P RS2 R (H AR 535 B 1
- 58 - ACTA UNIVERSITATIS MEDICINALIS NANJING(Natural Science) 2015 4F 1

BYTHREXNHEEEREMEZEMEMREEEMINEE . SIERE K SN
EI’J;?/IJI']

A RLE SRR ARRSE R RLEE@EY
(" P BERRA MR BB PR VISR B AT 210011 57 B At BERFEES — MR BEBE IR VIR REAt 210029)

[ E] HE M A st b &R 118 B ZEME I (COPD ) SR Dl B S 40 RE LA B S AL B e, Joik
60 il COPD B EBENL Bk IR AT 2H , AF4H 30 4], X FR2H 8 B P A M 23 1 /48 S0 8 & TR AR (15 26 T R
TR VRIT A 5 PTER AR IR AR A e TR, 2RI R FAYT 5 58 24 JR 4y SIE I DR R A | 5 5908 vh 2 Pk 40 43
A LA S I 768 A A AL (SOD) (PR 8 (MDA ) FLE BT AL BETT (TAOC) A, 48 5% - X FRZH AR T BT IR 55 1 B0
JIVFSEF(FEY,) FEV, s BUHE E 43 L (FEV, %) LI FEV, 5 F D it i 7 43 Ll (FEV/FVC) B 2 30 (P 1) < 0.001), H
RITAITAE T X IR (P ¥ < 0.05) ; ALIRYT IS 175 T8 b b MR A0 A L 1R 1, B W 40 B 810 o35, S5 9897 AH Lo A et
Ex(Pi@ < 0.001), HIATF AP T3 R4 (P ¥ < 0.001) ; XF IR FNIGY 7 406975 1L 7% SOD F1 TAOC T MDA &, 5
IR A GEH 2 F S (P Y < 0.05) , HIAIT AU TRHELH (P 34 < 0.001) 2518 1 A AT 403 COPD SR lishfig , ik
fbé:uvxrifiﬂj,ﬁn—?ﬁﬂﬂlﬁm%ﬁ%ﬁo
(R ALVERLZEVERRBON ; (500 TR0 ; 12 5 S AL
[HESZES] R563 [XHFRERD] A [XEHE] 1007-4368(2015)01-058-04
doi;10.7655/NYDXBNS20150112

Effects of Bailing capsule on pulmonary function,airway inflammation and oxidative stress
in patients with moderate to severe chronic obstructive pulmonary disease
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[Abstract] Objective: To observe the clinical effects of bailing capsule on pulmonary function, airway inflammation and oxidative
stress in patients with moderate to severe chronic obstructive pulmonary disease (COPD). Methods: Sixty patients with moderate to severe
COPD were randomly divided into two groups: the control group and the treatment group. Every group contained 30 patients. The control
group was treated with symbicort turbuhaler,and the treatment group was treated with symbicort turbuhaler plus bailing capsule. The
pulmonary function and the inflammatory cells classification in induced sputum were measured before and after treatment(24 weeks).
Serum superoxide dismutase(SOD), malondialdehyde (MDA) and total antioxidant capacity (TAOC) in serum were detected in the two
groups. Results; Forced expiratory volume in 1 second (FEV,), FEV1% and FEV forced expiratory volume(FEV,/FVC% ) were
significantly improved after treatment in the control group and the treatment group compared to pretreatment(all P < 0.001), and all were
better in the treatment group than that of the control group(all P< 0.05); The percentage of neutrophils was decreased and the percentage of
macrophages was increased in induced sputum after treatment in both groups compared with pretreatment (all P< 0.001), and the changes
are more significat in the treatment group compared to the control group(all P < 0.001); The levels of SOD and TAOC were enhanced, and
level of MDA was reduced after treatment in the control group and treatment group compared to pretreatment (all P < 0.05), and the
changes are more remarkable in. the treatment group compared to the control group(all P < 0.001). Conclusion;Bailing capsule could
improve pulmonary function, reduce airway inflammation and inhibit oxidative stress in COPD patients.
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Figure 1 Comparison of lung function in the two groups before and after treatment
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Figure 2 Comparison of inflammatory cell ratios in induced sputum in the two groups before and after treatment
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Figure 3 Comparison of serum levels of oxidative stress indicators in the two groups before and after treatment
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