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The correlation between the expression of HMGB1 and the airway
remodeling, pulmonary vascular reconstruction in rats

with chronic obstructive pulmonary disease and clinical significance
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[ Abstract]Objective ; To investigate the correlation between the expression of HMGB1 and the airway remodeling, pulmonary vascular
reconstruction in COPD. Methods :24 SD rats were divided into 3 groups randomly. Healthy control group (Group A):rats were bred
for 6 weeks in normal circumstance before controlling a test later. COPD group(Group B):200 g LPS was instilled intratracheally once
on d1 and d14 in all rats. These rats were exposed to cigarette smoke 1 h/d for 6 weeks. COPD and chronic hypoxia group (Group C):
200 g LPS was instilled intratracheally once on d1 and d14 and the rats were exposed to cigarette smoke 1 h/d for 6 weeks. In the last
2 weeks chronic hypoxia(Fi0,=0.18) 8 h/d were performed simultaneously. We studied airway wall remodeling and morphologic changes
of small pulmonary arteries. The positive expression of HMGB1 in lung tissue was examined by Western blot. Results : (D Compared
with group A, the ratio of bronchial wall thickness over bronchial external diameter (MT% )and the ratio of bronchial wall area
over lotal area(MA% )were significantly higher in group B&C(P<0.05). @The muscularization of intra—aveolar arteries in group B&C
was more severe than that in group A (P<0.05). The cross—sectional medial vascular wall area of pulmonary arteries was increased
significantly in group C(P<0.05).@)Western blot showed that compared with group A ,the expression of HMGBI protein in group
B&C was significantly increased (P<0.05). The expression of HMGBI protein in group C was higher than that of group B(P<0.05).
Conclusion : With the progression of COPD,the airway remodeling and pulmonary vascular reconstruction aggravates progressively,

while the expression of HMGB1 is increased in lung tissue. There may be some relevance between the expression of HMGBI and the
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Fig.1 Changes of pathology in lung(HE strains,200 x )
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Tab.1 Analysis of indexes of airway remodelin (x s )

2051 n MT% MA%
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Fig.2 Structural changes of pulmonary vascular in groups
( VG& Victoria blue strains, 400 x )
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Fig.3 Structural changes of airway in groups
(VG& Victoria blue strains, 400 x )
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Fig.4 Western blot amplification of HMGB1 protein in groups

HMGB1 FHH A B.C 415 A 4l 4, B 45 C 4R
BRI 22508, PAE 1M 0.000.,0.000.,0.032,,
2.5 AAKMSH

V4 S 4 S T TS AT MT% R I 55 T A8 467 WT%
LRI HMGB1 2 (3 ik malbt pA e v i, &
WA EFE A FEAR MT% St/ K WT9% 4555 F HMGBL 2 1
MIZRIE S IEAE D (r 43510 0.637 ,0.703, P 34<0.05, P {E 4535
43 0.010.,0.000) ,

3 #

HMGBI J&—> 8 & 91 H) B i 25 2 48 350 ) 240 it 1A
T, HAFE AV F IR, E ] - s 2 i ek b, i
SRS, 7 AR T VR S B AT R AE LA S
iE SN R EEAE R, WY Z B, HMGB ml i@ ad o 4 b A
o IE A E T AL AN | P9 R 20 M 55 ISR A — R 41
RN BN RAE T : VEGF [TNF-o S AZ AN b £ 1 -

®2 MIMEERIER (xxs)

Tab.2 Analysis of indexes of pulmonary vascular reconstruction (x +s )

2151 n MA% PMA% NMA% WT% WA%
A 8 20.69 + 1.87 1742 £1.62 61.89 +5.31 17.55+1.76 42.84+453
B 8 34.52+ 1.56° 15.25 £1.96 50.23 £2.42° 21.23 + 1.88" 46.82 + 476
o 8 36.63 +2.13° 15.03 £5.23 4834 236" 2932 +2.15" 63.15 +3.94"
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*3 MHELAN HVGB1 EERIALEE (x£5)
Tab.3 Expression of HMGB1 protein in groups ( x +s )

2H 51 n HMGB1/B-actin
A 8 0.581 + 0.030
B 8 1.246 +0.257"
o 8 1.525 +0.095*

T 5 A ZHEER, *, P<0.05; 5 B 4ELAEL #, P<0.05
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