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[ Abstract] Objective: To explore the correlation between serum insulin—like growth factor—1 (IGF-1),
vascular endothelial growth factor ( VEGF) , matrix metalloproteinase—9 ( MMP-9) levels and disease severity
in patients with combined pulmonary fibrosis and emphysema ( CPFE). Methods: A total of 58 patients with
CPFE in the hospital were enrolled as CPFE group, 30 patients with pulmonary fibrosis were enrolled as pul-
monary fibrosis group, 30 patients with simple emphysema were enrolled as emphysema group, and 30 healthy
controls were enrolled as control group between January 2015 and December 2021. The levels of serum IGF-
1, VEGF and MMP-9 were detected, and their differences in different groups were compared. The relation-
ship between serum IGF-1, VEGF, MMP-9 and pulmonary function indexes [ forced expiratory volume in 1
second (FEV1), forced vital capacity (FVC), FEVI/FVC], blood gas indexes [ partial pressure of arterial
blood oxygen (Pa0,) , partial pressure of carbon dioxide (PaCO,) ] was analyzed. Results: The levels of se-
rum [GF-1, VEGF and MMP-9 were the highest in pulmonary fibrosis group, followed by CPFE group, em-
physema group and control group (P<0.05). Pa0, level in CPFE group was lower than that in pulmonary fi-
brosis group and emphysema group (P<0.05), and FEV1/FVC was lower than that in pulmonary fibrosis
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group and emphysema group (P<0.05). The levels of serum IGF-1, VEGF and MMP~-9 was negatively cor-
related with PaO,(r=-0.379, -0. 357, -0. 283, P<0.05), while positively correlated with PaCO, (r=0.
394, 0.302, 0.330, P<0.05). The levels of serum IGF-1, VEGF and MMP -9 was negatively correlated
with FEV1 and FEV1I/FVC (r=-0.301, -0.246, -0.251, -0.411, -0.373, -0.310, P<0.05), while
positively correlated with FVC (r=0.271, 0.253, 0.234, P<0.05). Conclusion: The expression levels of
serum IGF-1, VEGF and MMP-9 are high in CPFE patients, which are negatively correlated with lung func-
tion, while positively correlated with partial pressure of blood oxygen. They can reflect pulmonary function and

limitation degree of ventilation function to a certain extent.
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05), Wk 1,

®1 MABEEANELBRLB (%) ,xxs]

¥ £
2151 " y = B o
CPFE 41 58 49(84.48) 9(15.52) 67.70+5. 34
Jii 45 4 AL 4 30 24(80.00) 6(20.00) 67.10£5.77
Jiff & ik 4 30 25(83.33) 5(16.67) 67.83+6. 02
Xt B 41 30 25(83.33) 5(16.67) 68. 15+6. 44
X*/F 0.287 0. 136
P 0.963 0. 873
1.2 7 &% 1.2.1  Jii g fie Bl R 48 47 AP 42 0 . CPFE 4 | it 4F
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il n IGF-1( pg/mL) VEGF(pg/mL) MMP-9(ng/mL)
CPFE 4 58 177. 61+25. 3302@ 390. 51+51. 7302@ 76. 40+13. 8429
Jiti 47 2 A 41 30 199. 05+30. 0672 442.78+60. 02V? 87.88+15. 0672
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il n FEVI(L) FVC(L) FEVI/FVC(%)
CPFE 4 58 1.87+0.30"% 2.66+0. 437 70.30+7. 057%%
il 41 e fe 4l 30 1.93x0.27" 2.60+0.39" 74.23x6.32"
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