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ABSTRACT Objective: To investigate the relationship between the level of CXCL12, inflammatory factors and pulmonary function
in patients with asthma. Methods: From October 2017 to October 2019, 106 patients with bronchial asthma were selected in our hospital,
including 67 patients in acute attack period (acute attack group), 39 patients in chronic duration period (chronic duration group), and 50
healthy volunteers for physical examination as the control group. Serum CXCL12 was detected, and the correlation between CXCL12
and inflammatory factors, lung function, eosinophil (EOS), Immunoglobulin E (IGE), Fractional Exhaled Nitric Oxide (FeNO) was
analyzed. Results: The levels of CXCL12, Interleukin-4 (IL-4), Interleukin-17A(IL-17A), Interleukin-13 (IL-13), EOS, IgE and FeNO in
the acute attack group were higher than those in the chronic persistent group and the control group (P < 0.05), and the levels of CXCL12,
IL-4, IL-17A, IL-13, EOS, IgE and FeNO in the chronic persistent group were higher than those in the control group (P < 0.05). The
forced expiratory volume in one second (FEV,), ratio of forced expiratory volume in one second/ forced vital capacity (FEV, / FVC) and
the percentage of forced expiratory volume in one second % of estimated value (FEV1% pred) in the acute attack group were lower than
those in the chronic attack group and the control group (P < 0.05). FEV,, FEV,/ FVC, FEV % PRED in chronic duration group were
lower than those in control group (P < 0.05). Multiple linear regression analysis showed that serum CXCL12 level was negatively
correlated with FEV, and FEV, / FVC in asthmatic patients (P < 0.05), and positively correlated with EOS, IgE, IL-4, IL-17A and IL-13
(P < 0.05). Conclusion: CXCLI12 may play an inflammatory role in the process of asthma. The serum level of CXCL12 can reflect the
severity of the disease and pulmonary ventilation function.
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., BEEVERYL 67 4,5 35 ], 4 32 f4l, 4% 21~53 %, F
14(38.25+£6.34) % , 1A i & 45 4% (body mass index , BMI )18 ~26
kg/m?,F-344(22.152.03 )kg/m?; K55 2 AR / Fi2 A [a] Sh~2d,
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kil FeNO 7K, 52034 W A 2 S B AN —E AL AR
AR e K, ST AR AL ES F BT REE R
L4 SitZE5Hh

KT SPSS 25.0 HEATEE M, VOB A R b 22
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2.1 Mm% CXCL12.IL-4 IL-17A IL-13 7k F Lb %5

&Pk % 1 #1413 CXCL12 IL-4 \IL-17A IL-13 7K 3F
TS S A R R IR (P<0.05) 18RRS4l
1M % CXCL12 IL-4 IL-17A IL-13 7K/ T %) BE 20 (P<<0.05),
W1,
2.2 =% EOS.IgE .FeNO tt#%

ML VE2H EOS  IgE \FeNO /K i T8 M Rrat i 2H A
XFHRZL(P<<0.05), P tApEe 4L i % EOS IgE FeNO /K5
TN A (P<0.05), W3 2,
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Table 1 Differences in serum levels of CXCL12, IL-4, IL-17A and IL-13 in the three groups (xxs )

Groups n CXCLI12(pg/L) IL-4(pg/mL) IL-17A(ng/L) IL-13(pg/mL)
Acute attack group 67 6.32+2.35® 142.13+53.26" 48.35£9.35® 27.53+6.95®
Chronic duration group 39 4.25+1.35* 103.25+42.15° 41.25+5.12° 12.35+4.25*
Control group 50 2.12+0.36 30.26+6.35 32.16+4.56 7.15+2.34
F 52.646 77.867 48.421 64.152
P 0.000 0.000 0.000 0.000

Note: compared with control group, *P<<0.05; Compared with chronic duration group, "P<<0.05.
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WA A XS IR (P<0.05), 8 PERFZLHI4] FEV, .FEV/FVC,
FEV %pred {&FX} IRZH (P<0.05), L% 3.

2.3 Z4HRMHThRELL R
2L VEWIZ FEV, FEV/FVC FEV Y%pred ik T8 474k

% 2 =% BOS.IgE . FeNO 7K FE R (x5 )
Table 2 Differences in EOS, IgE and FeNO levels among the three groups (x+s)

Groups n FEV (%) FEV/FVC(%) FEV,%pred(%)
Acute attack group 67 61.2242.35® 52.31+5.26® 42.13+4.72®
Chronic duration group 39 68.52+4.52* 62.35+7.52¢ 53.26+6.21°
Control group 50 83.56+6.21 83.26+9.58 89.35+8.25
F 57.251 19.562 28.755
P 0.000 0.000 0.000
Note: compared with control group, *P<<0.05; Compared with chronic duration group,*P<<0.05.
% 3 =48 FEV,.FEV/FVC.FEV %pred £ 8 (x+s)
Table 3 Differences in FEV,, FEV/FVC and FEV %pred among the three groups (x+s)
Groups n FEV (%) FEV/FVC(%) FEV,%pred(%)
Acute attack group 67 61.22+2.35% 52.31+5.26® 42.13+4.72®
Chronic duration group 39 68.52+4.52* 62.35+7.52¢ 53.26+6.21°
Control group 50 83.56+6.21 83.26+9.58 89.35+8.25
F 57.251 19.562 28.755
P 0.000 0.000 0.000

Note: compared with control group, *P<<0.05; Compared with chronic duration group, °P<<0.05.

24 TREWEEMTE CXCLI2 K EERhTIsE . 285 EFHn
EOS.IgE.FeNo 34

DL I3 CXCLI12 7K 5% 24 K 45 & ,EOS IgE .FeNo .FEV, .
FEV/FVC FEV %pred IL-4 IL-17A IL-13 24 {48 &, #1472 70

LAERNIH A0, 45253 CXCLI2 5 32 K8 B i B 3% FEVI,
FEV/FVC 2 fi#5¢ (P<0.05), 5 EOS.IgE IL-4 IL-17A .
IL-13 2 EAH)E(P<0.05), 5 FEV,%pred .FeNo J& B i A6 G #:
(P>0.05), i35 4.

F 4 CXCLI12 K FE5Rtzh e S iE EFF1 EOS . IgE . FeNo By % L&k 1% VA 5347
Table 4 Multiple linear regression analysis of CXCL12 levels and lung function, inflammatory factors, EOS, IgE, FeNo

Independent variables B 95%CI S.E. t P
EOS 1.552 1.025-6.351 0.625 6.166 0.032
IgE 1.607 1.065-8.566 0.351 20.961 0.003
FeNo 1.032 0.352-1.254 0.611 2.853 0.655
FEV, -2.351 1.023-18.235 0.416 31.939 0.000
FEV/FVC -3.261 1.352-21.548 0.513 40.408 0.000
FEV ,%pred -0.635 0.351-1.824 0.361 3.094 0.519
IL-4 2.351 1.356-29.351 0.615 14.614 0.005
IL-17A 2.752 1.425-32.694 0.521 27.901 0.000
IL-13 3.026 1.749-41.257 0.497 37.070 0.000
3 ik A0 AEJRAE SN e v R AR B A I B TSRS AL

I i e 2 R oo A H) P R R LR, ™ SRR A TR A
I I FITARNY, e R AL A2 2%, AT A by 2 i
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B V-3 LA S BT TIE LA R ST A 2 B e 1, 34
FUEF I, IR TR T | S A RS 3l A ELAE A 3

[KF CXCL12 N HAZ RS 5B I SRR 5G| 2 i
05 AR AR AR 7 R | RAEPE IS 5 2 g
JRAFHILARY, 18 78 S W M B FRTATL A R0 PR R SURIFE i AN
Z .o

CXCLI12 Y5 CXC %z {&k 4(CXCR4 ) H.AE FI#E 3B 22 iy
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KB CXCLI12 75 3 S 0 FR 3 /KOt B A i T v, L&
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