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[(HE] BB WE KRG Mm% COPD 24 0] i # ] (acute exacerbation period of COPD, AECOPD) {8 % Ifl 3 | WP <12 ik
¥ (exhale breath condensat, EBC) 1 57 :if 7 4i it 7 [ ( Clara cell protein, CC16 ), fili £ i 1% ¥ 2 19 -D ( pulmonary surfactant
associated protein-D,SP-D) & & K #b ] Ifil 8 4% 40 i ( peripheral blood mononuclear cell, PBMC) #1240 2 [ £ Bk 3L %% #% Hfi ( histone
acetyl transferase , HAT) & 2 25 4 25 £ Bt £ (histone deacetylase, HDAC) 7% P 1952 W0, PEA - B& 1% Ik XF AECOPD f4 1k F & Al
o J5iE EIAT A W AR HE AECOPD 35 200 4], BE AL 73 A BR 20 VA 97 20, B 41 100 f61] 75 2 45 16 75 D5 8 FLIR 97 10 L ik
b X B 2 T R R BT A R G INRIG YT T R 14 o KD i D R, R G 5 0 B (ELISA) 1 5E 1 3¢, EBC
14 g 4y % -17 (interleukin-17 ,11-17) , C J7 ¥ & [ ( C-reactive protein, CRP) ,CC16,SP-D K PBMC " HDAC1,HDAC2 ¥ & , fiff
WA RESGIL M E PBMC o HAT K& HDAC {1, 48R : 5XMAGIT 5 W 167 4l 3% & EBC rf CRP,IL-17,CC16 F1 SP-D
K35 B AR (P < 0.05,P <0.01),PBMC *ft HAT % 4 1 2 f& 1 (P <0.05) ,HDAC If £, HDAC2 & &t 3 I 8. 38 &5 (P <
0.05) . &5i%: BRI v] B JH & HAT/HDAC 94, R FESTRAE A, SRIE R A 454 5 T Bk
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[ Abstract ] Objective; To study of the effect and mechanism of modified Erchentang on Clara cell protein
(CC16), pulmonary surfactant associated protein-D ( SP-D ), histone acetyl transferase ( HAT) and histone
deacetylase (HDAC) in patients at acute aggravating stage of COPD. Method: Totally 200 cases at acute
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exacerbation period of COPD ( AECOPD) were randomly divided into modified Erchentang group and placebo-
controlled group, with 100 cases in each group. In addition to western drugs, modified Erchentang was also used in
the modified Erchentang group, and placebo was also used in control group for 14 days. Their pulmonary function
was detected, and euzyme-linked immunosorbent assay was used to determine the levels of C-reactive protein
(CRP), interleukin-17 (1L-17), CC16, SP-D, HDAC1 and HAD2 in plasma and exhaled breath condensate of all
groups. The activities of HAT and HDAC were determinate by enzyme-linked immune fluorescence. Result: The
activity of HDAC2 was higher significantly, but the levels of CRP, IL-17, CC16 and SP-D (P <0.05, P <0.01)
in plasma and exhaled breath condensate, and the activity of HAT were significantly decreased in treatment group
with modified Erchentang, compared with those in control group. Conclusion; Modified Erchentang may have an
effect on COPD by adjusting the HAT/HDAC, reducing levels of CRP, IL-17, CC16 and SP-D, preventing
inflammation progress and improving the structure and function of respiratory system and lungs.

[ Key words | chronic obstructive pulmonary disease ( COPD) ; Erchentang; Clara cell protein ( CC16) ;

pulmonary surfactant associated protein-D ( SP-D ) ; histone acetyl transferase ( HAT); histone deacetylase

(HDAC)

BEL 2 1 B 5 95 ( COPD) ) LA 3% B A 45 41F 14 I
W 22 45 % LR, L B L R e L e A
#-17(1IL-17) f1 C ] ¥ % [1 (CRP) & 15 COPD fy 4
et R, P 4 R 11 (CC16 ) it % 1 3% 7 2 1
D (SP-D) AJ 1 42 S e il 0 i g 453 0 g > o e
A LA S RAE A LR R I T A 2 A
%MK A L BE LB (HAT) /% 2 BE L
(HDAC) & i 7 COPD B 46 KE 4 %5 T % 14 9 59 1
TS RO B R AF R ) i B, B
A AL R RAT , A0 B T, A R A R A R
FISE BB GEIE S, T = B0 Ik 14 52 50 0% s = %
COPD A Hu 44 1 AT 4 B HL A AT 75 4R 5 o
AT 5% K P 1 36 0 8 W B O 56 (ELISA) i I &
COPD Z V£ N 39] (AECOPD ) i 35 1M 3¢ e <7
Bt (EBC) ¥ IL-17,CRP, CC16 F1 SP-D, 5% ¢ 45 53
VAN A1 JE I B AN A% 40 i (PBMC) H g HAT Al
HDAC I ¥, 8 — B 1% J vk %F COPD H 2 Jifi 4 41
f B4R L % B0 26 BO ML, o Bk ik 36 9F COPD
BRI
1 #RE5HE
L1 — Yokl g P R 2 R o — M m R B
R B S R R B R A RS B T
15 2 1% 25 L b2 A R S 1 It R M i 7 4 o I B 0
We B 2012 4F 1 J] & 2016 4E 8 A 1118 M AE B
AECOPD 3 200 {4l , BfiHL 4> 9 367 20 5 X B 2, 4%
100 {5, YA 97 20 5 57 fil, 4 43 {7, 4F % (69. 48 +
9.05) %, FHEFE (25.05 £5.03) H. X HE 4 100
1, 5 55 i, £ 45 i, 4 (70.39 £8.84) % -
BT (27.02 £6.41) H . PILLAERY IR L4 1L
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1.2 ZWitrif Fifs AECOPD ¥ 2Witriily =
HE H A [ 2 2 WP 3R G 2 2 2 1 L 28 A il 9
TSR T (2007 4R 3T i) ) 10 Pk BH 28 o i
P g A BRI (GOLD) fir 3 Jin i) % AECOPD 12 Wi b
M, AECOPD #8332 %0 3% B oy 4 0 79 0% ik | 1%
PR PR ELIG £ | B e Mk S VRN 1 IR i e L D
Wity 998 1, < R (30) Mg 20N, IR B R, KO
AR A ROE T BN E W R, RIS R
CIFP I 2 ) 7 < WE ™ B Tl B 96 34 BEL I3 11 12
U A v A1 b 24 26 W R F 9 A S L0 ) b S
97 18 BEL i T1F A 7

1.3 g AbRIME 2 bRz Wi ks fE 8 2 S AECOPD
R AR 60 ~80 % s iliTfk)E 1 ~ VB H I
AR 3 e O S T R AR PR By S R
VG O 24 2 28 G TR = 1S

L4 Heppbre O IFHAMMEEEE Q8 IF 4
HHARGHERH ;B IFH LA H ;D
ARG IR A5 FORS P SR R O M 25 P BUR
WHERZIHE A I EM B EE; O
R V% & I PR W8 R 4 B A AN AT 5 A BR i o
L5 BIF ik PYIBREER IR (XREY
K PR B R e I RS 6 BN AT ML 1
SO MR b B4 TR IRIT AL A T R
VIR JT 25 Bk (&%) 6 g (H#it*5 1403125) , 38 2
10 g(#t2 1407002w) , 752 10 g (2 1405004w) ,
Bri 10 g (4it 5 1302001H), 4 R 10 g (4t 5
1403003s) , % AR 10 g(ft5 1405001w) , 235 7 10 ¢
(it 1308001s) , 2 H 12 (45 1404001s) , %
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1710 g (#HE 5 1410004s), 11 25 10 g (4t &
1405002s) , T2 6 g(#t5 1402001w) , H # 5 ¢ (4l
5 1302001 ) 55, 259 ¥4 S vh 25 Tie J5 oA, e A2 =
JUEZ B A RA w4, 77N 14 d,14 d 5T
L6 ST SIS RgHE bR DUl R
RER ARIEZR G HATIT RO . o 4 DED I
PRI A AR TR KT 3 E B PR AR AE
RS B R

1.7 I AEM xE R MasterScreen PFT %l fiti T
REAX (T2 Jaeger 2\ W) W 7& F8 3 VA 97 17 J5 1 i 2
RE, O 1 s H 3 WERA B (FEV, ), JH ) Jifi i =
(FVC) ,FEV, il FEV,/FVC,

1.8 AECOPD 5245 %= f8 dn kW 35 47 A 5 ML
AECOPD B3 & ki, & T & A £ MM 2
(EDTA) iy &5 .04 v, fF I L. 2 T &= Pt
B rp B0 I TE W, T IEC B 78 W B 56 ( ELISA)
FE ML H CRP,IL-17, CC16, SP-D ¥k B, br A< &b 2 |
I 20 R RN B i T B 34 A e RO & 10 W A
f7,CRP,IL-17,CC16,SP-D i | &0 A =44
TR AR A A, #5455 h EK1316, EK0430,
EK1167 ,EK1171,

PBMC 435 , A JE il it v 9 5 % 2 A B R K
TRAT, A EL 40 i 43 B, 3 000 r-min ' B0 15
min, B0 540 3 )2, B WA W )2 A Ab
H O =5 2R, A B .OE S, m s /5D E
AEFEER K 1T remin T B0 1 min, %84 2 ¥k, ELISA
Pkl PBMC H HDACL Fil HDAC2 & &, # i35
UL 4T, HDAC2 , HDAC] X% & 11 Abnova
A HEE 4R KA2746 , KA2744

Fifg EK #9229 Ot 1L I . PBMC r HAT 2 HDAC
i £, HDAC i% ¥ % B Amplite 3¢ 5 2 il 7] &
(Bioquest 2 @], b5 AAT-13601) {74 B 4545 0) , HAT
T P 4% BRR & ( Abnova 24 \], it 5 KA0782) 135 ]
PRI

MV BE W (EBC) By il % 5 K0, >k Jaeger
ovEE Y EBC WU &, I B E BT T 1)
EBC,3Z % F HOF## P 15 min, PR SR8 %
(18 C)HEHE WM A M8 EBC, - 80 Cyk4a &
FERFIN . ELISA BEAG M IF < ¥4 B W Hh CRP,IL-17,
CC16,SP-D 7K °F, ™ #% 4% B 3K 500 & 06 9 45 i 47
BeAE.

L9 Hitsb s SR SPSS 22.0 GEit# Ak #4T
AT T RBERILL & £5 RoR, Z A R B ECR H

T7 225001 5 M S PE K 56 ] Spearman 55 2% A ¢ 43 #T
THECF R DL % Fon ok A Radit #4720 81, P <0.05
HESAFITHEE X,

2 BB

2.1 WHBHESABCERLE S5XFRA L, RIT
HEARCERHE AP <0.05), WK1,

x1 WHHBERBUERILE(n=100)

Table 1
(n=100)

Comparison of total effective rate between two groups

M WREER A R AR TR SRR %

bERig 26 45 21 8 92"

X 1 20 36 24 20 80

T S xR TG D P <0. 05,

2.2 WHBEBITRI R RE L SAR4EYY
il L T ALIAST IR FEV,  FEV, % ¥0) .5 K (P
<0.05) . WIFLLIARITIR FEV, , FEV, % ¥ 3% K F
o BRZL (P <0.05) . W% 2,

®2 FWHBERTAEMINEZMLILE (5 £5,0=100)
Table 2 Comparison of lung function changes between two groups

of AECOPD patients before and after treatment(x +s,n =100)

A FVC/L FEV, /L FEV,/FVC/%

VAYT VRYTET 2.25£0.02 1.19 £0.01 52.89 0. 50
WBIFE 3.05+0.06" 2.15+0.02”)  70.52 +0.33"%

XHE JBITET 2.31 £0.04 1.20 +0.03 51.96 +0.75
VITIE 2.75+0.04 1.85+0.02"  67.56 £0.50"

5 AR MBI LY P <0.05; 5% B AR IT A LR
2P <0.01,

2.3 PIdHBEIRITHI G CRP,IL-17,CC16 il SP-D
T HARARIT T IR YT AR YT S K
o CRP,IL-17, CC16, SP-D 4 & ¥ 8] B 3f /> (P <
0.05) . Y7 EIAYF4H CRP,IL-17,CC16 F1 SP-D
B AT X IRZH (P <0.05,P <0.01) . L3R 3,

SAHIGIT AT R 09T IR IT e R BETR
ot CRP,IL-17,CC16 F1 SP-D 48 3k /> (P <0. 05,
P<0.01), JAJ7 5 ¥RIT 4 CRP,IL-17,CC16,SP-D
Y BART XA (P <0.05), Wik4,
2.4 W48 PBMC 1 HAT F1 HDAC 7% ¥ 8K
ARG YT AT LB, IR 9T 4 A0 A i B4 A% 4 b
HAT I ¥ B 5 F A5 (P <0. 05) ,HDAC 3% 14 , HDAC2
SaEW B (P <0.05), AT SR YT 4 HAT
BB AL T % 4 (P <0.05) , HDAC JF ¥, HDAC2
SRR E T EA(P<0.05), WS,
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®3 WABFRTHRMEH CRP,IL-17,CC16,SP-D KF LB (2 £5,n =100)
Table 3 Comparison of changes in CRP, IL-17, CC16, SP-D between two groups of patients before and after treatment(x +s,n =100)

pge L™
2 431 ik ] CRP 1L-17 cCl6 SP-D
betid YEIT T 1.58 +0.33 1.46 0. 36 0. 65 £0.02 283.71 £23. 51
BIT IR 0.63 +0.34"% 0.56 +0.40"% 0.31 +0.07"% 153.42 +£20. 16"%
popiist BT 1.55+0. 12 1.42 £0.28 0.56 £0.23 281.58 +25.15
BT 0.56 +0.25" 1.15 +0.25" 0.41 +0.22" 231.73 +24.32"

T SRR AT " P <0. 055 50 IR YT G L P <0.05, P <0.01(£ 5 [A) .

%4 T AECOPD £E B FRIEMES S E KRS CRP,IL-17,CC16 1 SP-D K F L% (x 5,10 =100)
Table 4 Comparison of CRP, IL-17, CC16 and SP-D in exhaled breath condensate between two groups of AECOPD patients before and after

treatment (% +s,n = 100) pg L7}
415 it i) CRP IL-17 CC16 SP-D
BT BT R 1.87 +0.24 1.25£0.12 1.96 0. 08 265.41 £11.34
BT R 0.45 +0.15"% 0.48 £0.23"% 0.52 +0.03>% 103.52 =12. 4123
it B VGBI R 1.85 £0.31 1.22 £0.23 1.89 £0.05 258.00 +13.36
BT R 0.89 0. 04" 0.82 +0.22" 0.97 0. 04" 125.00 = 16. 12"

FESARMABITRTIA" P <0.05,7 P <0.01; 53 IREHIAIT 5 H i P <0.05,

x5 WAREBTAENEAMEAN MM P HAT,HDAC iF1# % HDAC1 ,HDAC2 {3 & &E b8 (5 £5,n =100)
Table 5 Comparison of activities of HAT and HDAC and content of HDAC1 and HDAC2 between two groups of AECOPD patients before and

after treatment(x +s,n =100)

205 fif ] HAT 3% #:/fu- (hepg) ' HDAC & #:/fu- (h-pg) ' HDACI MIXf & & HDAC2 X 5 &
BT BT R 0. 69 +0.37 0.09 0. 12 0.62 +0.02 0.74 0. 04
BT R 0.33 +0.31"% 0.69 +0.25"% 0.67 £0.01 1.97 £0.03"%
it IRIT T 0.74 £0. 11 0.08 £0. 02 0.59 £0. 05 0.73 £0.01
bead= 0.52 +0.21" 0.38 £0.22" 0.61 £0.02 1.75 +0.01"
3 itig g S, L2 [ 25 ORG , A A AR R AR AL, 2R AT T I ALY

COPD 15 BHLRF AIF 2 JF 45 5 1k 28 E , H e i
T 22 B0 5 A 0 S5 O IR T2
COPD F8.5% 201 i o 148 22 i) 40 M ] 5, ] fn 8 <
HRE I A 4L

A PR KA COPD 55 AL K J7 Tk AH G BRI, 40
SE BRI IR J7 % J5 25t R BT () (BR LR A
= BAR ZRE BN F AR KL L S T
Z H R EA M., AU R, BRI IR T 4
FEV, ,FEV,/FVC 397 1 2% 82 7+, vl W] = Bk
R AT e S i )3 ST RE o TR YT AL VA ORI ZH
WY 42 5, 7R 7E XF AECOPD 5 IR ¥ (1 B il |,
[ IR it L B R 7 RE B B R v 9 Ak, T PR
B () S O GOHE e B 2 M VR A s A
{ZAEPR LWy, 2220 PRI AL R, 505 115 W 4%
PR 5 T Z AR AR RS (AL IR s 22 17 715 KB IR
RN A e 3 S B L e W S P N e
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IL-17 8y A0 L T 40 | 504 40 i 25 7 A=
A 5% Z10 375 S R v ks 20 i R I G ) SR AR it
Uil g1 TL-17 5 S N R 41K L 2 B 40 i A
PR 246 240 43 W6 11 40 L A 3-8 (11-8) , IL-8 % S iF
A4 CRPY™ TL-17 W] fE 4 )2 Wt AECOPD & %
o R A B AR . CRP iy T 40 e B R
18 LR A o Wb o AHFE R E AR R, Il i B
A0 IR T P A CRPYPPY ) SBUR e 4% IR 5 R 1Y
RAEFIAZI145, CRP Rl IR b 5 % H 1Y 32 28 R
Febr") L WU R ZS I, CRP 7T 6 B 45 2 76 0% I
R, )8 S TN, R AMA S 5 e R OiE
JER K CRP KV 15 038 & /<l FH %€ ™
TR B YIRS . Sh 25 Wil CRP X} COPD Z 44 fin
TS Wr 7RO U W 1 S KU TR Al
BA— W EE X ARG R B VAT A
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AT B AR 7 A AR K PR OR B P CRPIL-  TERRIRZ —.

17 2900 B TIR7 5, 45 Sckaion — 5
ULH] COPD 835 2 M 5 01 A7 76 B S 1) 9 RE ) N
TRIT G IR YT 4 RN IR 4 1M % | I S8 BE W T CRP,
IL-17 Y9980 3278 R G INWRIR YT A 3. 5 X% 4]
RIT G HOEE, IR YT 4 i R AR SR BEW R R CRP,
IL-17 YJREA%, $2 78 BRIk A P 18] 384 hn $t R 19
EH .

CC16 JH LU R 1, CC16 F2 31 A il 21
YUK, 30 I I W 6 i ( BALF) | Jii 36 3¢ v 24y
Ko th 2 CC16 16 FT 8 IR L 4T Uk 75 LA 2 B ik 4H 41
P B, IR T I P B CC16 W] fE LT 43 ok
I 2140 Clara 20 2 20 52 S48 362 b 47
B REIR b S 40, ELA S AR B A0 R b A
LW OR 0 Clara 20 i i BE 43 08 il 35 1001 075 9
JH G 2 11 (SP-A,SP-B, SP-D) , fili % 18 1% 14 4 it 3=
S B AE R B, B AR 2 BE AR I A, (PLA,) MR,
CC16 7E & Py g il PLA, , DT AT 400 i fili & 18 7% 4
W TP A e, A T 9 3 1k T FRAIG . CC16 B BT %
PUME PUA AE A S D AR IR U R DO RLAE BT
Wi A YR T S S oK, i 2
Pl BALF J I3 o CC16 /K 3 W 2 38 fn 7
CC16 & Clara 4l Jfg 451 2 i 56 4 10065 38 355 P 484 i 4
PR Y. COPD ok i & ) PRl Jsk e | 480 Ak 7 K
RAEEINZE, FEL CC16 F IG5, =2 il 6 40 10 4
3B PN, RO B A Bl 4k S|
IR BEE K CC16 & i i 1 in, BALF J¢
I3 CC16 B B K AR o i 45 405 i b s 7

SP-D AT J e fiff 45 475 f) F2 i . SP-D 7 COPD &
MG ThKSE B 5 TE R CHEE , fE AECOPD 3%
koK T WY S 1 B N L % T I R 4 R (PS)
BB 180 | fe 20 i BT 0 6, LR 43 90% Sy
g .,8% ~9% Jy F TG & 1 (SP), SP F 241 4%
SP-A,B,C,D,H 1 SP-A FiI SP-D 2= KM K41
H A, 10 SP-B Al SP-C gkt T8 . PS
A6 F 1l 960 3% T B4R J2 v, R R AR I AT RHL g, 4
i 96 2 FEUAR ) R A2, T 97 I K i 45 A o B AR AR
FIYT, SP-D B IA T I % 46 KD, HE R g
PRS2 A8 B B Clara 40 0, JL T T 4 19 &l
KR E SP-D' . AECOPD 4 4iF fiff fifi v 11 %
S0 483 457 B 8 e oL 7R R Y 3 A7 1 3 I, 4 A B
¥y SP-D B A, SP-D 5 fii 2 1 i N 146 4 R 5 %
5 3k il - 1M R R E A I W, 48 I W R SP-D K
TR O A HAb g Y b K 40 M T RE S SP-D

Kl BALF = 1fi 3% f* CC16, SP-D /K-, Al T fi#
Jili 4544 B 7 B R B, X COPD 21 112 W % 25 W 97
RO BT SE A . A58 45 R s, AECOPD
IRIT RIFEIR T A AN XS RE 4 i 3% RS R BERCT CCL6
SRR E S TIRITE, 5 OSCHkiE — 80T,
CC16 A B4y IB i £ 42 7% Clara 20 g A1 il 2 11 %9 40
M, DA K fifi o0 BE B A1 I A SR R B A A . 48 TR
INMRIR YT 5 3 SR BE T CC16 Hy R, 44
71 BRI MR XS Clara 40 i 0 vt 1 750 40 Jfa A A
Y. G555 oR , AECOPD A 77 i 76 i J7 241 Fi ot R
i SP-D & & & TRIT A, 530
3 IR AECOPD 4 K i 5 45 4
ZRRAINER IR YT G i3 R B h SP-D IR
T HT Y AR, B AR YT R B E R, R
TR I il 96 11 78 40, Clara 20 A5 P[] £ 9
EH .

JeE S COPD ) 8 B AE , HAT/HDAC 4% £ 7F
COPD ¢ i b % & B A9 /EJ0' . HAT W7 DL fii
RAEA AL (1 2 WAL, i 28 5E A 5T R o A
ARSAL R FERCIRAS A2 1 98 5F A 53 56 [N A e SR 33k
HDAC JE i 41 1 2 2 WAL & AW, & A %
L TARAR E R/ IV B 5 /), G 0, 5T T N B0 6 i, BEL
i DNA 55621454, bl L g ik L 1%
& HAT 3% 1 32 % HDAC 1 ¥4 B % COPD #i
R R COPD H 3 00 A & 1 it 41
ZU 0 B W 40 g HDAC I 1 A W % T B, JF B
HDAC {1 T e 0 5 o ™ R B AR O L AR
WHE 45 1 BRI Y7 L FXT B4 AECOPD B #1697
Rif7E PBMC mr  HAT 3 1 B 8 &% T 3697 J5 , i HDAC
AR TIR97 5, 5 ScHk— 20 R R 167 AT HAT
TR AR P S A R XA 5% 3% HDAC 3 1 4
1%, 42 11 25 SBEAL IS, X 98 E A o 35 D] A0 e st
AR ES . 67, BIR YT AT L, VR YT 41 HAT
I WA, HDAC % 6 3 w5, = R 3 Jn ok 3 400 44
HAT ¥k, $2 5 HDAC 35 P4, 300461 48 5 A 5 2 (5 11
Fik o S MRAIAYTE R AT 4 HAT K T 0 i
2, HDAC {& V24 5 T X B 4L, 3278 — Bk hn vk B
AR YT A W1 . HDAC2 24 & 112 2 B AL il
(HDACs) G 0, T T A AN, 2 540
MR AEE 5 P HDAC2 £ 2 5 %5 KV,
HDAC2 S0 2 5 3 A T BT 58 3% 1k e o6 75 1) G
T T I8 22 T B 5 A0 HDAC2 (s WA
fili 2041 HDAC2 3% PE [ I B B S, 0 40 ] (il 22 K
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520 o T N 55 3 3o 3T M 1 A R U T A
PORE 20 AL, B W A0, T bk L 200 i 8 T 1R R
S5 5 20 M B 405 R i % 18 E e RE T L COPD iR
4 RNl P9 AR, 2 A P il HADC 336 7 3 AR L
R EIEME, AT 5 COPD B # K4 HDAC [
167 A BF 90 g5 R W o, R 40 R R R 4l
AECOPD & F YEJ4 7 7 PBMC A HDAC2 & i ¥ 1I%
TSR s M-S A 4NG Y7 5 iR 4 HDAC2 &
R R TR R GE i 3% i HDAC2 &L
il S AE A B DA ) 2R3k
Zi b, "B ik X AECOPD B 3% A 6 J7 1
A, HALH) AT BEMN ) HAT 35 32 % HDAC i51%, i&
il TL-17 , CRP #3238 T R BT RAE T, BA 2K
2 iEE, CC16, SP-D Fr i e 5] £ E — Bk 1% il bk
OE7 DS K= AN R RN oR 7 1K (A E ] (97 S VAR
Wiz kit 77 COPD 2 K45
[ &% k]

[ 1] AP 2 o 0 W 2% 43 23 18 1 BEL 28 1 I 98 o 2 241

8 1 REL 2 1 i 5 5 12 16 4 B (2007 AEAE T RRD [T].
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