 Bk 5 AECOPD AL A, 54 5, B4
ForEAA K R F K, EABMKRRE TR LY, FRHEE 2K, %5 14d, RKERE, MNE XKk P amieiZ IpIL-1p) K
TR KR RS T LA E R T, M T K AL R P R4 %R a8 (MMP-9) A2 /%% & B9 45 7] 1(TIMP-1)
mRNA 4% ik /K- % Ras Fl /R L B K 3% M 1 A(RhoA ) \ZEELE G A XTE BT &L E F 1(DAAM) A= m A3 78 45 3 B (HSG ) &
G R, R 5 EF A B A K R A E P IL-1B7K F VA R A 40 27 F MMP-9, TIMP-1 mRNA % i& 7K - #= RhoA .
DAAMI & & k& ik K-F3) B 295 (P<0.05) , ML+ HSG & & £ A KT B HBAL(P<0.05); £ A% B B A4 %1% 0 X it
B R R AR LR BL AR MY IR AR R B tm IR e, AR LA B E GG FAKR Kok F P IL-1pK
T Fe Al 20 2% ' MMP-9 \ TIMP-1 mRNA % ik /K-35 B 5 BAK(P<0.05); % 274K . & 7 T4 K RA 248 7 RhoA . DAAMI & & &
AR B FBEAL(P<0.05) ,HSGE A A A KTFHREIFFH(P<0.05); FEF @A TARRKLAF A L EamiiZiE, Aid 5
BEBLEF R AF AR RRE O LR EMRTE RALARIY K, 2. % L2753 AECOPDER X HAH—T
B PCEAE R AL T AR 55 T R 28 4% F MMP-9 . TIMP-1 mRNA #2 RhoA . DAAM1 & & &9 %A , iR 2% 7 HSG & & 49 &k
I Fp k) AL TR K

KR RHFLEMAA IR SR F L7 g i dr R K B Wat 42 5 i@ 5 KR

Improvement Effects of Weijing Decoction on AECOPD Model Rats and Its Mechanism

LIAO Xiaohong', ZHANG Yijing’, TANG Hongmei', QIU Zhenwen', LUO Dandong', YANG Liuliv’, YANG Li’e',
LUO Qian' (1. Dept. of Pharmacy, the First Affilaited Hospital of Guangzhou University of TCM, Guangzhou
510405, China; 2. First Clinical Medical College, Guangzhou University of TCM, Guangzhou 510405, China;
3. Dept. of Respiratory Medicine, the First Affilaited Hospital of Guangzhou University of TCM, Guangzhou
510405, China;4. Dept. of Pharmacy, the Fifth Affilaited Hospital of Guangzhou Medical University, Guangzhou
510700, China)

ABSTRACT OBIJECTIVE: To study the improvement effects of Weijing decoction on AECOPD model rats and its possibile
mechanism. METHODS: Totally 55 male SD rats were randomly divided into normal group, model group, Weijing decoction
low-dose and high-dose groups (8.37, 16.74 g/kg, by crude drug) ,dexamethasone group (positive control group,0.09 mg/kg) , with
11 rats in each group. Except for normal group, AECOPD model was induced by cigarettes combined with lipopolysaccharide in
other groups. After modeling, normal group and model group were given constant volume of water intragastrically,and other groups
were given relevant medicine intragastrocally, twice a day, for 14 days. After last intragastric administration, the serum level of IL-1
B was determined, and pathological changes of lung tissue and bronchus were observed in each group; mRNA expression of
MMP-9 and TIMP-1 genes in lung tissue were detected; protein expression of Ras homologous gene family member (RhoA) ,

dishevelled associated activator of morphogenesis-1 (DAAMI1) and hyperplasic suppress gene (HSG) in lung tissue were also

determined. RESULTS: Compared with normal group, the
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TIMP-1 as well as protein expression of RhoA and DAAMI1 in
lung tissue were increased significantly in the model group
(P<<0.05) , while protein expression of HSG in lung tissue
was decreased significantly (P<C0.05) ; there were many
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chronic inflammatory cells infiltrating around the bronchus, some airway mucosa epithelium exfoliating, alveolar compensatory
dilation, pulmonary septal capillary dilation and hyperemia. Compared with model group, the levels of IL-1p in serum, mRNA
expression of MMP-9 and TIMP-1 in lung tissue were decreased significantly in Weijing decoction high-dose group (P<<0.05); the
protein expression of RhoA and DAAMI in lung tissue were decreased significantly in Weijing decoction low-dose and high-dose
groups (P<<0.05) , while the protein expression of HSG in lung tissue was increased (P<C0.05) ; the pathological changes of
Weijing decoction high-dose group, such as inflammatory cells infiltrating around the bronchus and shedding of airway mucosa,
were improved significantly, and there was complete alveolar epithelium structure but no obvious pulmonary dilation.
CONCLUSIONS: Weijing decoction can improve AECOPD model rats to certain extent; its mechanism may be associated with
down-regulating mRNA expression of MMP-9 and TIMP-1 as well as protein expression of RhoA and DAAMI1 in lung tissue,
up-regulating protein expression of HSG in lung tissue so as to inhibit the airway remodeling.

KEYWORDS Acute exacerbation of chronic obstructive pulmonary disease; Weijing decoction; Hyperplasic suppress gene; Wnt

signaling pathway ; Rat

P BH ZEPE 5 (COPD ) J&—Ffr LA i K17 A i i 11
FREEI S 32 B A FRAE () B ZE PR Mg , 5 Bk o %
kR IT 1 PRI SED 76 COPD i A2k i v, Al Bl ¢
B, SR /INIE AT dE A L 3G A2 COPD I &
A 5K IRAR A KZ B R SRR AR K
WIWZ R & COPD 1) 22, K 4> COPD (B & #A
K R C 0, COPD 43 K i 9 R0 2 e i 0 1
(AECOPD), AECOPD /& [0 RS fE RN H BH .
T HHKE, JUi R AR I AR Y7 R

FEAH ABERT BUMREL), 528 &INF,
SR AR Ak p 2 AR, HAT VE IR EA B L
PR ERHEM A AL, B TR AR I P 4,
FIT BRI , 2 B R FF B4 37 B 48], o i e
TR il 4 0 SRS AR A5 T I TE S Y A R Y
B, AECOPD DABRSE R 3, MG R BEIEA 2
R R A] 3 B 5 280 T R M ™ 7, M OCIF S R B
FZE X AECOPD (& HA By s (A LR
FAMLHI M ANTEE . 5B W 2B, AL 1 40 e 1 5 1 i 32
(HSG) {1975 235 5 ) Wnt /- T8 20 i 4 7k (PCP) 13
5T [ P T A TR R A AT A R R Y SR A
ST ASBFSE I ST ABCOPD K USRS, 3 L HSG %5
1 2 Wnt/PCP {5 53 % f1 BE #5071 75 2813 77 AECOPD
()53 F- B, MG IR FH 282152

1 #7#l
1.1 FE{NE

AT T AL A AL1240 B T3 2 —H K
VMR - A 20 (R ) A BRA R, BX51 B2
4 (H A Olympus 23 7] ) , BGE-140 R #A G X 18
RSN AR A 7)) ,MagNa Lyser B3 AL [F
Wi (1) A BR 2 A, ZD-85 RIS /R H i ik G #
CH M &Ik ARl S A PR A A ), 5810R il 5 2 5 ik
KA E B0 ML (4 [ Eppendorf A 1l ) , 1510 74> I K- ity
H{Y (2 [E Thermo Fisher Scientific 2\ 7] ) , ChemiDoc MP
T4 RE R A A% 2R 45 L 165-8001 Y 2 T A F vk A (36
[ Bio-Rad A ] ), TS-2 BRSP4 PR (g1 17 JpR DL /R AY
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ar il A BRA D), SRR EE RS (A, B 120 emx
120 cmx120 cm) o
1.2 FEHRSIKF

2R (L5 2006001) 1 H 1WA RS R 25K R A
RS ) 5 4 AR (35 200301) L8 Bk A (Bt
200601) B0 B ) AR A PRE0V AT FRA AL B AR 7 (Hik
200300831) 1y [ & 7 i EE L M A R A F . UL
TR E T R R 2 R A B — o i R B 2 2 iR S
AR 2 IS 2 350 B

it 23 by S KA F (HE 5 20092661, #14% 0.75 mg)
H B 2 T H SRl 2545 BRA 7] 5 0.9% S AL A s (HiE 5
C20L032, #ik% 10 mL:90 mg) W F L A Ao i 254 PR
A5 Z0ACE A B A AR A PR BT | 1
B SR HSG % AL A T A T B b 7
(DAAML1) \Ras [A] Y5 FE R ZE 0 A 51 A (RhoA) (p-L 88
I (B-actin) B 22 LR LIAR L K B 3 S8 AL M (HRP ) A
CAERU R e Bk 8 11 G(1gG) —Hi34 Iy A 3£ [ Protein-
tech 28 7] 5 - B¢ KL A R 40 (SDS) Bt Jist 12 57 &5 (4t 5
V900483 )14 F A5 HE (& PR A BR S | 5 (4l 2=
1B (IL-1B ) il 3% He 2 Wz Bt A ) (ELISA) a6 551 & (dit 55
GR2020-09) 1y H 273 I K 55 A= P RHE A B ¥ 5 Trizol
B (A5 DP424) W [ Jb st RAR AL B A BR A 7 5 58
B 3R50) £ (LS DBI-2220) 11 [ [ DBI /Al ; %66 &
A B 55 =X 1 (PCR) 46 I3 577 40 (3t 5 AOPR-
1200) 14 [ &g 3L S A PR A BR A w5 g 2 0% (5
20200106 ) W& 5 7 MUk Jah A AE PR A BR A s BCA 25
115 fH R0 £ (35 FD2001) 1 [ A7 3 Ak A7 RS
A 3 KRR IK
1.3 zh#

AW 5 i A 3l b { i SPF 2 it SD KRR, 4 )
W% AT (100 +10) g, I H ) AR B B4R sy b
ALy, SEES S A 7= AT UE 5 o SCXK () 2018-0002, 5K
B Zh W T4 AT IES  SYXK (.)2018-0092, K B
N JETRFETF )M b B 24 K245 — B s B2 B SPF K 8h 4
SEIG L MR SRR AR T O 12 W12 h RN
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(24 +2) C AN 7 55% ~68% , fl 33 W 18] K B A
A EE IROK o AR SIZ I A% 0 S50 Sl 4 A R 46 B
W], SE56 7 e ik | B 24 R A A — i s e S 30 )
YIeHRZE 51 2R (R PR A 4 5 ) TCMF,-2020013) .
2 FiEEHR
2.1 FEFREHHE

BE2£30 g #1130 g &INT-24 g ME{=9 g, I
101555 (mL/g, FA))KIZ0 1 h, SRJ5 FRIE 1 h, e Rl
T 5 2 PR 8 A5 B /K AL 0.5 h, INAE R ; A 3F 2 1K
ROV, e 4 ) 4 B0 AR 24 5543031 hy 8.37 .16.74 g/kg
2k
22 Th¥IHNAE EESHRY

H 55 HOR UGS D R SR 7 d, SRS H ML 36
BREHLA M IE 4, B4, 3525948 =R 41 (8.37
16.74 g/kg, IAE 50T, 439000 L2 A5 Im R EEROR i) |
i ZE KN 2H (B % HRZH , 0.09 mg/kg) ™, F4H 11 H
BRIEH A0, Har 5 41 R RISk A A A g 2075 =
[ 7 1 52 i ABCOPD A5 TR 1T~ ik 284 FH A e 3 1 4%
B, AR VR FEA 20 32, KRR RN 2 Uk, BRI FREE 1 hs 43
MFHEREE 714,21 K, TREAEEFIEZH 1
mg/kg (FES IR MY KA TIRER ) | i I RR2E 8 ] .
IEHFHARRTEESE 714 21 RAETEHER09%H
AN . AL RS B E L LR R TR B )
R A TSR B S AR T L D A 2218 T A 4
ORI s e = k) L 0 b 3 [ EE AN R N DR AW =4
PEY 5K il R AR T2 I B A B i ] B 7 20
M5k FE i SE 4, W] K B AECOPD #5278 £ 37 1%,
I, RE s BRI IR, I R R 4 R R T K
(10 mL/kg) , HoA2 25 2H K RUHE B AH L 259 (10 mL/kg) |
FERTEE 27 (9:00 F115:004% 171, ELLHEE 14 d.
2.3 —MRIERIEL

S0 30 ) R 28 A R — B O, A4 R R T 38
FapROL B R CEEE IRaARb A
2.4 Bl R AMIE

ARUHEHE 2 h )i, LA 5% I B 240 (30 mg/kg ) 16
SRR B, FIE B kR M. B M # E 2 h, 2R
JEAE 4 °C R LA 3 500 r/min 5.0 10 min, Y& 5 I 35 , &
T —80 CUKFEPLRAE, 2 H o SRILJe , 37 BIAR BEF-fifk 1)
KB BUOLAT A 8 URA S8, AR B KT U T
W TR Il A SURN S S T8 e TE 10 9% b o 55
—EB AL AT —80 “CukAf
2.5 MiEH IL-1p7K FE

BC2.47 TR VA7 B K BUALTE FE &, o BRI L R
FH ELISA SR 35 o IL-1B7K o JELAARBAE ™ s 44 B
AR IR G106 B B A T, SR P B AR S T 22
2.6 MALAMTSENREESENE

B 10% FR 3 380 15 24 h LG R BRI 2 2R
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SCRUE WL E A D) (S 2 3 um) J5 47 KL
IRANE L (HE ) G (8, SR 58 4 e WL il ZH 2
KAEIRIIEAR R
2.7 MEALATEREBEEAHEIMMPI) EREEE
FEEEHIHI 7 1(TIMP-1) mRNA FRi& K FillE

K HPOEE 7 PCRILFATINE o HC“2.47 IR URAF
AR BT ZH 2R, LR R0, SR P Trizol k4R XA 2P 5L
RNA ; #5045 RNA (8 B2 FHAERE J | e B i S i)
Ui B 45 5 IR R L 58 5%l ¢cDNA, - LL cDNA 6
He it 45 PCR 44 . PCR S 454 4 : 95 “C TS 14 10
min; 95 CZ8% 10 5,55 CHEAf 20 s, 40 MG, [
A 28 CEVARB R 20.0 pL) 145 : 2x All-in-One qPCR Mix
10.0 pL, b F #5147 (2 pmol/L) 4% 2.0 pL, cDNA Fifz
2.0 uL,50xRox Reference Dye 0.4 uL,ddH.O 3.6 pL. LA
GAPDH NN Z Rl 2255 il 4 4 MMP-9 |
TIMP-1 mRNA #3i57KF-. PCR 5191 DU FiA: Rk
BB AT R A R BTG 1L, 515 9 KAy 47 K
W1,

&1 PCR3IMFINSHIEGFYKE

Tab 1 PCR primer sequence and amplified product

length
RN Glkig]l TEHKE, bp
MMP-9 L:5'-GCTGCTCCAACTGCTGTATAA-Y' 93
25" - TGGTGTCCTCCGATGTAAGA!
TIMP-1 5 -TGGCATCCTCTTGTTGCTATC' 103
;5 -CCTTATAACCAGGTCCGAGTTG-3'
GAPDH 25 -GCAAGGATACTGAGAGCAAGAG-3' 9%

T3 -GGATGGAATTGTGAGGGAGATG-3'

2.8 FliZH4 T RhoA .DAAMI1 HSG & B FKizKENE

K F Western blot JE4 70 % , BRLH R 3 H A
FEAGEATSEEG . 2,47 T N ARAF R R UL 21, B0
PRI, AT G 8 e I 550 0% 85 11 A v e i A 41
SR HRE BCA BRI & ke B H R E ), LA
95 CAN#K 10 min ffi 7 1AM . BUEME 5 A 1 40 pg
17 SDS- 2R TR s ok e B Jie P ik (VR A I FLFR 75V, 43 B i
i 120 V, HL 3K ERHE] 60 min) , HL 3k 285 o R I R (g
it 200 mA, FEEEEF ] 1 h) 25 B 0w — 5 20 85 5 FH 5% i
fEA-15 (L 0.5% TBST il 2 ) £ P A 20 min J& , A
TBST PEME 3 ¥k . AE K 5 min; 4351l il A RhoA — T (7 B
Fbf5i ok 1:1 000) . DAAMIT —47¢ (B B LL A5 4 1:5 000)
HSG — ¥t (R B LM 121 .000) L) K 4 2 B-actin —Hi
(FEBELLI ] 1:5 000) ,4 CHWER 30 ; TBST VR 3 7K
YK 5 min, fill A HRP FRiC ) 1gG Pt (Fi BE EL B 25 A
1:2000), JRMFE 1 h; 3% ECL &, 8ot >R AL
¥ BRI T 25 . SR Image J 1.8.0 5420 M 4%
B AN K EAE, UL B B8 H 250 5 N2 -actin 25
2t B B HUEZOR H I ER [ I 87K
29 HitEFHE

K SPSS 21.0 B4 Bt 43 Fr . iF & TR
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x+ s RN, Z AL HCBCR F B R T 22 934, 4 T0) R
WHCR I LSD 3 . K g 7K #Ea=0.05,
3 #R
3.1 —MRERNELER

H RS 17 K, &1 K R B AT 1R H B
FEERR IR AE IS, HLAEA B0 75 35 FLAE R DK IR 5
R B IERLES 30 KR, A B4 K B B by T 1R A8 1558
i, FRDBHE R B T IRl 5 B RS AEES 8 JEE , B e R
YU B JC AT R R 1E R AR R AR i
R A) 38 S B B R IE W . B AR, B
1 1 0] i 4 R FEOKMAZH K BRI B RO GRS L i FLME
SEREIR YA B S e, (RS 2R A KR S AR R Rk
N
3.2 IMFEPRIL-1pKENMELER

SIE R 2H[(43.46 £ 3.10) ng/mL] FL &%, BRI 40 K K
I3 P IL-1B7KF[(51.77 £ 10.34) ng/mL] {2 & T & (P<
0.05), SRRV L, 352517 i ) o 21 R i ZE R A 2
K BRI A TL-1B 7K - [(44.06 + 2.20) | (47.65 + 6.46)
ng/mL] ) i 2 FFEAK (P<<0.05) , 7 ZX 37K 57 12 4 K Rl
T IL-1B7K F-[(48.29 + 4.88) ng/mL] 2% 5% T4 i &5
X(P>0.05),
33 MARMEZ[EREBESEURER
3.3.1 WRZHZY IEE LK BRI b R R e g, R UL
Yook, SIER A i, SR BUR A 2Rk, il
TELIZ K, Tt vt B AR g T 2Rl O I R . 5259
IR 1 4K U 48 T o S A MR B ok, T A0 I e K
ity g6 B AR T 715 2517 e 7 o 2H R b ZE KA ZH R RUT D
b R AR SE R R DL B . 45 4R R 2
IR 2F B WA 1

-2
E M ZEKAAZE
Bl SHAXRRMAAREBEESFERME(HERE,
x40)
Fig 1 Pathological morphology micrograph of lung

tissue of rats in each group(HE staining, x40)
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3.3.2 U IEWHRMSCTUE R L EOR W
L BHRBEE ST, AT BE A R WAAE A . IR R 4Lk
B, B R SR AU R I B R A I v L A REAT LR EL
2L 5 200 g = 194 SR A R I 5 SR R I AR R
FWZ R RAE /NS0 LR
T PR R S I AR . SRR G R
AR BT RN b R0 i , A RE m] DL/ it DU L 440
JIES 5 A N A S SE 2 TR 5 SR R R AR R A
Wz AR RAE I s WA 20 508 S i o 1
PEVEY 5K . 5250 = R AR FEORAN AL K RS B
b e R DL B, 27 B HED BB 5F , 7 RE T R DL
WA 0 SRAE AR M IS o A% 2R RS B IR 25 2 R B
FIILE 2.

]

E AN

2 BHARZEERELSFEME(HEL®,
x100)

Fig 2 Pathological morphology micrograph of bron-
chial tube of rats in each group (HE staining,
x100)

3.4 FfiZA 4R th MMP-9, TIMP-1 mRNA & iA 7k E il E
&R

55 IEF AR, B R A R U 4 21 H MMP-9
TIMP-1 mRNA & ik KV 1 2 F+ 75 (P<0.05) . 5718
R P, 25 2537 e ) e 2 R ZE KA 4 K U414
MMP-9, TIMP-1 mRNA & ik /K °F 3 B & [ AL (P<
0.05) . 44K EUliZH 21 Fh MMP-9  TIMP-1 mRNA ik
TP 25 R L3 2,
3.5 FiliZHZRH RhoA .DAAMI1 HSG & B FKiZKENE
&R

5 1F % A b g, B 20 K B 2H 21 RhoA
DAAM1 & H £ R K -4 8 2 715 (P<<0.05) , HSG &
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®2 HHAKXRAAELF MMP-9,. TIMP-1 mRNA &%
KEMELER (x+s5,n=10)
Tab 2 mRNA expression of MMP-9, TIMP-1 in lung
tissue of rats in each group(x+s,n=10)

415 MMP-9 TIMP-1

%4 1.12£0.10 1.18£0.07
fiA 1.98+0.20° 283£022°
HEWITH AL 1834035 279£039
FERRA R 1.07£0.06° 1394 1.66°
AR 1.05+1.28° 0.98+0.89°

T SR A A, " P<<0.05; SHEHIZH Hks,"P<<0.05
Note: vs. normal group, *P<<0.05;vs. model group,’P<<0.05

F kKB B RRAE (P<<0.05) . SRR HEr , 52X
5 e R A RD b ZE K A 41K UM 41 21 RhoA
DAAM1 & [ #RE7K T34 i F#AIR (P<<0.05) , HSG &
3K K 1 3 T (P<<0.05) o 4% 2H K Uil 2 21

RhoA .DAAMI \HSG & [ R LUK I DL BT 3, 2R 1 %
TRIKF S 5 R L 3,

RhoA 24 kDa

123 kDa

HSG | W - b s6kDa

pocn M S S — 0

IEH 4 FERIZ BRI BT HLFEKAR
Bl el brlfei il
3 &AKXRIEL B RhoA DAAM1 HSGEBA R
BRI KE

Fig 3 Electrophoretogram of protein expression of
RhoA, DAAMI and HSG in lung tissue of rats
in each group

x3 HBAARMAL T RhoA DAAML HSGERHE
EAKRFEMELER (x£5,n=3)

Tab 3 Protein expression of RhoA, DAAMI1 and

HSG in lung tissue of rats in each group(x*s,

n=3)
415 RhoA/f-actin DAAMI/f-actin HSG/f-actin
w4 1.18£0.56 1.09£021 L12£0.15
f 2594003 1.66+028" 0.67£0.14°
FERIR R 1312057 1132051 0.86£0.12°
e el 1264043 1.15+0.28° 092£035°
IR LI5£0.18° 102£035° 095£0.17°

I AL OB, P<<0.05; S URIZL LR, 'P<0.05
Note: vs. normal group, “P<<0.05; vs. model group,’P<<0.05
4 g
COPD i 5 e i) R AE S AR 5 , Hopg B Ak 40
FEASME SR 8 OB T Sl ke A U SR
FI TR BRIP4 i AR IR 55 J5 754 AECOPD j
FTIBIT o [N b ZE K AR X AECOPD H AT 817 1 3A J7 34
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SREOT PR AS BT LA A B X RE 2597

AECOPD [ % 95 5 45 Flt 20 B PRl - -5 10 i 8 46 i
SN EEYIAASGE . IL-1B0 B B AE AR5, i v IL-1
TR H 75 A0 T i R 4 W AECOPD F & A= R 10 Jm AT =
BRI, AR IR, 525 0 R
AECOPD # R1 k SUIL T H TL-1B /KK, FF ] ik /b H s
ERRIEE b KW T S TR LA i 20 2 i) A R
Ho DA SR, RN A 2R T BRI i 5%
E K T X AECOPD A 21— & ek 345 FH

A 7T 7R , MMP-9 7 COPD £ & il H 35k I
P4, HATBE 2 53200 T COPD 9 1% i 2, MMP-9
E S S R UR 87 NIl iR N B9 % i U il RN B /M NI [ R )
S 1 40 58 79055 T S BCTI B, 5 LR MU s it
Ab , MMP-9 i 0] 3 12 4 5 RAE AN SR 4L , 3R b Bz Fn N
B85, NS 5 5CE 1Y 90 R, FIAL 2L 3, 4
B A B 2957 (TIMPs ) REFD il MMPs (476 1, HH:
Hr DL TIMP-1 19 36 M dic 5 ™ A SCBIF 58 R B, 1l b
MMP-9 ., TIMP-1 /K- = ik 15 COPD 5 1% B 7™ 2 2 i
%, IfiL7# HF MMP-9 , TIMP-1 7K - # 5 2 BH COPD Ay 15
B, AR ES R B, B R 0] B E R
AECOPD £ 7 K Bl 21 21 MMP-9 . TIMP-1 mRNA &
TRIKAF 310 B A5 2537 R 3E ) R s 4L 2 MMP-9
TIMP-1 mRNA f{ 235 M T X AECOPD iz £l — 5 il el 3%
fEH .

X T W SRR 56 T HSG 5 COPD Hp & IE AR G 1
FIBFSE o & B, HSG 7E AECOPD 3% I Hh SR 63k
TEIE A M 2 5 3155 5 I HSG I S A W] e
S TS E T, 5 ABCOPD % i i) REAETE & N TE 6
1. ST B P 3 A o R AR o A AR A A AL
FEH T BLA B AU 358 AR O T R A T
1 L R A SEAF SR W], RhoA \DAAMI J& Wnt/
PCP {553 i th 2 D OCHFE 5 A A", Hih,RhoA £
I R ML AR S S AR ER I TS
AP MR EEE, DAAMIEEMEEAR
B — A5, BB R 8 R T, & Wt/
PCP {5 51l A% 0 L 2 — 5 FORT 3l 3 3805 RhoA 2 ifd
43S FE I DR 42 S5 1T A A U 4 3 A A5 T g, 0k
TS S A, AR R s K S = R
2Ly ¥ ] 2 i AECOPD BRI K UM ZH 2174 HSG
M35, FEi41 4 F RhoA Al DAAMI & Y%A,
XN 25 AT FE — R B AECOPD A7 K B
I

25 bR, 35289 %F AECOPD KRR FLUEA — & 1)
AR T HALR AT RE S5 T R 2H 24 b MMP-9 \ TIMP-1
mRNA F1 RhoA .DAAMI & [ 3R i5, b ifi g4t
HSG # [y IR, AT il =B # A G
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