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TR I o 12 A BH ZE A A e 2 hn E B S A R R R
ThEE K CCL18,CC16,1L-8 F1 sICAM-1 [ 520

MugE', HE, e, Bai’, NEF, Aoy, Reks,
Mpe ', ahkm, B P RET KA, ZHEE, 24
(1. T PESRF AMESE, M 450046; 2. THEFHEEH SR, M 451191,
3. AEHTEBZAF FMBER, FM 450008; 4. AHEARER, M 450003)

[(FE] B WS BRIk 12 v BE %€ P il 92 955 2P i 3 1 (acute exacerbation period of COPD, AECOPD) fi 35 fili 1)
fE 41 M AR VK f S T RE , 40 M0 #4 4k IR T 18 ( chemoattractant cytokinel8, CCL18) , [ 4l ifd /> % -8 (interleukin-8 , IL-8 ) , Clara 4 JfY
% 1 ( Clara cell protein, CC16 ) FI 1] & ¥ 4 Jitd [A] £k Fff 43 F--1 ( soluble intercellular adhesion molecular-1,sICAM-1) 5 m, 753k :
TEHUAF A 90 AFRHE R 2 4F AECOPD J35 120 f1], 43 IR Y7 415 X B AL, 1541 60 fil, PEAL ¥ 76 7 MR yr kb L iR a7
ZRRGINR B 2 3K U7 R 14 do 14 d 5 PP AR R I R YT R, K A 8 | G i BR AR LA A I bk A LA T IC G i
W% Bt 56 ( ELISA) ) 5 8 3% 1 3% 1 P /< ¥4 ¢ 7 (exhale breath condensat, EBC) #1 CCL18,CC16,1L-8,sICAM-1 ¥ JiF , #5854
FRABIT IS LB R IT S A SR T A (P <0.05) 5367 4 1 s FIIPFRAET(FEV, ), 1 s H Jy 0pS 4/ ] 77 it 1% 4
(FVC) BB R (P <0.01) ; 58 20 Ma EE b PRk 200 IO 250 L 50 A% 40 B R0 bk 2 40 g ¥ 920> (P < 0. 05) o 5 A AT T K, [eG, IgA
IgM TG @ 2% 5 ;CD3 7 ,CD4" ,CD4 " /CD8 ™ #44 fin, CD8 " Bk (P < 0.05) ; IfiL. 3¢ CCL18, CC16, IL-8, sICAM-1 #J &A% (P <
0.05) ,EBC H* CCL18,CC16 ¥JFEAR (P <0.05) . Z5i%: “BR¥A bR ol 9845 T 3k £ 40 M S 3 2 6, 15 5 40 M 2 28, B IR & 4F
AECOPD 3% Il 3¢ ,EBC 1 CCLI18,CC16,1L-8,sICAM-1 7K, %f %4 AECOPD £ — & ¥t £ 1EH .
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[ Abstract ] Objective; To observe the effect and mechanism of modified Erchentang on immune function,
chemoattractant cytokine 18 (CCL18) , interleukin-8 (IL-8), clara cell protein (CC16) and soluble intercellular
adhesion molecular-1 (sICAM-1) in patients at acute exacerbation stage of COPD ( AECOPD). Method: Totally
120 cases of elder AECOPD patients were randomly divided into modified Erchentang group and placebo-controlled
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group, with 60 cases in each group. In addition to western drugs, modified Erchentang was also used in 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 CCL18, CC16, IL-8 and sICAM-1 in
patients’ plasma and exhaled breath condensate of all groups before and after treatment. Result: Compared with
control group, treatment group showed increases in total effective rate (P <0.05), and FEV, and FEV, % (P <
0.01), but decreases in total inflammatory cell counts, neutrophil counts, monocytes and lymphocytes ( P <
0.05). Compared with before treatment, the group showed no significant difference in IgG, IgA, IgM, increases in
CD3", CD4", CD4"/CD8 " and decreases in CD8 *, CCL18, CC16, IL-8, sICAM-1, CCL18 and CC16 in EBC
(P <0.05). Conclusion; Modified Erchentang has an anti-inflammatory effect on AECOPD by reducing level of
inflammation medium CCL18, CC16, IL-8 and sICAM-1, preventing inflammation progress and adjusting the
immune function.

[ Key words ] chronic obstructive pulmonary disease ( COPD) ; Erchentang; immune function; cytokine;
interleukin-8 (IL-8) ; soluble intercellular adhesion molecular-1 (sICAM-1) ; exhaled breath condensate ( EBC)

18V B 24 il ¢ 55 ( COPD ) St LA A8 % 5 51 &
F N T 536U 52 B SR R AT B ORI, 2R 56 UL L B
2SN Y S A A I T, AR A R B AE R
HAE COPD BFHMEA s IREZTL, by dk & I e, )2
SERAE T R B i U5 0 s R R
FEIRIT COPD A3 251, RO B4 9896 IT B V4 46
EA F T R 1 , TR 9 & AE . T AR & BRE 75 IS
WP SR L, BE 25 R R T
A PR ZH FLF COPD By AL, 5 FH R 3 R A7 g
J7) o i B R AL, SR P R — R,
AR, 805 7 2 0% Wi < 5, S0 s A O 5 A1 5 56
F¢ % BUH X COPD A5 Ho S8 Ak 35 105 e 4 4 T (5 Hou
TURE T RE AR R X IR I 2R 45 B A 3 A% 25 BB
WA R R L ARG WEE R R 2
T ) COPD(AECOPD ) 3 4F [ % 41 J4 1 % 2 Bk 2 1
(Tg) , Ik L 40 i B HC 7 3 A A P O 30 5 200 i A
AW 8 B AR G A B4 A6 BT 18 (CCLI8) | 11 40 L A
F-8(IL-8) , Clara 411l & 1 (CC16 ) Fl A 7 1 4 o i)
BB 43 F-1 (SICAM-1) f9 8 00, 45 58— B ¥ I ok xf
AECOPD & % T e 45 M4t R WL, L3 &
4E AECOPD F 2 (1 I PR S 28 8 1 35 7 #1187 19 7
25 5 B
1 #RE5HE
L1 — ookl S HUm R b Be 25 K50 — Y s 1=
BE 465 B DR 15 e 465 = B I e O R ST R A
FPE B AR R} 2014 4F 1 A & 2016 4E 3 H A 19
1792 B A B % 4F AECOPD 3%, 120 ] f % K L
S RIEIT S IR AL, 4% 60 il IETF AL 29 4, 4
31 ], 4F 5 60 ~82 %, -7 (65.06 +5.05) %,
B (28,11 £4.10) A, Xt BE4LT 32 ], % 28 ],
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RS 61 ~82 %, 44 (66.08 +6.04) % -1 55 7
(29.08 +5.04) H . 2 dlvE5 A8 72 | Bl D) g
s 7% Ridit B3, 2% B Gei24 8 X, BA T ek,
1.2 2WikRdE B SEAR S IR (S E A
b ) P MR e il B v B 2 B IE Ao 2
25 PR FE 4 5 TR0 ) 1 e A 68 0 BEL I3 1412 W67
PR, AECOPD P4 BE 2 Wi 44 & i H 5 2 22 W 1 5 2%
Gy 43 5T (0 P BEL ZE 4 B B 12 34 15 B (2013 4R &
TTHR) Y ' #f COPD 21 % i F1 GOLD (2011 4F ) 1%
MBI *F AECOPD & Wikr e "™

COPD {2 W7 , AR 4 5 s | & I IR 22 5% i 2 ol
PRAT MR A5 PRAE | 52 36 35 4 28 5 28 B M W i S o 1
WK % R () I I BRT E , R 5E A T 3 A 52
BRJEi2 T COPD a6 % . (DCOPD i ot s [
DRI 2% 2 fih b, K 300 K Bk 0 I 000 o 5 B Ay 2 23 KT
Y m PR EE A ) R i b 5 G0 b B AR R B
A I AU A T 52 7 P S R O R g
2V R S I TR Sl R A R Y
KT PRI £ R KRR AN TE S kR
FEV IR TR . AR, 18 P 1) B ez i 5 %
FHWVE S T R 42 5 COPD A 2 T IR -3k 45
IF 15, ) 5 Wi 001 e 5 4 9 £ BRI EE R R LULIA
T6H1 AR AN (55 508, @RI, AR I, S 4t fE
A7 0 BE VB I I A XU Rk i 5 W8 i v 9 5 R
Jiti T 34 R 0 5 DAL 1 B T IR VEIE . @COPD 52
2 A A i D) B AG: A 2 WS S R 0 & UL AR
W A ARG 1 s AR (FEV,) /1 s
FH vt/ A I (FVC) <70% 2%, AT B
AR 58 4 T U 7 B s T X 5k e B A
A, i BE O BE G, I AN R I A S0 BE A AR
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it 13 1 50 B AR ARCAR A B CT A &, — A AE
Ry H R A, AF X B ) Al A R R AR S M A
e ISR A AV T R R RS P s RAER
443 JE(Pa0,) <60 mmHg(1 mmHg =0. 133 kPa) I
(B %N EE (Sa0,) <90% , 4 755 W 1 2 8 5 HoAlh
G = kA AR AE , B PaO, <55 mmHg, 21 4 ifd
JE >55% "2 Wi kLT AN 2 0E . JF & R YL I R
B ] Ay A i TR AR A Ml A BE R T L T JRR
W I AT B I b EE B L A S ER AN AT B AL R IR A
A DL A v 2

COPD Wfiizhae <%, 1 % .FEV,/FVC <70% ,
FEV, 5% =80% ; 1 % :FEV,/FVC <70% ,
50% <FEV, G it {E% <80% ; M%% :FEV,/FVC <
70% ,30% <FEV, 5 Wil {i% <50% ; V%% :FEV,/
FVC% <70% ,FEV, 5 Wil {i% <30% g% FEV, [
Pt % <50% , B0 12 k00 v

COPD Ilfi PR ™ ¥ F2 5 10 43 9%, 1 9 i D R 1 9%,
E AR SO R s TG T Re 1T 2%,
AR, B EH N MY T ae 2%, ) 2
R B JE 2E in L B R A 9 5 a5 TV 9% il D) R
g PEE S ZIR(FEV, <30% WiHE ) 4 9018 0
W % 0

AECOPD 12 Wi 55 Jin = 1if (4995 st R AR AE il
T RGN SE | 2h ok il =G 0 0 HL A A A AR E AT R
AECOPD fili Dy 8 | sl ik 1l <45 S b Ak A8 A 20 15 %
LR G E T8 bR . D REI 2 < N W R FEV, <
1 000 mL, /R ™5 & AE . 2 Bk i <53 B« 78 18 - 1
FEIR AP 25 &R, A PF IR 34, PaO, <
50 mmHg,PaCO, > 70 mmHg, pH < 7. 30, £ /R 5 &
fo T, AECOPD () 32 ZERE R 2 AR I T, 5 £ Wil
Fol MR TR P R 2 ek LB, IR E K
L0, PEOR A TR R, A B NS B IE L KR 38 B it
IR AR FIORS B2 AL O BEOK B R kA A
iR SN RS- R e
1.3 4 AW#E 5 4H ik AECOPD 2 Wb e,
BEMDIREE T ~ VYRR 60 ~80 % s 4K 4T,
W2 AECOPD 1) f 35 5 A ik B 3 22 Jili D) BB K £ IE
SN GE A AL R A2 B, SR R R R S
FEV, <80% Tiit{li % FEV,/FVC <70% W] & A
S8 4 AL PRSI AZ B AN B A A A T A AR
H LA H WA 52 3 S e 3 550, B e o o
L RS B R B
1.4 HEBRbRME  WEORM W FEL WA L G 9F R
BN B S REY R, SOE S A L, B IR

SN e R A 2E A B OF O R E L
et F& G IF ™ EO e A 2 5 HE R A
A7 R0 P R RE | iR | 45 4 4 20 E DR i 45 T FE
PESE WG S 1A 8 e fo i 1 i) R0 R
M) 4 2 R A B 25 ) 35 5 R L& RRORE A e BB AR Al
AT MM 25 R 2 IR 25 L R BB 4|
Nl N R N S [ S R R R EPS
G ]

L5 8y XERAFEHURG Pk IR IR
05 155 A D T BT, 2 R VR R R e T A L R
SCHF LRI 25 55 5 BB IT I B Al b 45 T 1 BRI
(BRI 5% 259 B o kG R R B B RS
) o VRITHAE T IR AL B AT R
JBR, J5 254 1 R 8 (¢ ) 6 g (4iL5 14090018S) , Bk
B 10 g (it %5 1302001H), # 7 {2 10 g (4t 5
1410004S) ,4& % 10 g (b5 1407007W) , FH K 10 g
(5 1407001W) , 11 25 10 g(4t5 1310007H) , %
2 20 g (it 5 1411000W ), & R 10 g (it 5
1309001H) , 2} H 10 g(#t*5 1301001S) , £ 7 F
10 g(#t5 1501001W) , T2 6 g(Hit5 1402001W) ,
K% 10 g (Hit 5 1405004W ), H 5L 5 g (#it 5
13020018 ) 45, 34 24 v 25 fic Jy JORE, f 420 = JLBE 2

HIRARG L 2 4152 /. JFR D 14,14 d
RV
L6 FRGTA PR BOT 6 2 I S HEE £

WO A R V% IR A 4 4%, 6 min 45
AT IR B A 48 8 (BMID) Z5 5 PEN T 3. 43 I IR 4%
il R, AR TE R 4 SR, T3 WA A
R, LA T3 BRSO

1.7 AliZhREM £ R MasterScreen PFT #I Jili Ty
REAX (T2 Jaeger 2\ w)) W 7& F8 3 VA 97 1 Ja 1) il 2
fig , I FEV, ,FVC,FEV,% 1 FEV,/FVC,

1.8 stmsEkllfebs PR BEM (EBC) Bl £,
K H Jaeger 23w AE 77 (1) EBC IR 4% AR B VR YT
AU JE 9 EBC, 350 17 FH V8 KK T, 38 4 — vk 2R 3%
2 EBC WA 4%, B LA B e, 32 103 10 6 0 1
15 min, IS 4R e B 0 4R O il ASOIR, ¥ B = A V2 R
=18 C WA E Ve BESE U AR W% EBC, -80 °C
UKARDRAF I o T EOK 4 922 W B I 30 ( ELISA ) A U i
KB EER P CCL18,CC16,IL-8, sICAM-1 &+, 4%
Fie U ] AT HRAE

ML BARAS i 4 5 FE AR AN IR )7 R JA , 1 R 2
RS B K B B L 6 mL. (D92 Lk vk

Kl 3% S 2 Bk 1 (TIg) A, 1gG, TgM & 4, 55
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ik 2 mL,3 500 remin ' B0 15 min, 8 0L xR ARTT IR AL iR T 4 FEV,  FEV, % 293K

H, —80 CARMRPRAFGE — K I 5 @) il & A , DA Tl
R4 mLE 2 mL & TR L N R
(EDTA ) 477 5 57 19 2508 v, F DU 1l 3 205 O b 42
2 mLE FIFZHiE4 % ,3 000 r-min "' .0 5 min,
Wb W W, ELISA 35 I € Il % TL-8, sICAM-1,
CCLI8,CC16 /K-, JLVEY JH T 73 25 ik 12 4 i S 7
FACSCalibur #1 Ji 2 4 f {X ( 3 | BD 2% w] ) 4 il
CD3*,CD4*,CD8",CD4"/CD8 " 7k °F-, CELLQuest
AR 3HT o AR b 38 0 A5 B A AR,
89 A i X0 A U Y A 4R E R AR AT

1.9 Ziitssib3  RH SPSS 22.0 GEit#AF k4T
AT T EERLLL & 2 s Ko, 24 A B L AR
T 225307 5 M G K 56 ] Spearman A5 9 AH 5C 43 T ;
TR R, % Ko, R Radit #4753 4, P <0.05
hEFSAGIFE L

2 HR

2.1 MHBHFBABCRILE  Sx A L RYT
HEABRE (P <0.05), W&k,

x1 FHBESTHUELER(n=060)

Table 1
(n=60)

Comparison of total effective rate between two groups

AU RIS/ B R E AR TR BATRR %

eid 15 31 10 4 93"

pogiist 11 18 19 12 80

T SR RA Y P <0.05,

2.2 WHBHEMINEEE SARMIBIFHE, W
HIGY7 J5 FVC,FEV, ,FEV, % 3 K (P <0.05),

&4 THAECOPD BERFEIE THEMAMIRFLEE (v +5,n=60)

(P<0.01), W#kE2,

*2 T4 AECOPD BERTRIEMINAELL & (v +5,n=60)
Table 2 Comparison of lung function changes between two groups

of AECOPD patients before and after treatment(x +s,n =60)

A5 B FVC/L FEV, /L FEV,/FVC/%

WBIF OJAYFET 2.1520.06  1.08 0. 01 50.23 0. 16
WBITIE  2.36£0.08" 1.56 +0.02"%  66.11 £0.25"?

YFHE VAYFRT 2.01 £0.03  1.02 +0.05 50.75 £1.67
WITRE  2.160.05 1.18+0.02"  54.63 £0.40"

TE: 5 A 097 BT E 8D P < 0.05; 5 o6t B2 T R LR
2P <0.01,
2.3 PAHBEREREALKE SAR4IRITH MR
XFHRAIGR YT A L IR T iR 97 Ja 186G, IgA | IgM K
TG EESR ., k3,

*3 WHAECOPD BERTAIERBEKEALLE (v +5,n=60)

Table 3 Comparison of immune globulin between two groups of

AECOPD patients before and after treatment(x +s,n=60) g-L~!

R e IgA IgG IgM

YBIF VAYFET 2.68 0. 46 12.28 +0.51 1.34 +0.36
BIFE 2.86 0.35 12.86 +0.42 1.53 +0.43

XTEE JRYFRT 271 +0.53 11.42 £2.25 1.38 +0.37
VIR 2.82+0.45 11.58 £2.52"  1.44 +0.48

2.4 PRALABREE T KA AR LB SAHIRYT AT
FLAe, VA J7 A7 5 CD3,CD4" ,CD4" /CD8 " 14 3%
i, CD8 " FEA%, B 4 i, NK 4fi i 4534 i (P <0.05) 5 5
XA HLAL, iRy T iR CD3",CD4" ,CD4" /CD8 "
BN (P <0.05) ,CD8 " [AAIK (P <0.05) . L% 4.

Table 4 Comparison of T lymphocyte subpopulation between two groups of AECOPD patients before and after treatment(x +s,n =60)

4153 fist ] CD3* /% CD4* /% CD8* /% CD4*/CD8 * B 4 it/ % NK 4il i/ %

BT BT R 52.85 +4.46 35.58 +3.01 30.11 £2. 15 1.18 £1.41 5.91+1.71 9.89 2. 14
BIT R 62.76 +3.78"%  48.56 £3.42"Y  26.73 +3. 16" 1.82+1.08"%  10.27 £1.52" 12.41 £2. 34"

it R IRIT T 51.21 £4.43 36.02 £3.45 33.45 £2.67 1.07 +1.29 5.87 +1.56 10.26 +2.57
BIT I 52.36 £4.45 37.18 £3.62" 30.33 £3. 12" 1.22 1. 16 11.12 £1.47 16.56 +3.42

T SARAATF AT L P <0. 055 506 FRULIA TG 4 P <0.05(% 5,6 [@) .

2.5 W4l E % CCL18,CC16,1L-8 ,sICAM-1 &
WK WITE, SARRITITE, 2K CCLI8,
CC16,1L-8,sICAM &L (P <0.05) . 55X 234
7 5 A IR T 4H CCL18,CC16 , sICAM ¥ [EAK (P <
0.05), W35,

<174 -

2.6 W4l E AR B CCLIS, CCl6, IL-8,
SICAM-1 & & I SAHIBITFHT LB 167 51897
YRS EE W CCL18, CC16 PR (P <0.05) , %] HR
41 CCL18 [k (P <0.05) , 5xFMAHIAYT 5 LLik  ih
J7 4 CCL18,CC16 ¥R (P <0.05), W36,
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&S5 WH AECOPD £&AJrri/FMm i CCL18,CC16,IL-8,sICAM-1 £ &ELkE (x £5,n=60)
Table 5 Comparison of content of CCL18, CC16, IL-8, sSICAM-1 between two groups of AECOPD patients before and after treatment

(% +s,n=60) pg-L™!
2150 i ] CCL18 CC6 IL-8 sICAM-1
BT BT T 1.87 £0.13 0.55+0.09 0.53 £0.12 0.63 =0.43
BIT IR 1.32+0.11"% 0.32 0. 12"% 0.41 +0. 10" 0.33 +£0.32"2
pORii IRITHT 1.71 £0. 13 0.54 +0. 13 0.57 20. 16 0.58 +0.21
BT R 1.64 +0.09 0.41 £0. 08 0.48 £0. 12V 0.43 +0.22"

*6 WH AECOPD £E&BTFRIEMNS4E K CCL18,CC16,IL-8,sICAM-1 & E2LE& (x £5,n=60)
Table 6 Comparison of content of CCL18, CC16, IL-8, sICAM-1 between two groups of AECOPD patients before and after treatment

(x+s,n=60) wg L7}
2531 i | CCL18 cCl6 1L.-8 SICAM-1
a¥ig BRI 1.62 £0.11 0.31 +0. 11 0.43 0. 11 0.51 +0.21
BT E 0.12 0. 12" 0.13 +0.01"% 0.35+0.07 0.46 +0. 12
Xf R MRl 1.59 +0. 11 0.33 £0.06 0.42 +0. 12 0.48 +0. 11
I A 1.12 £0. 12" 0.32 0. 13 0.33 +0. 14 0.37 0. 12
2.7 BRSO RN AR BR & 4y, AH T CD4" T 415 CD8 ™ T 4fi ffg 7 52 —

BN B R, RIS A S, BT B, R
AR B IN, F BR AL L R INRIR YT 4 43 0 &
A1, 3 B A2 JE AR AR A O

3 iFig

COPD ST 2 S5 9% Mg 2 — ' . AECOPD
) 2 B IR S SR e, AECOPD 8 3% % LA W gk | 1% 9%
W FE R, PEINH AECOPD ¥ %
Ay T L, B 3 A il T AR A BT AR R
ZFL ] 95 368 L g R A 5 ML, LA Bl A % | 1k % ST
Wi AL T oA 2 R I, T R s A gy, O
FPORR B (5 ) A Tk TRy BR R T BRI, 220k
HYEIiE S, T2 RS IR AL 20 78 BB,
HHRAP AN, DS AR L AR EF AR
SAE SR 25 T AR AN RRORS O ALY . HUAS
T I AT R, AR A5 R R, 5 0 IR ALIB Y
Ja L, BRI N G741 FEV, ,FEV, % ¥ i 3 3
KIRIT AL A BRI &, 7R 2R 0 ok fig ok
COPD 35 fifiid < Yy fig , 32 MR I A 0% .

AECOPD 3 1) VA 38 728 R4 I 45 38 7K - 35 [
7. R 20 R LR S R S 5 B RS
BEEAMN . ME A S Bk 4, T
WREL 20 i AT NK 20 B, T 3bk B 40 i 2 §& CD4 ™,
CD8 "S5, CD4 " T 4f Jifd 2 Ho 28 07 25 v 1 2 22 J
N 40 L, CD8 " T 4 g il #4: 98 15 CD4 " T 41 g, 7] it
Xof UL 240 7 A A M R R . MLAR DE B S RE D RE Y

FE WA . COPD FR 5 K 1] I 520 1) s D AR Bk e 5 it
AZWE, MR D Re ZEALAR T LA S &
A SRR A R VE. CD4" T 4 i jd /b, CD8 ™ T 4
JfL T+, CD4 " /CD8 * BEAIR 2 HLAA S 2 Dy g N B A B
BhrE, FRERRE SR E AR U A R % VA
S AR Y A5 B R, YR IT R AN Al CD3 T,
CD4 T 4 Jfa L &% CD4*/CD8* ffi{i%, #£/x AECOPD
BERE R BER " . COPD ¥ 4hE I a2 4N i B
A0, T 40 M K% NK 41 g 5 0 A BE T & B
COPD 83 2k = 141 8 1 B 40 g, NK 21 i 37 9%
L ZVRYT IR B 4R, NK 40 934 i, CD3 L, CD4 ",
CD4 " /CD8 " HURH ¥ M hn, 5 3wk i — 5 4%
TR R I B e DI RE AR . S ARULIRYT
A O IR L IR YT AR YT IR 186, IgA | IgM I
I, 26 5 TG T2 7= S, v] BE Sk LA B R) R A K,
PUAARAS Ak 1 A S H ok

B NG 2 65 (LPS) J& % UL 20 I 1, LPS i
55 TN B2 20 i B A0 7 AR — R B0 A A e [
T, A 3 il 35 3% 6 8 5 B K [ F- CCL18, CC16, TL-8
1 sICAM-1 25 75 5 b Mok 40 A L9k B2 200 it 458 5% 5E 4l
I8 i) 9 A kL, N L SR . G AR AT K b 4
AL A L PR B4 7 A o U2 R A R AE AR XA SR
£ V5% 45 fE L v . CCL18,CC16, 1L-8, sICAM-1 7£
it 48 5 g+ 2 1k S B im0, CCL18, CC16 i8R
ANJE COPD (1 Re 5 M R A ik 4, (R T DUAT 280 s i
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