AEINGREE 235 (L FRR)2013 4E 6 A58 7 %5 12 1] Chin J Clinicians ( Electronic Edition) ,June 15,2013 ,Vol.7 ,No. 12 « 5255

168 14 BH 2 M i B i 8 B IV 2R K CF Y
A B OIL-6 B G R

Rt K

(FAZ] B e ie R ZEPEImEOR (COPD ) S M B #67 HT 5 ML 8 KRy 22
1k, K5 Gt F 40 A %ﬂm@%ﬁf@%ﬁTﬁ&%fCWDﬁMﬁ%dﬁ¢mﬁx [ B 38
40T COPD 2 M E IR # T R 5 =2 A A kil 8 BRI AHSCH:, T8 R 5 CoPD JindE
WIS ERENCR, ik EH8 2011 4£8 HE 2012 452 H K COPD BN, FH/RIEER K%
S — B B B R B (0 B 60 9], 4R IS (68.4 +7.8) %, I HEBR b IRE | 45 4% 41 4005 T D Rk i
I&ﬁﬁﬁ#ﬁﬁﬁﬁﬁﬂAJH%WﬂM~UmeFﬂﬁAﬁE@ FARBFRITHT G Rk A
BRI | 2500 J5 VBT , 300 3t S e 8 ) 52 8 28 0 16 (WK, 4398 2500 -6 7EIRYT R 5 1Y 22 Stk &
ARG, AR S o I s Al It S0 B AR E SRR ISR, 43 IS R 5 PaCO, | PaO, |
Sa0, FEV1 FEV1/FVC MAHEMZ T . TR OB EIEL £ brmi 2209 7 XFRoR , 22 5700 LU ISR ST REAS ¢ A
%Aﬁﬁ%¢ St 22 B AR G FHZR AR 0T 12 (Pearson %) , 58 (1) COPD SN E I B VA TR INL
I ZE K[ (4.41 £1.18) ng/ml | & TIAIF)E [ (2.53 £0.70) ng/ml |, 22 5 BAT B3E (P <0.001) 5 (2) COPD
S EINER S FIET RTINS 1L-6 /K[ (516.49 £81.47) pe/ml ] THAYFIG[ (317.79 £37. 47 ) pe/ml] , 5 F H
A BFEME(P <0.001) ;(3)COPD 3 2 i 1A i 7598 25 15 116 52 3 IEAHE (r =0. 598 , P <0. 001 ) , 1fif
IR AT E WG —F AR (r = —0.120,P>0.05) ;(4) COPD H2 3 201 in 35 BART 13598 25 5 545
Wras RAHSE AT 5 Ak R 2 B IEA S (r =0.490,P <0.001 ) , 51l 54 K2 B AL (r =
-0.702,P <0.001) , 5 i A FE R BEFAAE(r = —0.656,P <0.001) ;(5) COPD & & Jin 55 1 s 1y
TR SRS RRES R AT 5 FEVE 2B EAAHE(r= -0.620,P <0.001),5 FEVI/FVC J&
FHICHE(r= -0.210,P >0.05) , Z5i€ COPD & 2 MM E AT M if 98 20 1L-6 KPRk e BT 3 w2 7t
o, H B A R R ATRE A COPD in = IS (1 R PEFRIC ) s 98 55 COPD U Stk in a4
I AR AR B 2 SR SEBE 389 B YD OG & | DR s 2R P BB AR DA 1 T SR T A —

[RgIA] g etEpHZEr:; WE;, AZin e

The relationship between leptin and IL-6 in patients with chronic obstructive pulmonary disease CHI Xiao-
wen , ZHANG Wei. Department of Pediairics , The First Affiliated Hospital of Harbin Medical University , Harbin 150001 ,
China
Corresponding author ; ZHANG Wei , Email ; cxwjs1718@ 163. com

[ Abstract] Objective To investigate the change of serum leptin , interleukin (IL)-6 in various period of
chronic obstructive pulmonary disease ( COPD ), and observe the correlation between leptin and IL-6 in acute
exacerbation of COPD patients . At the same time we observe the correlation between serum leptin and PaCO , , PaO, ,
Sa0, ,FEV1,FEV1/FVC in acute exacerbation of COPD patients to know the relationship between serum leptin and
severity of COPD. Methods Blood samples were obtained from total 60 male patients with acute exacerbation of
COPD, whose average age was (68.4 + 7.8 ) years. They were all treated in Respiratory Department of the First
Clinical Medical College of Harbin Medical University during August 2011 to February 2012. After breathing medical
therapy , they were all into clinical recovery. The leptin and IL-6 were detected by the radioinmmunity method . We
compare the difference of serum leptin , IL-6 level between patients pre-treatment and after-treatment. At the same
time we do the correlation analysis between serum leptin and IL -6 level in acute exacerbation of COPD. We do the

correlation analysis between serum leptin level and article blood gas index and lung ventilation function index of
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patients with acute exacerbation of COPD . The arterial blood gas was analyzed with type blood gas analyzer . The
pulmonary function was detected by the pulmonary function meter . The difference of measurement data was compared
with the independent i-test. The linear correlation was used to analyze the correlation among the data . Results The
concentrations of leptin (4.41 + 1. 18 ) ng/ml in patients with COPD during acute exacerbation were significantly
higher than it in stable stage (2. 53 £0. 70 ) ng/ml( P <0. 001 ). The concentrations of IL-6 (516.49 +81.47 ) pg/ml
in patients with COPD during acute exacerbation were significantly higher than it in stable stage (317.79 +37.47)
pg/ml(P <0.001). The level of leptin with COPD during acute exacerbation correlated positively with IL -6 (P <
0.01). The level of leptin with COPD correlated positively with PaCO, ( P < 0.001 ) , and negative correlated with
Pa0,,Sa0, ,FEVI (P <0.001 ). Conclusion The concentrations of leptin and IL-6 in patients of COPD during
acute exacerbation were significantly increased , and the level of leptin was correlated positively with IL -6. So leptin
may be taken as the inflammation marker in the acute exacerbation phase of COPD . The concentrations of leptin in
patients of COPD during acute exacerbation have a good correlation with the lack of oxygen ,carbon dioxide retention

and the spring of airway. It can be used to evaluate the severity of COPD .
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