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Abstract

Objective: To discuss the mechanism of action of miao medicine (Ardisia japonica, Lespedeza cu-
neata) on inhibiting COPD rats' airway obstruction, through DCN, Smad7 and TGF-f£1 intervention.
To observe the treatment, different doses of miao medicine were used to treat the COPD rats, to
find the best relationship of dose effect. Methods: The 60 healthy male SD rats were divided into
normal group (12 rats) and COPD models group (48 rats) randomly. The COPD rat model was
made by using the method of smoking cigarette and injecting LPS into the trachea. Later, the 48
rats of modeling were divided into 4 groups: blank group, high-miao medicine group, middle-miao
medicine group and low-miao medicine group, 12 rats in each group. 8 rats belonging to COPD
model (each group of two) and 2 healthy rats were randomly chosen for chip check to verify the
models. Rats of miao medicine groups were treated with miao medicine of different doses; rats of
normal group and blank group were treated with normal saline for four weeks, respectively. Using
hematoxylin-eosin staining (HE staining) to observe rats’ lungs pathological manifestations, west-
ern blot was used to detect the expression quantity of TGF-£1, Smad7 and DCN in rats’ lungs, and
Pearson correlation coefficient was used to analyze the relationship among proteins of TGF-£1,
Smad7 and DCN. Results: Groups of HE staining results: in the lungs of COPD models group, rats
had the same pathologic changes with COPD. The lungs of each miao medicine group rates had
improved more than the blank group, especially the high-miao medicine group. Comparison
among groups symptoms: the symptoms of each miao medicine group improved, especially the
high-miao medicine group changed most. After miao medicine treatment, all miao medicine
groups’ protein expression of Smad7, TGF-B1 had obvious difference with the blank group (P <
0.05); middle-miao and high-miao medicine groups' protein expression of DCN had obvious dif-
ference with the blank group (P < 0.05). Low-miao medicine group had no obvious difference with
the blank group (P > 0.05). High-miao and middle-miao medicine groups' protein expression of
Smad7, DCN, TGF-f1 had no obvious difference (P > 0.05), but the average number of high-miao
medicine groups’ protein expression of Smad7, DCN was higher than the middle-miao medicine
group; TGF-B1 was lower than the middle-miao medicine group. Smad7 and DCN of COPD rats
models’ lungs had positive correlation (P < 0.01); their TGF-$1 had negative correlation (P < 0.01).
In the lungs of COPD rats models, content of TGF-B1 increased obviously; DCN and Smad7 de-
creased obviously. After treated by miao medicine, the treatment groups’ TGF-f1 content de-
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creased obviously, DCN and Smad7 content increased obviously, and the high-miao medicine
group developed especially obvious. Smad7 and DCN in COPD rats models lungs had positive cor-
relation, but they had a negative correlation with TGF-f1.
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BE: WitHEEEeS . P FEExCcoOPDAREEDCN. Smad7. TGF-B1HTHMG| < EEE KT
RIEAVLEH, HFUBAFRFEBEEXNCOPDRBAITRER, UIFRBENERRKR. Hik: K60 &
FEHEPESD K BBENL - AR T B4 12 R, cCOPDIERIA48 R, BMAAR A EFEINSE NIEAR SR
FEEHECOPD A RAREL, KR KR FEN A N4 : COPDFEHA. BHAEHFERA. B hHELHM
HHRFEH, SA%12R, BREREEHBILERZ A KR, FAE2 HERKR, TRETFRE
CGrARKE - Rt HE%@)M@Z@&% M EEEHEN RN TE F. BKFEBERES. 887
TEETHRIT4RE, BESNBAKCOPDT AHNFHFREAEHEE/KER THIBT4E . ESHHELREN
BRIT RS H KR ITHSURENZS; B A R BN (Western Blot) Kl Va7 B & 4K R4 2 DCN.
Smad7. TGF-B1HIRIE; il PearsontiX R4 #TDCN. Smad7. TGF-B1EEHZ HIFAHRM. FR:
SIS A T S 2 R AR I A8 S 50 K L P55 COPDAR B R B 3E . B A I AT B8
COPDZE AHFFTEkE, RUBAEFNEHRANNE. 2HAHRITE, COPDRKBIEEERAA FTEM®,
RUBARFBEHEERNAE. £2HAEES . AT THET)E, Smad7. TGF-BIEARKHA S
H5COPDFEHHAZ AI¥EHEZER(P < 0.05); DINEARAESH. THEHAS5coPDE AHBEY
BZR(P < 0.05), HAHRFNBEHECOPDEEAZ AELEHEZER(P > 0.05); HZE. HHEHZN
Smad7. DCN. TGF-B1EARZHWTLHEER(P > 0.05), EHAEAELSmad7. DCNFEAREHH
ETHAFFEL. TCF-IEOREWBIRTEHAHHEL. COPDRKRERHHLAF Smad7 5DCNE
EHMERP < 0.01), —FETGF-B1HEHNEMR(P < 0.01). 4i: FECOPDRKBRHEEIHFHLAH,
TGF-B1EEEEFH, DCN. Smad7REMRK; E@HALES. HATFTHRITE, HHBITHTGF-A1
BHE K, DCN. Smad7HHEA R, SZAEUBERIALUHARTHAELTURANAR, HHTARAE
HITXM B FE. TGF-f15Smad7. DCNYJE iM%, Smad75DCNEEHAE %,

X in

%44, %87, DCN, Smad7, TGF-f1, COPD
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1. 5|8

VB — PR I 1 1 i 50 5 905 —— 1% 4k [ ZE 14 I 55993 (chronic obstructive pulmonary disease, COPD)LA
AN T84 AT T (R R B AT 1R R )RR S B O EEERHAE, 2 5 e fu O 55 S A 3 R B S U P |
JEC IR S 1B I JORE NG D% . H T COPD BAA W] AT 1l 51697, (A EA KRR BikE . 5
PR E SR . ARSI AR, SIEEIEXT COPD M2 MR =4 7 B0 . < IR RS IE E A,
FefR T ARUE B I B2 B8 M 2 R HAZ B A A S BN ACE BE A DhRE LA . 7 & 15 n A
SR LT 1] STE BE S ST 5 A8 1 SR 25 A e R o L B Al JHCARR I e 348 A0 o A< T R
AR, JCULFIE LA s S i B, IR R AR T A AR 2 T (extracellular matrix, ECM)EE %, M1 53K
AURBH G AT RTE E AR 78 [2] [3]. A HEFE[4]38 W], COPD Wil H I 5 T 4R 4n i 3 2E . R5BUIAE
R4 RIFUTRR . MR A . ARSI 56 K. T COPD & il HBM AT AN
W FRBUEF PR A SR B AT N E, SR 2 3 K 5T O a a4 ) COPD i &
W, e O FRTE B, TR YT 5 R OB M R AR

A AE K F-B1 (transforming growth factor-g1, TGF-p1)s& —F 2 A E R 2 ThREALEE 7, "L
RN LT R A HE 73 W TGF-B (5], & BB ZFAEYENE. EIFRRSEHER T, ECM. KAESr
JOT ST A A0 1 ST UL R 45 R 7 TGF-A1 B 4% T n] R AR 2 Fh b =0 3 200 BE OO A R B R [6]
TGF-B1 224 1k om0 4 M A R TR R[5 24 COPD i AUl 52 28 SE BT, =OE i les
SR ER) TGF-p1, TGF-p1 JRAEAHTA0E, M-FiUEA . MORAMAE R, Inid 4 i sh 5 s iR,
MR R M AR REE AN GG 25, RAFHUEEEFREHRE, B2 REN TR D§E
¥, TGF-B1 X — RYMWER & EAEAE 57 T ¥ Smads & H WA T F A BRI €%, &I TGF-A1
e %5 R-Smads 5 [ (SZ/R4S 7% Smads, 22 Smad2. 3 2 5)#MAM, BRAJS Smads A5
Co-Smads (AH] Smads, Smad4 ZMFLENPIAENME—] Co-Smads)&i BT E AW, TWHE &Y )G Xt
TGF-p1 5 5 THERS, @S /51 TGF-41 St BB RIELAMIER . 40 E
7~, Smad7 )RIEAKPAEME B, EJE T 1% Smads (I-Smads), 5 TGF-B 1 1 B2 k456 5 Rei%
PRI R-Smads &5 1 BI24k45 4, @RI R-Smads HIBEBRALIEGE, M 06 TGF-B 5 M2,
TGF-B1 A5 fei% T [-Smad FHATRF skl #E, B = FH Z WX RET TGF-p 55 H & 1 iU it
A7) fEIEFEHIAT, BE%E TGF-p1 K&, Smad7 £ M S BEAR &3 HMEI/ER , 78 COPD filigd
it AN TGF-p1 i REMH] 1 Smad7 8 YIRS FRIE, Wi FRA X TGE-B1 1 G w5 15
A5 7T

108 R B (decorin, DCN) F B ARE T 454 H R, 5IRIRA4EE A K, & TGF-B IRARTEPU,
Refp It % 0B H S TGF-p1 R mtEgh &8 TGF-B B AEiE T rh AUKE, B 57U s 15 TGF-B1 A
HI[8]. XTI HEEK, TGF-A1 G EREEMMEHAEH[5], A REUESCANH| 1 Smads # F Smad7
DCN 2B, FEXT TGF-p1 Wdidld B A B E . R ER, & ae ks COPD 1y <iE H B
PR g e ?

XTT COPD g JHINA YT B AR 20k U aniEk > S s o8, e EiE s . BesiEshae
&, WEIRIE R, FBIRHEUE. 80k, 2013 BUZiETRR[91FEH, X COPD Fa e #A M) i sSeAT 2 E A
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EH, FEOE . ARSI BNk AR B A, A e R T B VAR RO R AL B R
FCAEHE. INBR TRy, 4EFRBmmARE; AWiRTT FEASCRE RN -2 RN PUERRZ) . 4%
W2RZG . R BER TR 4 0605, DL R RARRE G B EOEIR . RTE, HARES R — R AR
FEEE RN RN, HREE 2011 fRFEIZITHRFEE[10], X FRue riaTT, PR IELS A 0T EER
O AR TS R R RS B A8 ) IR R B R 77 T T AR SR A B 23R 9T IF . HRTXE COPD (134
ST A RE AR F g ol 1, AR AR RE EHGR T HR B AW AL, 878 COPD AN, TRZHT I
TBIT NE N BRI 2 8. R BEw R BN RIGE A BB R 5, S 5 P e k%
A8 1R B TRV 58 77 PR ) 2 222459 . H R T 1 251 150 COPD Il S 3B (B 7t FL /0>, ARG 43 F A TR 571
BEHARES BT RAX COPD K RARAYBEATEE BiRTT, WEE& 4 K RIAER eSOl Bl ZH 231
TEAF U St 23 TGF-1. DCN. Smad7 IR #RIAZ R, 5 DCN. Smad7 X} TGF-Smads 155
i S T RE P AR IR K 2R e BB T TIUAYT COPD K RRSEAY A1l S M mT Re A LS, R
f DCN. TGF-Smads 15 518 7£ COPD i b plrfy i () M (0, B E VB 25 B0 2 R B FH 25 5 —
SE HIELR LA

2. MMEFHE
2.1. TR

16 PR T () I {8 R Sprague-Dauley (SD) KRR, 4 JAREE, &= 100 +20 g, /= H EKBEEE
PIHEARBRAT, GHIES SCXK(/)2014-0004. Frf KI5 FE T 57 PHA B B ses sh T, faFipk
BilEis TR, R 20°C+5  SCHRE 40%~60%, TR EMEHZIMILEE, &N HEHRERAK, kR
TAUE SR B I ST e 2kl
22. FEUFRE

s AL, 58 SR B (H A OLYMPUS A 7]); Leica RM2235 ) A HL(EE E Bk K A 7))
TKD-TK 72 Fr WL IR R R IT & A IR A T KIBH8(55~60 F£). THIRIEIR( LI —ERFAAERA
FRZAH]); Centrifuger 5418 il .0 HL(HE[E Eppendorf A Fl); AKHHIR R (K8 M AL 23 (AL D)
AR TD); L AR (SEE SONICS A#]); HLUKA(164-5050). 548 &R 51X (35 B BIO-RAD

NCIE
2.3. FERF

Bef, RPwmEHAT R4tk 1) JEZ2 K. SDS(Segma A w]); HLUKI . RIPA AR (1)
(Beyotime A A]); F L iE R AR PR R ERALE REERHEARAA); Anti-Smad7 (32E R&D
System A #]); Anti-TGF-B1 (¥£[E Abcam ‘A 7]); Anti-Decorin (3[E Santa cruz /A #]); Anti-Actin. 5[
B MH057 . PVDF fiK(size: 0.45 um) (352 Millipore /A #); Mouse anti-f-actin (3:[E Abcam A 7));
Anti-Mouse IgG Anti-Goat 1gG (3£ [H Sigma A #]); 5 x & A _EFEZEMH W 10% SDS. 1M Tris-HCI (PHS.8).
IM Tris-HC1 (PH6.8). il#iliR%%. TEMED (Beyotime A ]); Marker (3£[E Thermo A #]); 30% Acry-
lamide/Bis solution (29:1) (3[& BIO-RAD A #]); Tris (Solarbio(Cat#T8060)); BCA & [ F& il & i 77l &%
(beyotime A 7).

2.4. EER554R
B 60 RRKRBENL 7 NIEEEXT IR 12 R, COPD A2 48 H(8 R AI % 2, Kb 40 R
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KEBEHL AN 4 4: COPD =AM, MzimAEA. WAPREAMEHRAEL, FAX 10 H). &
FROR — P25 [ 110 FH 22 A& 00 0 <0 v\ B 2 Bl (lipopolysaccharide, LPS)f) 754l & COPD K RAKAL . ¥t
COPD BRI K BB JLT- 5% AR5 V&3 I AR (80*40*50 ecm) N INLUHEE, &4 10 HORER, &K
10 XM, —R 2K, —&k 30 5%, PIRIAIRGI (]2 6~8 /NIF, JLAEFE 30 K, 25 1 RAIEE 14 RAL
FUAE, WS WHEAN LPS (10 mg LPS I 10 ml Z8187K, BLHI R 1 mg/ml FIAEWR) 0.2 ml/ 5, fid BEXTHE
RS 1 R 14 RUEFREENTENIEN 0.2 ml B K/ H AN, HARHES IE % WE A4
WS SRAR ALK B R A SRR AE . 28 31 RBENLEEL 8 R COPD 58 K FR A 2 F{gk B K BRURRIE Ak
HE, B, WHRWEMMZH LY, Al FH 75 AR - 41 42 €875 (hematoxylin-eosin staining, HE %2 £f)X} i 2H 21
AT AT R, s S s .

2.5. DERTT

COPD FHH: 4T RKWAMEK 1 m/IREE, FEE R, ESEE -1 H. AdafE
4. HEmBWAEEd . BRRTFIGNEE, | mlk, B& K, EEESHT MNH. Hmed.
KRR A: FP AR E W A% R B A E AT S o ¥6 77 1R % D) 8200 53¢ % 4K BRIk AR
e

e KRS B bR A SR bR AR AR E A X[ 12]: KA Z555)5% Db (mg/kg) = BN H
#5 Da (mg/kg) x #e5 Z % Rab x Sb (Sb=1/B"?, B= 1K&E W/W i, KEFFHEAER 0.15 kg). IRk
WEZN I BN a BB b 1) mg/kg FIEHTHR A H AN a BRI b #H5 RERab = 6.17, (RN E &4
BT R 50N 15~60 g/ N/H 13181 15~30 g/ N/H[14], ASZLG A COPD FER K AR E ) 0.2 kg,
W S K RS4RI N 1.401~5.606 g/kg/H . BR17 ISR N 1.401~2.803 gkg/H . M54
A% . E ARSI 1.401 g/kg. 2.803 g/kg- 5.606 g/kg, BRIARAG. . mEEH N 1.401 gkg.
2.102 g/kg. 2.803 g/kg-

2.6. MBI

2.6.1. BEEHRTTAMBLREY FHEEMHE &)

THE B IT SR B 2507 AABOR BE D) 1 S 4T HE e, WUEIRTT 5 A AR BRI 200 B AR AL .
HE 477k K EE R ST K . @ RS, 38, YR 4 pm), BLEF. Bk, &9, dik
PEIREEAT S e D68 T SR U B2 5T

2.6.2. EARENEEE(Western Blot)i&MEH

iz Western Blot f 7697 )5 & 4K UM ZH 24 TGF-B1. Smad7. DCN [JKiAZ 5+ . H Pearson
KAZF M B H KR TGF-A1. Smad7. DCN =3 2 [Al & ARKIE A KM . Western Blot £ 7775 $2HL
SEH, FEIREAN 25 mg/ml & AER, B 0.5 mg/ml &R, FRFL RN 20 ul. FEERR
AL 5E 590 nm FIMROGE o ARHEAE S RO G AR RbRvEE f 28 U1 B AR S IO R IR BT pg/ul). BR AR MRS
HEATHYK, EFE 100V B, B 2~2.5 ho 300 MA {EJLHLA: 1~1.5 h 3T . F TBS 2R IR g,
SRIG RS 2] 5%t g Wk v b AT B (ZIR AR IR 1 h)o 435347 —PUi & (TGF-A1 1:1000+ Smad7 1:1000-
DCN 1:500. A% 1:5000)& T 4 G E LR . TBST BWija =5 T E ~Hi(TGF-41 (%) 1:5000.
Smad7 (B #1) 1:5000. DCN (F4t) 1:5000. HWZ(R 1) 1:5000) 1~2 ho FF_HUFHF L WG, H TBST Bl
e 3K, BRIRYE S Bl VRSEEIFIRER . B AL B R ETIE 11 IR RER A, BIEEAH SR
4y Al 5 18 F BIO-RAD B BRAZAGHAT A% 4T -
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2.7. Gt EBERES

iZF SPSS16.0 it #4454} LA Western Blot #(4E %k #AT G 08T, HMREIEA x +5 Fon, ZH
ZNA] % % T L B B R 6 7T 22 43 BT (One-Way ANOVA), W 2522 [) 25 ] bb AR 4 1E S 5 75 43 59038 FH i 4
¢t B A Wilcoxon FRAIRG I, F Pearson A% REHH R AN 8 2 AIFIA M. P <0.05 NZERA ST

3. &R
3.1. COPD XRIEELELER

3.1.1. COPD #=H K FRAEIR o 26 R BhiH 4R TS 75 o 28

1) REMR: ERRET: BAREEST, AR, RAYENE, RS, WEEELEE, e IR EARET(~10
R): BREST, BEAK, WHENE, BERGE), WEEARIER; EBF(11~20 X): BRI IE,
ERRARRE, BIVETE, FEMEETEEE, TSI N, IR SR, A NG, U LR A Y
AR IR D, RE KGNS, EHEH0Q0 KUUG): BRI, GEMEETON, BAREE, B
FEEE, Wih, VRS, WS, WEE A B SR, AR, A EE R R R L I R

2) WAL SR (@ FE R R SR WRZ K, B 4r, RifGi A #rE; COPD A4
Pt AL 2R 35 m] IR AR B K, Bk, SRR ZER B, RN, Yl e DL E] 2 A4S
iy ik G st 5 T O K B i A s, B mT LR I BV S

3.1.2. RIEBYIH (HE e8RS

R REZE: KRBT LU, SR B CRE SIS, BT, REEREAR
DLIE R, TE AR MR E LA 1),

COPD fMZH: KEMEAMBEA S K, SREEREMIN, ST, BRI B AR A E
KREREDTIZNE, FRARBE, FERE. BREERECLE 2 fE 3).

3.2. EBRTEEDREXRERKE
3.2.1. BERXRAE
BRIEF, aET, WAIENE, RS, TEEALEE, REIEE, ARE BN, TR SR

Mty 55

3.2.2. COPD Z=H4H
BRME™E, PR, TR REE, FEEE, s, FEede, WS, MEEE &L
BN, R, AR

3.2.3. HHAE

WAZHRKRERMEZ TR, CFERTE, ARHEEZRESGE, EEGE, WWahRe o, FEk
e M BERE S (AL R, MR NS S R D, IR GE, RE R ETE N, St UL B A
REGE BN .

3.3. BEEAATEAMBLAREY FEME F6)ER

BRI AN R &Y RIN R s AR, SCREE RN i B s A A A
o, B RE B R N R R IR TN R S A b, B 2 m A R s o R 4. &
5. & 6).
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e VLB R RS HE G fotst T 200 R f .

Figure 1. Normal control group (HE dyeing pictures)
1. IEEXRREMHE REER)

e VLR KRS HE G ot T>x200 B f .

Figure 2. COPD Model group (HE dyeing pictures)
2. COPD #&I4A(HE $&EF)

2 ’ T \ 1 - { g “v_
e VLR R RS HE G ot T 200 R f .

Figure 3. COPD Model group (HE dyeing pictures)
3. COPD #&I4A(HE R &EF)
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X 5

e A EET K RIMZEER HE Getiast <200 SR8 .

Figure 4. High-miao medicine group (HE dyeing pictures)
B 4. BASTIBHEMHE REER)

e DA EET K RIMZEER HE Betiast <200 A8 .

Figure 5. Middle-miao medicine group (HE dyeing pictures)
5. BmAPFISHEMHE REER)

e VLR R RS HE G ot T 200 B f .

Figure 6. Low-miao medicine group (HE dyeing pictures)

B 6. BAIRTIBLEMHE REE )
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3.4. Western Blot &R 747

3.4.1. %408 Smad7. DCN, TGF-p1 ZKEELLE

B, KRR COPD %5 (A AT R ¢ £ 5, Smad7. DCN. TGF-A1 K ¥ {H I 2 1IEAS
i, JTEAT, MO EAFRIE t fie s R =% P{H7 %175 0.000. 0.037. 0.000, #4<0.05, #
PLa=0.05 Jy7K#E, NP4 Smad7. DCN. TGF-g1 £iEHHWHEZER, HME 1 AfLLEH COPD & H
#H Smad7.DCN FRIEHgE FEX LMK, TGF-A1 Rk B X ZH 5, Ui COPD K A% %Y Smad7.DCN,
TGF-p1 AR EB AL FEAT A

Table 1. Gray values of Smad7, DCN and TGF-beta 1 in lung tissues of rats in each group (x +s)
= 1. REAARMLEL Smad7, DCN. TGF-81 REE(X£s)

15 IRIEE
Smad7 DCN TGF-41
e KT HE 4 1 1 1
COPD %4 0.734 £ 0.05 0.879+0.15 1.962 + 0.44
il 1.191 +0.08 1.252+0.18 1.022+0.26
WA 1.116£0.11 1.176 +0.10 1.231+0.27
WAL EA 0.950 + 0.09 0.997 £0.15 1.543+£0.16

Hik, % COPD FHAME L m . . MGHEHKRMAHZ Smad7. DCN. TGF-p1 KEAEATEE
BrHT, FHERPEATA N 2 E .

Smad7: HRMIEZSM A, J5 2551k, #H One-Way-ANOVA 56, P =0.000 < 0.01, 68]PUZL 2 [a]
Smad7 KIEAEAHEE . Zud LSD LT 4R 2 H LS H1: COPD = AAME 2. . K E A
P A9 0.000 <0.01, ¥FBEMEZER: WA REHS AR HEH LI PEN 0.067>0.05, JTEH &
Z5, SHAKFIEA IR P H 0.000 < 0.01, 4 535 2 5 5 2555 241 2% F 2 4H L P=0.000
<0.01, FRFEEZER. WHABENEGEMEHS): HE2EREH 1191 > HATRIEH 1.116 > HLAILH
41 0.950 > COPD =& 4 0.734, # AT LLIAATER COPD #A14H K B4 2 b Smad7 (RIEH 2= 7R
i, COPD % AR,

DCN: HRMIEZAG, L7271, #4T One-Way-ANOVA #%;, P=0.000<0.01, ¥iHIIY42
8] DCN KA 2AHE. £ LSD R T4lA 2 E LS50 COPD FHAM 2. HRlEHLR PE
%154 0.000 <0.01, A EFEEZER, MEAEAELLE P=0.098>0.05, LZER; HAEFEHAMEZ
| EA LU PEN 0282 > 0.05, LR ZER, SEHAMFEAILLEK P=0.001 <001, FRFEER;
24 ) B AR 25 B 4L PR 0.014 < 0.05, HEZR. WAHBHMN S BURHES 25 09 1
it R4 1.252 > WZ5HhRE4 1.176 > HZHE4 0.997 > COPD =¥ H4H 0.879, #n] LA ATE%H
KEUHZH I DCN B)RIE #2571 E 4 i s, COPD ¥ F &K,

TGF-p1: 2 IEA A A5 2574, #E1T One-Way-ANOVA £, P=0.000<0.01, BiBIPI4 2 [H]
TGF-f1 FRIEAN 4. 4 LSD LT A 2 E LG 5. COPD =AM M T 2. . K =EA L,
P AE43 5124 0.000. 0.000. 0.004 <0.01, ¥ REEER, HAEFEAME PR REALE P=0.134>
0.05, ILZER, FEZRFIELLELE P = 0.001 < 0.05, ARFEMEER, W hFE4MNE A7 ELHLL
B P=0.028<0.05 FHYRER. WHHHEMMEEIEHI N B2AEFIEH 1.022 < BAPREH 1.231
< WZEFIEL 1.543 < COPD A 1.962, #AT LLAHTES LK RAGZHZH TGF-p1 FIRIE T 25 =77
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COPD #&A14: COPD =AM, H&im. 1. LHEH K Smad7. DCN. TGF-A1 & H & &M
BT, WP ET SR SSME T, FH Pearson AHOG REFIAR, ZRWIT:
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Smad7 fil DCN 2 IEHEAH .

2) Smad7 5 TGF-p1 Z A H:: »=-0.650, P=0.000<0.01, 7] LLIAJy COPD K 5 A% 2 fifi 41 43
' Smad7 Al TGF-A1 2%,

3) DCN 5 TGF-g1 Z [AIfIAERME: r=-0.542, P=0.000<0.01, 7] LLiAJy COPD K Fl ¥ 74 fifi 4 43
DCN 1 TGF-g1 2 itk
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MRS, N A A EHRE AR . @W236I7)5, COPD KEEADERH &M, L2
B RN RN E . £ COPD KRBERIAMHLH, TGF-p1 S EEETH, DCN. Smad7 &%
it @WALRES. BHRsTIRTE, WARIT4 TGF-p1 WERL, DCN. Smad7 WETH&E, 46
A R IIC LA 24 i ) AR A B o B R, Ui A P 24 = R B 2T AU . TGF-B1 5 Smad7. DCN 3
B, Smad7 5 DCN RIEMEAMSE, K44 Fi6I7 COPD KEMA AT At 5 LL FHLEIG 5%
1) it B Smad7 £ COPD KREAMANHFRIL, fRIE TGF-Smads 5 5/ B KIEFHEH,
TGF-1 X< ER IR HER . 2) L1 COPD KRERAN TGF-B #5417 DCN 3Rk, fif TGF-p1 &
W, JEMRER T Had RN Smad7 IIEI{ER], DCN 5 Smad7 A EPHF . A EAERE, IEEHE TGF-Smad7
B SRENIKE, —HEIILFEMG] TGF-41 L RIEMIEM, X COPD KRR 1)/ i H ¥ 5
HIEH.

EHEWH
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