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[(WE] BHM RiTWAGEREZSG DSP-D) 3 E AT AL EF (CCLIS) Clara &9 it & & (CCL6) f£ 12 1 [ 5K M4 i &
4 (COPD) & 4 Ao & A o 7 Fovf A 04 B0 P 69 RALZ NG RMNAE . ik 24 2010 1 A £ 2013 4 12 A% K% &9 COPD #&
% 624, ¥ 62 4] & F 488 COPD B &42E 5 h COPD &M Ae & #5 32 #) (A 28),COPD 4 fi# 28 30 #) (B 41), % it #F 4 A%
e AR A 09 4 BEARE 36 ) A 3T B, %iit 2R H ik ek A A Bk F SP-D.CCL18,CC16 &K F, i 2 &35 47 5 F 8 @& M o
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Change and clinical value of SP-D,CCL18 and CC16 in serum and in exhaled
breath condensate in acute exacerbation of COPD
Chen Zhongren ,Qin Gao™
(Department of Respiratory Medicine , Haikou People’s Hospital , Haikou, Hainan 570208, China)

[Abstract] Objective To study the change and clinical value of SP-D,CCL18 and CC16 in serum and in exhaled breath con-
densate in acute exacerbation of chronic obstructive pulmonary disease. Methods ~Sixty two cases of COPD patients admitted in our
hospital from 2010 January to 2013 December were selected as the research object. All the 62 patients were divided into group A(32
patients with COPD in acute exacerbation) and group B(30 patients with COPD in remission stage) in accordance with the severity
of COPD. Thirty six cases of health people were selected as the control group. Statistical subjects SP-D,CCL18,CC16 content in se-
rum and in exhaled breath condensate,and the relations between the various indexes and age,smoking, pulmonary function and BMI
were analyzed. Results The exhaled breath condensate SP-D, CCL18 content in group A was significantly higher than that of B
group and the control group (P<C0. 05) ,and the SP-D,CCL18 in group B was higher than that in control group (P<C0. 05). The se-
rum SP-D,CCL18,CC16 content in group A was significantly higher than that of B group and the control group (P<C0. 05) ,and the
SP-D,CCL18,CC16 in group B was higher than that in control group (P<C0. 05). Serum SP-D, CCL18 levels were significantly
higher than those in the exhaled breath condensate (P<C0. 01). Exhaled breath condensate SP-D was positively associated with
smoking age (r=0.298,P<C0.05) ,and FEV1% pred,FEV1/FVC (%) showed a negative correlation (r=—0.318,—0. 402, P<<
0.05) sthe serum levels of SP-D was positively associated with tobacco (r=0.297,P<C0. 05) ,and FEV1Y% pred, FEV1/FVC (%)
were negative correlated (»=—0. 278, —0. 298, P<C0. 05) ;serum CC16 and FEV1% pred,FEV1/FVC (%) were negatively corre-
lated (r=—0.358,—0.382,P<0. 05) ; Exhale breath condensate SP-D,condensate CCL18,SP-D,CCL18 serum.,serum CC16 were
are positively correlated in each two (P<C0. 05) ;and there was no significant correlation between other indexes and age,smoking,
pulmonary function and BMI etc. Conclusion Exhaled breath condensate, serum SP-D, serum CCL18, exhaled breath condensate,
exhaled breath condensate, serum CC16 are closely related to acute exacerbation of COPD, and monitoring the indicators can be
judgment of the degree and prognosis of COPD.
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88 4 B ZE 4k it 552 55 (COPD) Sy — il 48 75 i 47 4 e 358 5 5
VRT3 PR B RRAE L B N 1 5 08 A0 R B i R, 2
A EFEHEDT, BiTE 2020 4, COPD % 58 3K A T 0 i
LA G - AL & ROR BE A R Ul E ™, AR5 BoR, Ak
ML R B A AR B R R EZRF RS COPD
M RIG KR EY A COPD i st B vl AR, i3k
T 16 £ & [ D(surfactant protein D, SP-D) 3 Jig JB 5t 4 2 & 1
FE LG i 35 A6 95 5 # 4k ] 7 (pulmonary and activation-
regulated chemokine, CCLL18) . Clara 4i it &5 1 (clara cell pro-
tein, CC16) FFAEfili i 35, A 58 Wow » b IR 48 b 76 il 57 5% 9
HITEAE S kT . A BFgEaE s A I COPD 2otk i & 4
I K 22 i WA 5B 3 B f BRE N B OV L 0T A% BE WK P SP-D.
CCL18.,CC16 7K. §fE# i} SP-D,CCL18,CC16 7£ COPD %
i AR
1 #REHE
L1 —fgyerl $E4 2010 4 1 & 2013 4 12 J ARk
1) COPD ff35 62 i . 4F % 59~85 % . L 4E % 62 % . ¥% 62
{51 2% 4 B COPD ™ #2 £ 43 2y COPD 2 & 8 32 f7 (A
41),COPD ZZ /i ] 30 (B 4) . 3 e 7] 01 75 A g 1A 46 1 it
FREHE 36 ] X BRZH . 3 ZHLAF % Lk ) L WRKRIR 0 1R T 4
BBMD G506 . 22 5 RS  L(P>0.05) 3 {H 3 411
TS V55 1 R R A BU(FEVL % pred, DL 418 o5 418
BIE A FER) 1 BEIFEVL/FVC(Y) 15 i 2 % H G il 2
X (P<0.05) . A AMR#E: £F 4 COPD,COPD 2t hm & #
COPD S W2 Wibn e s o™ T B 0w IR i R 8 2 M &R
VI MNP s SR HE W . HEBRARAE - AR A AL PR R R 4
PR 5 B I S RGN 5 B 3 B A B )
ANHESMNE R TERIFFEAE .

1.2 ik

12,1 fRAUE  FIHRE MRS T Mz & o0 8 i ik i
4 mL,3 500 r/min B> 10 min, F{E KR —80 CIEFEHM ., X
FITERE Jaeger 24w M <% BE W UL 4R 3% & Ecoscreen I 4R I
VBRI . 12 B i VR R VR B RSO A L K
WA SR R AR EEE Bl R R R
B B VR BEAE R AK

1.2.2 845 SR A ELISA 3k A6 W i 7% H10F <% 8E i b
SP-A.SP-D,CCL18,CC16 %4547 , i il & W 5 T b ifg 48 K 5k
PR 7™ s 4 PR UG B S AT 4R A . Bl T RE I E 7E LR AT L
Lb ) B Medisoft-Hyp i 21 68 43 3F 47 46 01, 46 I 45 A% €2 45 -
FEV1/FVC(Y%) fil FEV1 Y% pred,

1.2.3 Sil 48k Geil 2 4 s F1 e <% BE b SP-D.
CCL18,CC16 7K, JF- X 45 46 45 5 4F % L S0 8 | i D) 52 . BMI 3
FTAH AL S HT

1.3 Geit2e b SR SPSSI8. 0 Gt 8 #4743 7 . 1
VERILL Ths FR R c R A LR RN E o 2 5
Br» SR I Spearman £ 36 i 47 A 5¢ ¥ 43 #1, KL P<C0. 05 R 2= &
AHEIERE L

2 & ®

2.1 3N EEM P SP-D.CCL18 /K F20 M MR8 BEW
i CCL6 7K M B> JL T 6 0 AS 21, e B i <094 6 T SP-
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D.CCL18 /K HEAT T A& I, 4500 45 R WoR . A PS8 8 TR
SP-D,CCL18 /KB & 5 F B AL A X BAl , 22 R 394 i i 2 &
Y (P<<0.05), H B4l SP-D,CCL18 /K- & F X FR4l, £ 5
G2 L (P<<0.05), L3 1,

*1 SAMES S ER T SP-D.CCL18 /K FELLE (T+s)

20 5 n SP-D(ng/mL) CCL18(pg/mL)
A 32 2.61+1.07 19.74+2. 25
B4 30 1.9540.91 17.2842.11
Xt B 41 36 1.7840.57 14.19+1. 28
F 10. 267 9 11.795 8

P <0.05 <<0.05

2.2 340 SP-D.CCL18,CCL16 /K400 A 45
R, A 4L SP-D.CCL18.,CC16 /K 1A & & + B 41 Fixt I8
#H(P<C0.05), H B 0 SP-D.CCLI18,CC16 sk F & T % I 4
(P<<0.05), L% 2,

x2 3@EMmE S SP-D.CCL18,CC16 K E LB (7 +s)

27 5 n  SP-D(ng/mL) CCL18(ng/mL) CCl6(pg/mL)
il 32 2.61+1.07 2.2540. 21 0.58+0.09
B4 30 1.95+0.91 1.69+0.18 0.4540.06
XHHRA 36 1.7840.57 1.1740.15 0.19+0.03
F 9.768 2 8.795 6 9.659 2

P <<0.05 <<0.05 <<0. 05

2.3 I3 IESR BRI P SP-D.CCLIS /KE40Hr X I3 (WP
BB SP-D.CCL18 /K #47 L4, MM i SP-D.CCL18 /K
PR TR B, 2R ASKIEE X (P<<0.0D), I
%3,
®3  MiFFEKELERKP SP-D.CCLIS
K FE B (£ 5,ng/mL)

S n SP-D CCL18
IfiL 35 98 296. 28421, 57 2.1840.28
W4 BT 98 2.294+1.05 1.7640. 16
! 59.287 1 16.769 2
P <0.05 <0.05

2.4 FIEbR SR I D B8 BMI A KM BT KRR
S EEW SP-D,CCLI1S, il i SP-D.CCL18,CC16 45 #5 % 5 4F
W U L i 2 B8 L BMI 48 R R AT AR O M 43 1T, 45 R W,
S BEEWR SP-D 5 Ml 2 1FE A28 (r=0. 298, P<<0. 05), 5
FEV1%pred, FEV1/FVC (%) & i # % (r = — 0. 318, —
0.402,P<C0.05); Ifil 7§ SP-D 5 ##% 52 IE 4 56 (r=10. 297, P<<
0.05), 5 FEV1% pred, FEV1/FVC (%) & i #§ 3¢ (r=—
0.278,—0.298,P<C0.05) ;L }% CC16 5 FEV1%pred . FEV1/
FVC(Y) i A% (r=—0.358,—0. 382, P<C0. 05) ; FE 5,4 BE TR
SP-D,CCL18 5 ffii 3 SP-D.CCL18,CC16 Z [a] #§ P ¥ 5 1F #H
K (P<0. 05) 5 Ho At 15 A5 5 4 1 L K0 &S L i 2 fiE . BMI % B R 6
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7 COPD &% HL il vh il T2 4E F . 5 COPD i & 9 ik Jé & ™
FREEE AR, Kelly %5 0F 58 & BL, 5 8 B 0 BEAH L,
COPD & & Ifi i CCL18 /KB 2 %5 &5 . H COPD 2t & )
BH M CCL1S Fak i Wik, AT B R, COPD B & I
% CCL18 /K i T B A HE . B COPD £ i =8 ) 8 3% 1 75
CCLI8 7K F & F COPD £ fi #1 f8 &, Ky DU WF < 4% %8 W
CCL18 JRA AL & B, 5 48 563Uk 3 A& — 5, #&78 CCLI18 7&
AN R COPD 85 WA V8 BE W M UL i 3 35 IR B AF7E
P25t LAl LRy COPD ™ 8 8 B K B v A 2 5 46 s

SP-D S il 5 1 1) J5C Do S8 % 5 T A Of FF 5 B ML AE — 218
PEPERE (0 K Btk JE PR AR T, Liv S0V LB,
COPD & % ML o SP-D £ 5K F W] B o T e A #f. B
COPD 7 2 g it SP-D ik /K af W 2 358 . Giizel 1
Rl . COPD H 3 M SP-D 3L K E sl 95% L F .
COPD 2t i 4 2995 KU B S B . AR BF 5% 4. 7%, COPD &
F ML VRS BEWP SP-D K F W) B T d BE R, B 7
COPD Zut: i 3], SP-D # IfiL 3 L WFA 8 ST HR 10 38 7K 9 8 1
F COPD ZEf# 1. 54 ¢ SCHR 38 S5 A — 3. 427 1M 75 . 0
S EEM R SP-D Al 4 S COPD 0 i 8 XU I B 8000 48 4%
COPD ST B M3 PSR B P SP-D KX FEY
COPD 2 Jin 7 Hi A8 3 48 P I I in 28 Bk 48 i g B A8 ki 34 6
20 1ML/ 58 O PR R A P R A 06, bR R R T 51 AL AR il v L 0
SBBEW T SP-D Fik i,

CC16 AT 03] 4 AE A 5 1 28 3%, B 0L LA BRI BL RE A
H Al H5 048 Wk 2 3 B H R . MacNeel™ #F 5% & B . COPD
S LY CCL6 A I 7K - B 18 i i e B . H COPD 95 17 %
fRBS B R M 3 CCL6 /K 7 B 8 JF & B i 7 CCL6 /K F 5
COPD 51 ™ & 2 J % Y) A 36, AT 58 /8, COPD & 3 i
AR B R CCL6 K - 3 B T fd R AR, BTE
COPD & Jin 5 B, Ifin 35 P8 B R CCL6 K- 7R B W 1
TF, 530k AR — 5, COPD 2tk hn 5 30 B 3 % R0 L4
RN 8RR e B TR 2 52 i, LA I 3 40l 4 5 5% vk IR B
i, HET S 3 CC16 R IR B0, I B MO IV 22 Ho At 1 2, 4k
T 51 ALK ML P8 B CCL16 KT B B 55 .

A FE 0 0 Bl SP-D. CCL18, 1f # SP-D.CCL18,
CC16 S5 4R 5 4E 0% I I il o7 B L BMI 45 [H] 28 9 47 4 56 1 43
Br 85 R 0P SV BER I T Hh SP-D 50 i 52 1EAH 56 (P<<
0.05), 5l Tl 8 2 £ 4H 6 (P<C0. 05); 1L i5 CC16 5 fizhfig 2
FA G (P<C0. 05); MF S ¥ %W SP-D,CCL18 5 i i SP-D.
CCL18.,CC16 Z [a] ¥ 1 ¥4 5% 1E A 96 (P<C0. 05) , WE AR 2 7 3¢
COPD 1 Hoog 15 T 1k i 5 % 00 A B8 181 25, il oy R A 0+ 1
FEV1%pred . FEV1/FVC(%) [ jz it COPD % 1% /™ & & & K
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U 18 0 5 B R A8 8 L I Y SP-DLCC16 55 il Ty B 114 4
S B b 3R R bR 2 IR) B A G M 5 R 2 B, 1 IR 48 B M
COPD Wt A EH 2 L.

EIER A B L E, YE SP-D,CCL18,CC16 [ 3535 % %
ZHE T . FFRE. Wk B 45 % 4% 5 40 803 7T % i SP-D.
CCL18.,CC16, [ It SP-D,CCL18,CC16 il 25 5 3 fifi b 45 &
SP-D.CCL18.CC16 &R IRBLFL M . 1 ¥ B SP-D,
CCL18,CC16 WfIT = ¥4 HE T AL A0 0 45 57 1 i, 32 5% il 19 [
/0 RETT 4 b R W il 3% SP-D.CCL18, CC16 7K 3 ¥ 45 4L ,
EE SR NI
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AT RERY I A0 45 ORI M . DR T AR T B TR KLY
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