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[ZEBAE] B L2 0 Al I R T5 G i N S, B 28 P52 905 (COPD) 1 R 28 A2 R B 4E 1 5 . COPD 1y
RPN S A BREXT COPD HRUM 259 Koy i, R B ik 2 B XM IR M E. “HRE IR T RICCRTFER AT/ T,
BABRAE BRI D8 ASHTFE A A iy 22 LRI 2 DU R 5T 2R 20 00, R T BRI, X Bk IR iR /7 COPD
BEATIESEIT 20 AF 19 SCHR I R 5 SR i 50, & B K A AR 2 G g 4 TR I T g A 1o A 2 1 BT
T g 4 v 248 Ry o R 00 R M T B 40045 N A 3 3 R 24 DR o AR T I S S B AR AT TR P R 2 R
R AR W PO S50 3 A0 P B R E AT T S B, A P BT R R BE AT S b O R S ae L A
I 1 BB MR & . R R BRI bk Xt COPD &5 A8 4 sh WA Hu AL B4 B RAE L O A B4 Al 41 2
I S AEVEJH o SEIR ST HE— R ST, BRI IR IA T COPD L 48 M 40 S 3% M i 4H A BB Y 2> T HLH . A HFSR
WAR A P E 6 T BT AR 5 I R WL A 2 I B ATFERIBC LS fR R SEWI AR K R4l

R TR X 0 A H ZE M i KBRS e
HH Smad3,4,6,7 Kk K 3K 52

Mz, FH e RKH, HXR, BaA’, 0EF, Rk,
gk, A, FRE, BB, K&, EAR, R
(1. THPEH KRS AESR, N 450046; 2. THEZRHE A2k, HN  451191;
3. MABEPEHKRF F_MBER, I 450008)

[FE] B EE ZBRGINR X 18 M B 28 M i 55 (COPD ) K BRI 241 2L 5 45 4% 5 85 11 Smads (952 W, 58 0 — W7
TRXS COPD FEHIRHLH] . 773% 4% 50 H SD K EBENLSr 5 40,40 10 AW, 46 E# H BB HE Rz kg s 5
(5,10,20 g-kg™'=d ™" ), DAKEFE N 1 g 205 (LPS) B Jr Wk il 45 COPD R BUBE RS, @ BiR A T A B 40 24, IE W 4l &
FERVZH W W A5 g A R K . PEMY I D e, S5 2¢O AE & PCR (Real-time PCR) 5 il fili 2 2 Smad3, Smad4 , Smad6 FI Smad7
mRNA £k, 9% 20 LA A K R4 2R 7 Smad3 ,Smad4 , Smad6, Smad7 8 [ %Kik, SR 5IEF A L, BB A M ) Il
it (forced vital capacity, FVC) , %5 1 Fb A i 8] Jilf 5 5 (FEV, ) il FEV,/FVC ¥ i KK (P <0.01) ; £ % 28 fili 26 21 Smad3
Smad4 mRNA [ FiE & T (P <0.05) ,Smad6 1 Smad7 mRNA kB FEK (P <0.05) ;Smad3 F1 Smad4 & [ () 35 35 i 35 14 0
(P <0.01),Smad6 I Smad7 5 [ 19k B E W (P <0.01), SERA L, Z Rz sk b &Rl &4 FVC,FEV, fl FEV,/
FVC ¥ B Z 3B (P <0.01) ;Smad3 Fl Smad4 mRNA [ FiEEH TFFE(P <0.05),Smad6 F1 Smad7 mRNA [ FEEETE (P <
0.05) ;Smad3,Smad4 £ [ 1) F 3k W F W5 (P <0.01) ,Smad6 ,Smad7 H 1 193RIk B F R (P <0.01) . &it: Z Rz nekig
RO 20 S S A B AR o AL T R 2 3 i R AR Smad3, 42 5 Smad6 F1 Smad7, PpiH Smad4 He R F ik, M 4053 S K
Jiti 20 2R 45 F T
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[ Abstract ]
in the lung tissue of rats with chronic obstructive pulmonary disease ( COPD). Method: Fifty SD rats were

Objective: To study the effect of modified Erchentang on expression of Smad3, 4, 6, 7 genes

randomly divided into normal group, model group, and low, middle and high-dose modified Erchentang groups (5,
10, 20 g-kg -d7").

(LPS) in trachea. After the modeling, normal and model groups were given normal saline solution through

COPD model in rats was prepared by using cigarette smoke and dripping lipopolysaccharide

intragastric administration, while other groups were given corresponding herbal drugs intragastrically (5, 10.20 g-
kg 'd ") for 14 days. The pulmonary function was evaluated [ forced vital capacity (FVC) , at the end of the first
seconds forced expiratory volume (FEV,)]. The expressions of Smad3, Smad4, Smad6 and Smad7 mRNA were
detected by quantitative real time PCR ( Real-time PCR) method, and immunohistochemistry (IHC) method was
used to detect the expression of Smad3, Smad4, Smad6, Smad7, TGF-B, and it’s receptor (TGF-beta RI) protein
in the lung tissue of all of the groups. Result: Compared with normal group, FVC, FEV, and FEV,/FVC of the
model group were decreased significantly (P < 0.01); the expression of Smad3 and Smad4 mRNA and was
increased (P <0.05), the expression of Smad4 and Smad3 protein was increased significantly (P <0.01), the
expression of Smad6 and Smad7 mRNA was decreased (P <0.05), the expression of Smad7 and Smad6 protein was
decreased significantly (P <0.01) in model group. Compared with model group, FVC, FEV, and FEV,/FVC index
were increased significantly (P <0.01), the expression of Smad3 and Smad4 mRNA was decreased (P <0.05), the
expression of Smad3 and Smad4 protein was decreased significantly (P <0.01), but the expression of Smad6 and
Smad7 mRNA was increased (P <0.05), Smad6 and Smad7 protein was increased significantly (P <0.01), in
modified Erchentang of 10 g-kg '+d ™'

inhibit bronchial remodeling, and improve pulmonary ventilation of COPD. Its mechanism may be correlated with

and 20 g-kg '+d "'groups. Conclusion: Modified Erchentang can effectively

reduction of Smad3 gene expression, increase of the expression of Smad6 and Smad7 genes, coordination of Smad4
gene expression and inhibition of the expression of bronchioles and pulmonary tissue remodeling.
modified Erchentang; signal

[ Key words | chronic obstructive pulmonary disease ( COPD ) ;

trnsduction; Smads

12 Pk BH %€ Pk Bfi % %% ( chronic obstructive
pulmonary disease, COPD) J& A< i 3% FR M 457 1F A9 12
PRI 2R G5 ) 4 RE PR AR . COPD <3 1l i
M) AAE A/ S S A, P f Smads {55 5% 5
PR ECCE T R4 A T Y B R W A
M, ACTE BE RS TTAR VA I e AR D 86 L B i
i 2B 5 I S I A M 0 K S T % R T A
0B, TSR R A BT MOR Bl A
4 BH 1k COPD <18 5 48 )2 JF & iR yy , oAy 2
FR I R S, I AR TR R 2 A6 R B COPD < & ¥ Jy
L AR AL T COPD “UE 5 A L
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ESF AT IE S SYXY (#2)2010-0001, A BF 58 FF 5 K&
(0 3l 40 AH DG A5 A B0 7R Tl g v B2 24 R 2 Sh ) 48 B2 B
2t E R BEAT (dtES DWLL20130018)

L2 259 Kl BRI 5 H L F B
(£) 10 g (it 5 1303001S), Bk & 10 g (it 5
1302001 H) ,JfR 85 (%) 6 g(4it*5 14090018 ) , w7~
10 g (4t % 13040028 ), = 35 + 10 g (it 5
13080018) ,4& % 10 g (k5 1407007W) , (R 10 g
(#t5 1407001W) , Hb 8 10 g(#t5 1103001S) ,FE%
10 g (45 1405002W) , 111245 10 g( it 1210007H) ,
H# 5 g (45 13020018), T % 5 ¢ (4t 5
1303001 H) 4534 Sk v 25 e J7 Ok, i 420 = JLEE 24
A o DR R RS M DR A TR R A Bl ) S e v B
AA%IIES SCXK (7 )2010-0002, I8 £ 85 (LPS, b5t
FREREABRAF LS 701C036) 5 &1 RNA $ZHL
TR G 3 A SRR &L e R ik S A 9 O e i PCR
(Real-time PCR) X5 .5 9 )7 51 & W ( B &% v MEE
YR A BR A FL LS 40 S 086001, 119041,
112141,D12540) ; % 3T K F. Smad3, Smad4, Smad6
Smad7 —$t (R HEH1EAY) TEARAF M55
Wk 12CM464, 12CM471, Y-B2-07K06A , 12F81)
At 5 56 38050 e V0T R R B 2 K 2 B AR S 5 o0 2
fit. SlEsILE 1,

#1 PCRII¥E
Table 1 Primer sequence of PCR

SR

HEH £ B 5195

/bp
Smad3 |3 5'-AGACACCAGTGCTACCTCCA-3’ 108
N 5'-CCAGCGGGGAAGTTAGTGTT-3’
Smad4 3% 5'-AGAGAGCAAGGTTGCACATAG-3’ 289
T 5'-CGGGTAGATCTTGTGGACGG-3'
Smad6 % 5'-AAGCCACTGGATCTGTCCGA-3’ 195
T 5 -ATTCACCCGGAGCAGTGATG-3'
Smad7 3% 5'-GGGGCTTTCAGATTCCCAAC-3’ 176
R 5'-GCCATCCACTTCCCTTGTCA-3’
GAPGH L% 5'-ACAGCAACAGGGTGGTGGAC-3’ 223

T U# 5'-TTGAGGGTGCAGCGAACTT-3’

1.3 {8 MAX I 0 e 4/l 3 0 W o) fig
(% E BUXCO 24 #]) ; DHP-9050B #Y Hy #AfH i 15 5%
A6 ( BV IR SC I A RN T ) ;iofuge startos 7
Z g4 C B L HL (2 E ) PT2100 7 473 ML
(Hartono Istanan Teknologi /3 ] ) ; CX21FS1 Y%

e S R BXS1 + CCD + B AH s 5 0 3 [ 4% 45

& 4. ( H A Olympus 2 ] ) ; Image-Pro Plus 6.0
(TPP) & 145 IR 43 BT 2 44, 272007028 %I Real-time
PCR ¥ ( 3¢ [H & ¥ FE #f Applied Biosystem 2 &) ;
BS210S Al f, 1 K - ( f% [F Sartorius 2\ &) ) ; Pico 17
5 7 B0 AL, BioMate 38 7 %8 Ah- AT UL 4356 56 JEE 3
(TR MR BB AT BR 2> 7] ) 5 TP1020-1 £ A 3 20 21
B K AL BEHL, EGI150C B1¥e 5, ST5020 %Y 4> [ 2l 4
CHL(PRRBMAS FIEARAHE) .
2 FiE
2.1 JreH KA 54525 50 2 SD R ELBEAL >
S Ay IR A AL R IR &L
R 20, 2 BRSOk [ 19-20 i 4 il A0 iR 2
COPD K RAEEAY  BRIEH A0, H AR KA T 1A
14 %, I PR e, 0 5000 b 2R DD T | 2 8 U, PO
200 pL #EEFE (LPS,1 g- L") TR A4 4, H
BRSPS N, I 7 BRI O B ST A L
S3)) Ad LPS B AT WO il , LA B = . SE I gE AT I A
2 ~ 13K, 50 15 ~ 28 FOR K BB %5 BHR B4R b, 4
H 402 30 min, 1E# AMHE U EiRTEREN
A SE 0. 9% AL S . LAIR U 31 R 1 il
AU B 2 AU R A Ry ) T AR 5 A AR
SRV SR iRV 117 =N N (151 2 o )
20,10,5 g-kg ' -d "HEH (ig),2 W/d,10:00 5
16:004 45245 1 K, 1E & 20 o i A0 20 25 7 #H ] A &
MR PRER K igo DA LA AESE 14 d ig,
2.2 Real-time PCR 3 £ fil] Smad3, Smad4, Smad6
1 Smad7 mRNA ik Jili 53 5 W0 i &« BOHT i K
RAMZHZ 1.0 g, ToK 4R, AR B /K ik i ¥k
fifi 2021 5 Ak B KIR & T8 0 b 213K il 1 10%
g Jili 2) 2% 34,4 °C,3 000 rmin ™ B0 5 min J5 B E
HTREE OB, -80 CIKFMEAF . A S5 K
H) H B 2E R J& Smad3,Smad4 ,Smad6 F1 Smad7 F£[H ,
W2 ik ] H ol -3-1% W2 &R (GAPDH ) 2 [
(R B ZUE RNA S 2H U A Kl O A
VR 250 wL BFEE J5 , 45 5 4R AR TS 1R,
JA CCl, 40 WL iE%J,3 000 r+min "' &0 5 min, B
35 300 WL, B F 1.5 mL ) Tube 45 1, i 45 {4k
(300 wL) JooK B, ¥ 5 m A Spin columin 4§
#1,3 000 remin B0 5 min, 7, S0EE &L 1
Wash Buffer 600 wL il A Spin columin & "W & 0>, 3
UEWE (H 5 H] Wash Buffer % 2 1K) , 58K J5 %5 Spin
columin B B0, WIS 23 BRI WL, B Spin 48 ABT 1Y
JCff 1.5 mL Tube 4 Sl BUAE B R — 21 (DEPC)
K40 wL Z AR RNA b =85 E 1 ~2 min
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J5, 12 000 remin ' B5.00 5 min, 4 JE W ED RNA $2
IO o e 398 2ty S a7 6 U A 1) cDNA & BT 757 )L
M W : Hiscript [ Enzyme Mix 2 pL,2 x RT Mix
10 wL,Oligo dT 1 wL,Random hexamers 1 pL, $& B
16k RNA 3 L, 28K (AL )3 kL, 320 wL A 1 43,
Fie T BC 5 S HEIR 2) 30 s, 250 30 s, 7 538 PCR Y
P IE 25 C 5 min,42 C 15 min,85 °C 5 min i 5%
PEEAT cDNA & BRI, 58 G #% 4 #F cDNA &
F-20 C UK # & F£. K% it PCR: 4 K A
=20 CrkHi &, B0 TR AT, B YRR H 3
P59 N2 (GADPH) F 4 CukFalfb., A
cDNA FEA 43 S BC ] 2 Bl s B4R &, —Fpobn 5 Y 5&
PR SEEY 34 5145 5 —Fh in GAPDH ¢ 54 4%
I Fewd BB TR RC L R R A RO AR R — o
ATCT 8 BEHEH TR A) BRI B0 5 R 8 BEHEA
SEF 96 B PCR Y, 35 I PCR XAy 35 7, $%2 Ui 1
4 2 R F AT PCR RN, BP9 3
YR & € fE, LA —FEA H ) GAPDH C,
EHAE N W 2, A 73 1 Smad3 ( Smad4, Smad6,
Smad7) Fl GAPDH JL [ (1) 4 14 fth £& , 15 B &% 52 56 1L
M Cofi, AR 27 =2 - [(5£ 5 4 Smads
C, - 55520 GAPDH C,) — (X} HH4] Smads C, - X} I
41 GAPDH C,) ], 15450y 2724 (i, f5 x) 8
LR 27 UE B 1, SRS 2 AR 15 F H
KRR AT T GAPDH 5 [ i) AH X 2 4t

2.3 WM SIRPRERAS A 4% 22 5 R [ il 4
2 Y RS wm, R RK-HL (HE) B
o, e MR R & U6 B B E AT HRAE

2.4 ALK Smad3, Smad4 , Smad6 , Smad7
Tk KRR B KA A 3% R K #E AT 5T

F2 ZERiHMEEST COPD X RATII BRI M (x +5)

JE B N —HT 4 C b5, Ay &R A i
IgG, il SABC, DAB #7053 R R B 4, i Jm &
Fo LABRRRERZE vh W (PBS) AU — B4R B M X IR
DA M HPE R AR FHPEXT B, DI AR IR AR 6
BRI W, & U0 B AL S A A (4 x
100) #LEF , >R ] Image-ProPlus (1PP) {4 € £ 73 #r
B A0 BA M €5 X AR WO BE I K i A A
B HOIF AT BT T

2.5 Gt ab B RS E SPSS 19,0 HEAT
BAR, ERBERLL v £ 5 Fon, 4 1A] HE &R 5
IZ T 22 4y B vk, 48 18] W0 5 b 8 R - Student-
Newman-Keuls q #5863, A P <0.05 2 %A 41t
X

3 #R

3.1 X COPD K —BOIRALHYFEM  IEH 2H R R
FET KSR G0 15 3 R AL, BEFLEADLE, KD
EICSEH o B, 55 1 ~ 14 Kk, i A K LU
A ) 8 RO PR BT S i, 55 15 K s pi i s 2, 1A Y
THIE , B 5 M 3 TO OGP, A e, IRCRD i S AROK D
oD ORAGE i T ZECHARH G, 7T i) R IV R 5 8K I W A
RSN T NN T RS - s /T 7/ =
JE ARITEHBY LA R R S A A A R A el s, Heh Bk
VIR rp ) e 2H B REAR B R O B A, REBUZH AR
HAHAKST2 B, milEHAET T H

3.2 Xy COPD REFIIBRERY ST 5 1E 4 I
B, R R B g il % B (FVC) L2 1 BB R I ()
fili iF £ (FEV, ) fl FEV,/FVC ¥ B # B % (P <
0.01); 5 KA 4] bE &L, v v 5 B3R 97 41 FVC,
FEV, 1 FEV,/FVC #) AR E T+ & (P <0.01)
W2,

Table 2 Effect of modified Erchentang on lung function in COPD rats(x +s)

4153 n /g kg ™! FVC/mL FEV,/mL FEV,/FVC/%
EH 10 - 7.62+0.11" 6.36 +0.21" 83.44 £2.11"
A 8 - 4.77 0. 09 2.44 +0.26 51.37 6. 21
VRV S 8 5 5.72+0.15 3.78 £0.17 66. 05 +2. 42

9 10 6.51 0. 10" 5.20 0. 13" 79.92 £2. 46"
9 20 6.17 0. 14" 4.32 +0.20" 70.02 £3.37"

W B LAY P <0.01,

3.3 X} COPD K [ ifi 6.4 7 Smad3, Smad4,Smad6,
Smad7 mRNA FikPZm 5 IE 5 41 b, 58U 4 il
ZH 241 Smad3,Smad4 mRNA %55 F 5 (P <0.05),

- 142 -

Smad6 ,Smad7 mRNA FEiEHFEAK (P <0.05) ; 54555
WA R, ZFr ik & b ) i 41 Smad3, Smad4
mRNA 1) F A E W 55 (P <0.05), Smad6, Smad7
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mRNA )Rk E (P <0.05), W3,

3.4 X COPD X FUAti 412! Smad3, Smad4 ,Smad6 F
Smad7 HH LXMW FE MW 1EH 4 Smad3, Smadd A
e B P B £5, Smad6, Smad7 A WL P M & @
Smad3,Smad4 FEik T T B b B2 40 i fe 3% B 4
Feak, 1AM b B2 40 M BA M 3R 5K 40 S <A b A
JHL B BH P e A A RE R IS [ BT PR 3R GA , R 4
MIRfISR  MOAZ BH P 3h . Wl 1,2, Smad6, Smad7
PR 8 A T T AU b Bz 40 i BH PR 3k
1T 789 fii 9 1= 2 240 M P 1 3R 38, 40 S48 1 B 4 i B

®3 ZHRFMKX COPD X R AtAR

PRGN, E W40 M PH M Rk, WK 3,4, HSIEH A
5, AR 4 R R 20 21 Smad3 , Smad4 2 1 1) %
kTR (P <0.01),Smad6, Smad7 7 [ 1) ik B F
W (P <0.01) s SR AL A, BRI INRAK
B F 2 Smad3, Smad4 B Y 355 B RS (P <
0.05,P <0.01),Smad6, Smad7 & [ FiLH B T
(P <0.05,P <0.01); 5 FRiz ok 57 & 4 Lk
B BRIE R LA, HoAth 4% 40 Smad3, Smad4 1 # ik
¥ T rh ) i 4, Smad6 , Smad7 25 1 KK BL T
M, Wk4,

Smad3,Smad4,Smad6 ,Smad7 mRNA RiZHP M (x +5)

Table 3 Effect of modified Erchentang on expression of Smad3,Smad4,Smad6 and Smad7 mRNA in lung tissue of COPD rats(x +s)

25 3 n Fl/g kg ™! Smad3 Smad4 Smad6 Smad7
EH 10 - 1.48 +0.08" 1.13 0. 05" 2.96 +0. 19" 3.89 +0.22"
LR 8 - 6.77 £0.08 6.12 £0.21 0.88 +0.06 1.82 £0.08
RIS 8 5 5.32 0. 10 4.89 £0.09 1.85 £0.20 2.93 +0.15

9 10 2.69 0. 08" 2.23 +0.06" 2.44 +0.03" 3.22 +0.07"
9 20 3.55 +0. 10" 2.85+0.91" 2.18 0. 07" 2.73 +0.09"

W SRR Y P <0.05,

x4 ZFRiFHmMEI COPD XRATALR

Smad3,Smad4,Smad6,Smad7 E QKL

B0 (v xs)

Table 4 Effect of modified Erchentang on expression of Smad3,Smad4,Smad6 and Smad7 protein in lung tissue of COPD rats(x +s)

21 7)) n Flit/g kg ™! Smad3 Smad4 Smad6 Smad7
EHR 10 - 1.52 £0.07% 1.86 +0. 06% 6.39 +0. 197 7.44 £0.17%
LR 8 - 3.70 £0. 87 5.63 £0.21 1.86 £0.08 0.44 £0.20
MR vk 8 5 3.04 £0.06 3.81 +0.06" 4.36 +0. 12" 4.44 +0.23"

9 10 2.04 +0. 12% 2.32 +0.08% 5.36 +0.22% 6.37 +0.08%
9 20 2.31 0. 11% 3.06 £0. 16% 5.03 +0.25% 5.81 0. 147

T SRR Y P <0.05,2 P <0.01,

AER B BRI AL C BB IR 5 g- kg T4 D BRI
10 g-kg ™ 41 E. ZHRZIN0K 20 g-kg ™ 4L(E 2 ~4 )

1 FHEARMAL Smad3 FBAKRIE (RIELML, x400)

Fig.1 Expression of Smad3 protein in lung tissue of each group rats

(THC, x400)

R on-Ag '
_ '/‘li'ﬁ !;__.1. ¥
E

B2 FAKXRMALR Smadd FEHBRIE (LA L, x400)
Fig.2 Expression of Smad4 protein in lung tissue of each group rats

(IHC, x400)

3.5 Smad3, Smad4, Smad6, Smad7 mRNA 3 ik fl
. 143 -



523 H45 10
2017 4£ 5 A

RESSEAFZERE

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 23 ,No. 10
May,2017

e i

B3 &AKXRMEL Smadé T HHRIE (RAE4 1k, x400)
Fig.3 Expression of Smad6 protein in lung tissue of each group rats

(IHC, x400)

B4 FHKXRMALR Smad7 EEKFRIE (LA, x400)
Fig.4 Expression of Smad7 protein in lung tissue of each group rats

(THC, x400)

Smad3 ,Smad4 , Smad6 , Smad7 & [ 3% ik A0 26 1k 4 M
£t Spearman 45 G AH O BT L7, AR 4 il 4 21
Smad3 mRNA 5 Smad3 B AW HEELEZIEMH L (P <
0.05) ,Smad4 mRNA 5 Smadd FEH M FLEE B FIE
(P <0.01),Smad6 mRNA & & 5 Smad6 & [
MIFRIAEIEMH (P <0.05),Smad7 mRNA & & 5

Smad7 R ILE BFIEMHK(P <0.01),
4 it
COPD J2 D /INS 3 S0 A1 2 52 BR Sy 3 2 B Ay
FYEAE . 7E COPD i Ko B v H: 2 2 AL AR
MEFRSE, COPD FEEAMR N IR, HH M, J& T
S S AT iKW IE T W, COPD)
T HILA BT, 22 PR A 0% A Wi T 28 i <05 R MR e T
PEFRFILAE 9 COPD ) EZRHL ™ . W< 5/, F 3
. 144 -

BRI BE IS , A AN bR R R K, 8 ik B B
R KRR, 5 B0 R s I AT
BN W R B, ISR B L R, U e
Feng i ;COPD 1 %28 & Bl B = 1E . &
WF5E % B, COPD Fa i 1 LU 4,75 B S 3 UL IR 9
BELE W PR HEIE 22 LI <75 f A 35, 9F L A ) AR
75 AR I 0% 8 I 1 R 1, TR P, T DR I S Ik
5545 AT LUK AR AL O T TR
IR I7 R A B 0 X2 AN E A s 5 UE 7%
IR 5 S, %F COPD $EATIA YT 7 et 2 . —
Wi Ik 2 0 B () BR R R () A
EF T 58S AR RKRE gy T HREE, BE
(%) BRI s B e RR B WY B IR 5 2
A AR £ A 0% S AR 2 T B T
Ml e Y50 S S I P W 38 4% 5 R e (g
427 T AN 25 I I =2 K, A6 8 ST W 5 b 1t e, #b
T A el T 8 3R 7K 38 K R B R0 A T
X 18 P SEL S 4 it 0 B 2 B A

COPD 5 {37 3= 32 16 il , ¢ T i <0 g 54 9 2% 5
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