$AEF 20229 A% 51 A% 18 M 3161

Ay = /‘_ ==
BE - MGERMZR  doi.10.3969/5. issn. 1671-8348. 2022, 18, 020
WM& E % https://kns. cnki. net/kems/detail/50. 1097. r. 20220516. 1948. 002, html(2022-05-17)

CXCLI3 EXSERmBENREFERARES

ERE - S N SR S I | N c S
(1. KEXFWEHLERTFRE L ETREEFA, T TKRE 116021;2. KEXFHWEPLERSFRE
AEREEF—H,ITFTKRE 116001;3. @wN FEFHFR - mI FARERTFRE & EEA, R 610072)

[({HE] BH HiTHLLAFRAKI3EACXCLIDAFLE £ 452w P 2 BKE S E(IgE) B EE
@M (EOS) R AF sy ak ey da ke, ik #B 2019 4% 3 A £ 2021 4 3 A K&K FHBH L ERIKE 100 4)
FAFEREFAFRTE L PEREAED 60 B (EHAFL) BEHLEH 40 6 (REHFLH), F LRE
B R P S kA g 40 Bl R E R BEAE AR BA, FTA R R8T ELISA % & Hlad A 4L e 7
CXCL13,IgE.EOS #9 &k kK F AE B ] 72 h A R &M fete &, 3% CXCL13 &8 &b & 1F 80 89 & ik KT,
% LA ME 254 CXCLI3 5 IgE.EOS A e 48 % 1E ., 23X F TAE44E(ROC) ¥ & 4 47 CXCL13,1gE.
EOS »F 2 M A AE0g FAM 2 ft, R LB A4 CXCLI3IgGE.EOS K-F & F12 S AMfefe Ert B, HI%
MREME THEMNBE, 2FA%TFENL(P<0.05), &HAMEAE 1 HAAFAERFEVD . 1 & A
At A ERE AAMEZWA(FEVI/FVO) . 1 HAAFAER &AL E 5 (FEV1 Yopred) 1& T12 B4
Griifefd R RA, AREFSAKTRESRA,ZFALTFEL(P<0.05), 2ALLBRRASHERE
T iE CXCL13 5 IgE.EOS 2 E48%,5 FEV1.FEV1/FVC.FEV1%pred £ fi #48 % (P <{0. 05)., ROC # £
27 ,CXCL13 Affm &M LA AF ey 2 st & T IgE.EOS, it CXCLI3 T A M X & T % &l X IE0 s
FRAE AT,

[XBR] LAFER;BAUE T HUETFRAISZG;EREEM; LAREG E; ik

[FEZESES] R562.2-+5 [XiktRiRE] A [XEHS] 1671-8348(2022)18-3161-05

Expression of CXCL13 in patients with bronchial asthma and its

correlation with IgE,EOS and lung function”
WANG Jing' ,MIAO Shu',TONG Jingping' \WANG Tao®,SUN Wei*"

(1. Department of Respiratory and Critical Care Medicine s Xinhua Hospital Affiliated to
Dalian University sDalian s Liaoning 116021,China ;2. First Department of Respiratory
and Critical Care Medicine , Zhongshan Hospital Affiliated to Dalian University ,
Dalian ,Liaoning 116001,China ;3. Department of Respiratory and Critical Care
Medicine s Sichuan Academy of Medical Sciences * Sichuan Provincial
People’s Hospital »Chengdu »Sichuan 610072 ,China)

[Abstract] Objective To explore the relationship between the level of C-X-C chemokine ligand 13 (CX-
CL13) and eosinophils (EOS) ,immunoglobulin E (IGE) and lung function in bronchial asthma. Methods A
total of 100 patients with bronchial asthma treated in this hospital from March 2019 to March 2021 were se-
lected as the study subjects,including 60 cases of acute attack (the acute attack group) and 40 cases of chronic
duration (the chronic duration group). In the same period, 40 healthy volunteers who underwent the physical

examination in the physical examination center of this hospital were selected as the healthy control group. ELISA and
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routine blood biochemistry were used to detect the expression levels of the serum CXCL13,IgE and EOS in
study population. The pulmonary function examination was improved within 72 hours of hospitalization. Ac-
cording to the expression level of CXCL13 in acute attack, the multiple linear regression was used to analyze
the correlation between CXCL13 and IgE,EOS and pulmonary function. The receiver operating characteristics
(ROC) curve was used to analyze the predictive efficacy of CXCL13, IgE and EOS on the acute attack.
Results The serum expression levels of CXCL13,IgE and EOS in the acute attack group were higher than
those in the chronic duration group and the healthy control group,and the serum expression levels in the chro-
nic duration group were higher than those in the healthy control group. The differences were statistically sig-
nificant (P <C0. 05). The first second forced expiratory volume (FEV1),the ratio of first second forced expira-
tory volume to forced vital capacity (FEV1/FVC) and the percentage of first second forced expiratory volume
in the predicted value (FEV1%pred) in the acute attack group were lower than those in the chronic duration
group and the healthy control group,and the above indexes in the chronic duration group were lower than
those in the healthy control group. The differences were statistically significant (P<C0. 05). Multiple linear re-
gression analysis showed that serum CXCL13 was positively correlated with IgE and EOS levels in patients
with bronchial asthma,and negatively correlated with FEV1,FEV1/FVC and FEV1% pred (P <0. 05). The
ROC curve analysis showed that the predictive efficacy of CXCL13 was better than that of IgE and EOS as a

biomarker for predicting acute attack. Conclusion CXCL13 can be used as a clinical index to predict the acute

attack of bronchial asthma.
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