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Changes in expressions of serum IL-13,TGF-B1,VEGF and their relationship

with airway inflammation and remodeling in patients with asthma
LIU Yongsheng,ZHOU Fachun
(Department of Emergency ,the First Affiliated Hospital ,Chongging Medical University)

[ Abstract]Objective: To discuss whether serum interleukin—13 (IL-13) , transforming growth factor—-B1(TGF-B1),vascular endothe—
lial growth factor(VEGF) play a regulatory role in the pathogenesis of chronic air way inflammation and remodeling and to explore its
possible way from the perspectives of cytokine. Methods ; Totally 36 cases of acute asthma at oneset stage (20 cases of moderate to
severe attack and 16 cases of mild attack),36 cases in remission and 36 healthy cases were enrolled. The venous blood was extracted
at the elbow. ELISA was used to determine serum [L-13, TGF-1 and VEGF level;lung function testing was performed on all patients
and the results were statistically analyzed. Results:The expressions of serum IL-13,TGF-B1 and VEGF were positively correlated in
patients with asthma. At the same time,the higher the serum concentrations of the above three indicators,the lower the forced expiratory
volume in the Ist s(FEV1) and the ratio of FEV1 to forced vital capacity (FEV1/FVC%) ,indicating that asthma becoming more and
more serious. The expressions of serum [L-13, TGF-B1 and VEGF were negatively correlated with FEV1 and FEV1/FVC%. Conclu—
sions; The network imbalance of IL-13,TGF-f1 and VEGF is one of the main mechanisms for asthma onset. Mutual influence and
promotion are found among the three indicators in chronic air way inflammation and remodeling. United detection of serum I1.-13,
TGF-B1 and VEGF is of great importance in judging disease severity and providing prognosis,auxiliary diagnosis and treatment for
patients with asthma.
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#*1 AEHIL-13.VEGF. TGF-p1 . AhIhgEiME K& L% ( x +5,pg/ml )
Tab.1 Measurement and comparison of IL-13,VEGF,TGF-B1 and pulmonary function detection among different groups ( x +s,pg/ml )
2H 5 BIE (n) 1L-13 VEGF TGF-B 1 FEVI FEVI/FVC%
A4 36 68.53 £ 13.11 421.95 +125.33 730.81 + 129.65 50.84 +£5.43 65.98 £ 4.65
B4 36 40.41 +£8.19* 214.09 +98.79* 476.07 £ 76.83* 86.68 +6.19* 75.15+4.17*
CH 36 22.28 £2.334 99.88 +34.754 321.03 £51.314 92.99 +3.624 84.56 +4.124

T SRR L, AL P<0.01; 5 R VEB L, %, P<0.01

*2 RIBEEEREX IL-13.VEGF. TGF-B1 RAfiIEE

G0 (x +5,pg/ml )

Tab.2 Influence of pathogenetic severity on IL-13,VEGF,TGF—B1 and pulmonary function( x +s,pg/ml )

215 %L (n) 1L-13 VEGF TGF-p FEV1 FEV1/FVC%
A2 16 78.81 +10.79 532.51+102.18 824.03 + 110.29 45.96 +2.92 61.67 +2.95
Al4 20 60.38 + 7.66 333.51 +46.59 656.23 + 90.49 5475 +3.95 69.43 +2.18
P{E <0.01 <0.01 <0.01 <0.01 <0.01
RN 7.18 9.14 5.56 -31.67 -19.53
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