IREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol17 NO.24 AUG.2017 -+ 4723 .

doi: 10.13241/j.cnki.pmb.2017.24.030
A A B S IR YT 3 A A IR AR ¥ XL
JAF FBAE LT SR PR Rk i 55 0m
MR REHC REMS K E kR
(1 PHLTEE DU BEBE IR MR B 74 7100042 443850 K 2= I m B BErP I N Rl 1 & &% 710004
3 BEPUAE N RE BRI R B 1% 710068 ;4 PR AR TIER B/ B4 710068)

AE BRI A A 1848 28 F BNG T xR L A dh B o W BT SUR 3 o B 3 i JOM B R RT M e R
FH0., Tk k42014 2 A £ 2016 42 A TREFRAHSFHL AR L A E %8 85 123 4] RBRIKF £ %
2 A IELE 65 ) Ao B4R 58 4], YL WL B8 7 AT 6 ik A& 17(IL-17), @44 33(IL-33) A R4 5 % & B 9(MMP-9) A
A EEREIFS B SR ST A AERAR BRI E AT, ER IR L EABFE A 92.3%(60/65), B3 & T4 B4
(81.03%,P<<0.05), %77 /5, 20 % 469 o iF IL-17 IL-33 /K-F 574 57 aT A8 3 B F BAK(P<0.05), EULIER 40 % FA% T 5+ e (P<
0.05); # 4 do. % MMP-9 /K- 1574 57 BT A8 b £ 738 B4+t 5 & SL(P>0.05); WAL % 4 49 5 — AV A 1 oF R A AR(FEV) S 7F &,
iR (PEF) S & —# A AR A 5475 A /1 & B WAL(FEVI/FVC)/K-F 34 88 B3 hm, ALK L3k 354790 2 & T 4 1828 (P<0.05);
Z. G PRFASCGRQFANZEREFULAEZWAER TR FH TAHRBAES, Gid: HFIABBERS T ANETARE
FAEE R RARRE , TREER L RER R REMA R, BERITEFAFRE,

KERIT : 12 M 3 AR M R AR AR F s M2 4k 5 IL-33; MMP-9; SGRQ #F %~

RESFEE R562.25 CHMFIRAG:A TEHS:1673-6273(2017)24-4723-04

Clinical Efficacy of Budesonide and Formoterol Fumarate Powder in the
Treatment of Patients with Bronchial Asthma and Its Effect

on the Serum Levels of Inflammatory Factors
ZHAO Li-qun’, LI Ya-If, XU Ling-bir’, ZHANG Ji¢, ZHANG Juan-nr*
(1 Department of Respiratory Medicine, Xi'an No 4 hospital, Xi'an, Shaanxi, 710004, China;
2 Department of Respiratory Medicine, The Second Afftiliated Hospital of Xi'an JiaoTong University, Xi'an, Shaanxi, 710004, China;
3 Department of Respiratory Medicine, Shaanxi Provincial People's Hospital, Xi'an, Shaanxi, 710068, China;
4 Department of public health, Xi'an Medical University, Xi'an, Shaanxi, 710068, China)

ABSTRACT Objective: To explore the clinical efficacy of Budesonide and Formoterol Fumarate Powder in the treatment of patients
with bronchial asthma and its effect on the serum levels of inflammatory factors. Methods: 123 cases treated and diagnosed as bronchial
asthma in our hospital from February, 2014 to February, 2016 were randomly divided into the observation group (65 cases) and control
group (58 cases). The serum levels of IL-17, IL-33, MMP-9, pulmonaryfunction,quality of life, total effective rate and incidence of
adverse reactions were compared between the two groups. Results: The total effective rate of observation group was 92.3%, which was
significantly higher than that of the control group (81.03%, P<<0.05). After therapy, the serum level of IL-17, IL-33 in both groups were
largely decreased compared with those before therapy (p<<0.05), and those of observation group were significantly lower than the control
group (p <0.05); the serum level of MMP-9 in both groups showed no statistical difference compared with that of before therapy.
Similarly, the level of FEV1, PEF and FEV1/FVC of observation group were obviously increased compared with those before therapy
(p<<0.05) and were significantly higher than those of the control group (p<<0.05); the quality of life in the observation group was better
than that of the control group based on the SGRQ score (p <<0.05). Conclusion: Budesonide and Formoterol Fumarate Powder was
effective on the patients with chronic bronchial asthma, which could control the inflammatory reactions, improve the pulmonary function
as well as the quality of life.
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Table 1 Comparison of the clinical effect between the two groups [n(%)]

Groups Number Excellent Effective Invalid Total effective rate
Observation group 65 39 21 5 92.3%*
Control group 58 27 20 11 81.03%

Note: compared with control group, *P<0.05;
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Table 2 Comparison of the serum IL-17, IL-33, MMP-9 levels between the two groups before and after the therapy [x+s]

IL-17(ng/L) IL-33(ng/L) MMP-9(pug/L)
Groups Number
Before therapy After therapy Before therapy After therapy Before therapy After therapy
Observation
65 9.65+ 1.25 7.55% 1.29® 15.63+ 4.22 12.39+ 2.31* 22,72+ 2.19 21.74% 1.35
group
Control group 58 9.63+ 1.37 8.49% 1.17* 15.84+ 3.99 14.09+ 2.18* 22.59+ 1.97 22.16% 1.22
Note: compared with before therapy, “P<0.05; after therapy, compared with control group, *P<0.05.
3 WABERITRTRIMINAE LB [xs]
Table 3 Comparison of the pulmonary function between the two groups before and after the therapy [x:s]
FEV1(%) FEV1/FVC(%) PEF(L/min)
Groups Number
Before therapy After therapy Before therapy After therapy Before therapy After therapy
Observation
65 65.4+ 4.25 73.15¢ 3.2% 55.3+ 5.02 68.39+ 531* 54.22+ 7.28 64.74% 4.75®
group
Control group 58 65.13+ 3.37 68.49% 4.17* 54.84+ 4.99 60.09+ 5.18¢ 53.89% 6.81 59.03+ 5.14¢
Note: compared with before therapy, *P<0.05; after therapy, compared with control group, "P<0.05.
* 4 A BERITAEEEREBRE BRI L [xs]
Table 4 Comparison of life quality between the two groups before and after the therapy [x+s]
After therapy
Groups Number Before therapy
1 month 2 month 3 month
Observation group 65 54.62+ 17.36 51.84+ 15.39 4547+ 16.33° 41.29% 15.71%
Control group 58 54.47% 16.11 52.79%+ 15.38 48.19% 15.69* 4477+ 15.12°

Note: compared with before therapy, P<0.05; before therapy, compared with control group, *P<0.05; after therapy, compared with control group, P<0.05.
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