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Clinical significance of Copeptin and HMGBI1 in patients
with chronic obstructive pulmonary disease

HUANG Xinliang, BAI Tiao,CUI Yingxue,et al
( Department of Geriatrics , Ninth Hospital of Xi "an ,Xi’an ,Shaanxi 710054 , China )

Abstract: Objective To evaluate the clinical significance of Copeptin and HMGB1 in patients with chronic ob-

structive pulmonary disease (COPD). Methods 72 patients with COPD in our hospital were analyzed,and divided into
mild group (n=15) ,moderate group (n= 28) ,severe group (n= 29) according to COPD comprehensive evaluation by the
disease from mild to severe.The levels of Copeptin and HMGB1 and the clinical significance of them in patients with COPD
The levels of serum Copeptin, HMGBI1, IL-13, TNF-«, tissue HMGB1 mRNA and protein were

elevated with degree of COPD.Hospitalization days in severe group were statistically significantly longer than those of mild,

were evaluated. Results

moderate groups.The Copeptin levels and hospitalization days among patients with acute exacerbation had positive correla-
tion. Conclusion The severity of COPD was positively related to the levels of Copeptin and HMGBI1. Therefore , which

can be used as a biological indicator to evaluate the severity of COPD in clinic.
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SYEA Y ARG, BIZE COPD 2k Ry, bk
AW EEAR bR Y B T i, e T AR R OE
A R ( Copeptin) H 39 /M2 FL R 2H 1l —
Fh 2 AHEE 11, RS 2 RN R 2 (AVP) Ji i &6
SRREL, AT SRR, TE R AR AVP & i
PRAR, SHLAAR S BB A e 45 5 AR5 AT AR T
i 5308 AVP 38N, AFSR A B, R 2200 0 I A8 S 2
M) AVP ZKP-35 B G T e, ELURIE 9 /2 B 5t 1E
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FHIC ., RTIT, AVP AR PEANERE , XE LA SE , T
Copeptin TERNRIL L AVP BMEEE , TClE DI 7
T2 A, FEMR AR A [ fige | ) 42000 5 R S e AVP
K R, AR ER AT A — R B LR o bR i )
K2 W COPDPY | AR BFST4RIE , J i B R IE R
H 1 ( High mobility group box-1 protein, HMGB1) 7E
COPD {9 % g HIL ] v 2 4 o224 1™, HMGBI fE
R A RE AR AT FIRREAE 1) 40 S AE A B, 2 5 2 A
AR AR ORI B A A, AR S 20
T2 58RI A RIAENL, FESAE N
AR I, HMGB1 AT /E R 5048 4 A ™)
2P LD RS R I AT SRR TBOR LA R 5 oA
S50 U B9 B, 5 F SR HE A HMGBI T f
57T COPD W EME RIS . AT R
TEHR T COPD J“H 2 5 Copeptin, HMGB1 7E
COPD Joipid fe i /K- 22K 15 B, 4878 HMGBI &
COPD Zm L A FH B2 e PR S

1 #H5 7

1.1 EERER 28 20154F 1 H ~2016 4 10 A
FIEEHHZ K 72 ] COPD HEAENAFFATS, A
PRt . 2 8 2007 AECIEPERH ZEME R BRI2 1R T8 /) P
HISBAREE IS N COPD B3, HERFRiE. &F
PR PR 0 i D) R B A e e 5 k3 L
MR B A IO BN SR RS, R
i COPD ZEAiPAHow s s 2 E 5 =4 .
(n=15) FPEH(n=28) FEHEH(n=29), BEH
15 ] AF4% 19~53(41.8+3.5) % i 1.5~ 13 (5.8
1.8)4F, HHEE4] 28 ], 4E# 20~53(41.8+3.5) & ;9
R 1.5~14(5.8£1.8) 4F, H AL 29 ], 4 19 ~ 54
(41.8+3.5) % ;T 1.6~ 13(5.8+1.8) 4F . FAAE®S
SRR LR TCI B 25 5, 22 R LG22 X (P>0.05) ,
FORLELA T et . ARG RIS B B A0 B2 B2 S5 LU
Fir s B A B E I RS

1.2 FENHFEEIRHA ABI 7300 %t & PCR
(B . ABL 7300, L il AE B R AR A A )
EL204 #Ri i+ K7 (8145 EL204, | 5. AR M R
AR A R A W) 5 Sl B R EE 1 (High
mobility group protein 1, HMGB1) 1 GAPDH ( N Z)
—Pr¥JI B Cell Signaling Technology 2 ) ; 41l
H#ERRAH,

1.3 ELISA £#&$5x S ELISA i 7 &6

W IfL 3% Copeptin . HMGB1 , IL-18 F1 TNF-a /K, fiff
ARG [ R U E T RT e BRI &
AR AT AE .
1.4 WHEE PCR K Trizol J7 ¥ 4 Wit 26
AU RNA, R AN 6B EE TN E RNA 4l Ak 3
Ja , B 2 FEAT 0 5k, A G cDNA, 2k H SYBR
green YL Bh vk AT A, A H Q-PCR % &
95 °C 10 min FiAEYE,95 °C 15 5,60 C 30 5,72 C
30 s, 474 40 DMER, BMEFR LK —IK CT {H,
Pi 27249144 HMGB1 & GAPDHd ) mRNA 23k 1%
UL, HMGB1 J2 GAPDH(NZ) 515 BANF
HMGB1: | #if 5l ¥ (5'-3') CATGGAT-
CAGAAACTCAGCAAAGTC
NS4 (5'-3") CATGCCATGCCT-
TGTCTTTGCCTGC
GAPDH: Fi%#51% (5'-3") CCTAGTTCGTCAT-
GGGTGTGAACCA
FUE 5l ¥ (5-3') GCCAGTAGAG-
GCAGGGATGATGTTC
1.5 ZEHENT ( Western blot) WO R
ZUREE ), Mk B 2 ( bicinchoninic acid, BCA) J7
P AR R, AT R K, R AL LA
20 g, LG 2 BRI £ M 5 ( polyvinylidene fluor-
ide ,PVDF) L J5,3% W BEAR W3 &L 2 b, 0 A &
HMGBI1 #l GAPDH —¥1,4 CHFH —Puid e, 5510k
17 TBST Ve, e J5 i E vt fr %, RH
Quantityone B 2571 58 #4404
1.6 SitEAHE  SLEEIEN A SPSS 17.0 #i4:
AT M, TR TR LB e FR v 2 (xs)
TR, R R R Jr 22 A Z A )T SR Le L
KR OC) K5 A i B0se By e, Bh P<
0.05 A ERHGIFE X,

2 &% R

21 EERMMEHERMBEME Copeptin 7K F
SRR R, PR TR A AR S A
GE AR ILE AR KT 2 A SR
(P ¥<0.05) ;15 BE2H LA, R A AR St
A ZZ AR O LT Copeptin ZKE T, Z9H
it B (P ¥1<0.05) s SR UL, P RE HEE
HEBE2PEIMEWILT Copeptin K FETHE, 5
AR L (P<0.05) , HIKRFE 1,



PHEFHFEE0TE A ES oM

F1 AMENEHSEMFEIME Copeptin 7K F (pmol /L)

2 n Sk ZZf# I

IZEEH 15  5.18+1.32 4.18+1.02
PR 28 9.28+1.35% 6.28+1.32°
iy 29 11.88+1.36%" 8.18+1.02%

S5REH L, a: P<0.05; 5 L, b: P< 0.05; 5 % 1]
WHLEE ¢ P<0.05

22 WEREHBEERXHERL B
ERE REIIK TRE P EH, 225 WA 51T E L
(P #<0.05) , Bk 2,

x2 BABEERXY

5 n B KB
B 15 10.18+1.32
A 28 12.28+1.35
EEA 29 17.88+1.36™

SRR H AL a: P<0.05; S AL HLES b P<0.05
2.3 IMiF Copeptin 7K F 5 ERBRE RXERE X S
P AR E 17 Copeptin K5 4E B KA
EAHXE(r=0.617,P<0.01) , HARLE 1,

35r

301 ¢ *
S 25 *
B 20 o .
28 15F * .
g LR
= 10F
5_
0 1 1 1
0 10 20 30
Copeptin(pmol/L)

E1

2.4 &AHBEMFE HMGBI IL-1B F1 TNF-a 7K F
52 LR, i B RS A AR AR I T HMGBI |
IL-1B #l TNF-a /KF-¥ T, 2R A it L (P
$1<0.05) ; 5 B4 a5 B2 AR A I HMGBI |
IL-1B Fl TNF-a /K V-3 Fb i, 2 A Gt = L (P
#1<0.05) . A& 3,
R3 KHABFIMEZ HMGBI IL-1p 1 TNF-o 7K F£

ZH 5 n  HMGBI(pg/L) IL-1B(ng/L) TNF-a( ng/L)
BEH 15 3.18x1.32 24.41£1.32 72.18+1.32
HE4 28 5.18+1.33° 26.18+1.34° 75.12+1.34°
EEH 29 7.23x1.31" 28.23+1.31% 77.23+1.37%

SRR HAE  a: P<0.05; S EEAL LA b P<0.05
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2.5 HREABRHEMAL HMGB1 mRNA F1E B FRIEK
F RT-PCR Fl Western blot 46 il 4% 4H #5 i
ZHZ1 HMGB1 mRNA FIEE R IE K, 5SREA
AR A B 4 21 HMGB1 mRNA FlEE H
RIRAF T, ZRA G275 L(P 1<0.05) 5
Syrp g 2 LA, A AR E il 41 21 HMGB1 mRNA
M A RBKETm, 25 AT E L(P <
0.05) ; HLUAR UL 4 FiE 2,

R4 FZEZ HMGB1 mRNA f1E A RiKKFETH

205 B R EEZ wEAH
RT-PCR JK (A HAH 0.92+0.12  1.23+0.12*°  1.62+0.34*
Western blot JKFE{HHH 0.95+0.12  1.33+0.12°  1.68+0.37™

S5 E . P<0.05; 59 4 A, b: P<0.05

HMGB1 o— ‘ —g—

GAPDH --"
REA A EEA
2 HMGB1 EHRIEKETY

3 #

H Hif COPD &2 2 M= A A R 56 it D g
KA IR 2T COPD #5372 B 1 2 W
R MR A P IR DR M | R R S I RAE AR A
I, Bty B— F WAR AR R PR COPD = B AR JEE
JEONE R, C N RS R R0 T R R
COPD MR ke Wi bn e . Ao Sz
W B2 B IR T /Y 2 B CopD 3 LT C
S EE H | Copeptin PIIIA: Y5 ) K517 o #2,
SRR, C ROV EE F KA ) 35 sh FE R 8K,
C SR KA E COPD FR 3590 ) 7™ A i
AR, Hid 5 52 B0 Bz i R 55 25 W) 9 52 W, T
Copeptin 7KF-HY 484k 5 X LL 25 Py () i FHIC G AL S
COPD FE W (1) 7™ 2 B 4G ¢, Hi Copeptin 7E {4
B SO RS E 1Y AR W T P G 5 ik B Dl TR
TS, 2N B R S WA PN 14 2 A i I A5 B8 A g 114 7™
AL, AWIEEIREY] BEE 5 COPD 4 Bk
FEE AR RN, BB LY Copeptin IKEIRBEE T,
$278 COPD f83# 1Y H AR B F Copeptin 7KV 52 1EAH
Ko B, PR H A R S E I i
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1% Copeptin K F-¥1 75, Wl RBJE T AE 2 hnE 4,
FEE T I T SRR 7 A 1) SR PR A0 PR 1 o
WOTER, AR E R RO K TR P,
VN S 0 R LT Copeptin 7K 543 B KRB IE
MK (r=0.618,P<0.05) ,#&/~ Copeptin 7KFF &5 A]
5 AR BERT R ZE K, B 7R P 1Y e AN BRAR . £5% b
AL, COPD FB35 iY ™ H F2 A1 Copeptin 7KF- 4 1E
HH5% , Copeptin 45 2 B N A COPD A9 /™ 5 72 1Y
VA6

H AT XTF COPD Wl &bl A 2 Fh i,
R P R T 2 1 TR 56, B0 88 2 A7 AR a0, JRR e I
U, AR U S R AR U S o, ROE R
ULAE COPD KA R JE MBI — H &2 F AR 1
FAL, HMGBI i Johns 7 20 42 60 4F10 % BEAY—
Tl P TS A 8 1 D) E A 5 TR T e 45 e PR Kk
AR MR RMA A, BEE HMGB1 1) & 2R, %
AL F X HMGB1 HEATRF SR 45 S0
HMGB1 7 485 5w 14 I % 22 45 vh Al BeVE S — A h
ODIRTT AL A B B 50 WA PO, i FLA m]
DIEHE TL-18 \ TNF-o S5 HABARAE T 1 0 . A
T HMGB 75 [ B G M 5200 45 R P35 05 14 &
SRHLT RS IR F EEAMER, ARTFFTas R,
Bli% 55 COPD fE 35 g ™ Ji i B 14 o, A6 25 I 375
fifiZ 23 b HMGB1 3 X A 85 (2635 /K S IR B & T
=, #8 COPD 3% Y )™ 2 2 Fl HMGB1 Rik K
PRIEAHDG, (AW, B A B I T HMGB1 5 [
FIER R AT, 135 R AE K+ IL-18 A1 TNF-
o KFIRBEE T, $E 78 HMGB1 A ] fE4E N 44
K77 COPD kA &Rl EEAEA

Zi LRk, COPD &3 1Y ™ 5 7% B2 Fl Copeptin
K HMGBI1 7KF- 52 1EAHOC, Bt 9 mT AR Sy il R | 3F
ffr COPD [ /™ B AR B (R AL 12 4B
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