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[(FE] B WS TE IS kX 08 : BE 28 M il 52 995 2 M = 451 (AECOPD) &8 3% 1178 11 4l il /v 3 (1L) -6, IL-8, e IR 5t
K (TNF) -o, Ifil 3 #8 8 C 2 0 25 (1 (hs-CRP) Fl ifil 3¢ 2F 2 25 (5 B (Fg) KPR IS — B AL & (FeNO) #1952 i, DLR 3 H X
AECOPD WRITHE . F7i% 4% 64 f] AECOPD & 3 BfiHL 53 o XF BRZH FIA Y7 41, X BRZA 45 7 AECOPD 5 #L P4 253897 IR JT 7
B RLVE 25 A YT AL AL L I T AR R, IS A Y I DR YT R IR T BT S LS TL-6, TL-8 , TNF-a, hs-CRP, 1fil 7T } il 3¢ Fg
1 FeNO AP HaAR I 2L . 85 FR IRITAUA B0 90. 63% (29/32) , i T X HRAL 71. 88% (23/32) (P <0.05) 5 3447 il 1 24 A& 4 1fiL
i 1L-6,1L-8 , TNF-a, hs-CRP, Ifi. T K MfiL 3K Fg Al FeNO KV L HE, 22 7 R Gt 24 B 1097 5 AR TL-6, 1 L4 T6 7 1 G 1 35 748
b, ZRIGIE IR JE A TL-8 , TNF-o, hs-CRP K Il 3¢ Fg Al FeNO 7K P56 A W 3 k3 (P <0.05) {AIG 7 418 1]
HARF-BEAR T (P <0.05) o 8538« 15 Il 1 1fil 19 %F FH% XF AECOPD g 35 {4 Py 48 0 2 i B AT — 5 B9 9 15 /B F L BE AIK AECOPD i
# TL-8 ,TNF-a,hs-CRP 3¢ Fg,FeNO /K-, T & ¥R ITFAVER .
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Effects of Qinda Decoction on Plasma Fibrinogen and Serum Inflammatory
Cytokines and Plasma Fibrinogen of Patients with Acute Exacerbation of

Chronic Obstructive Pulmonary Disease
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[ Abstract | Objective; To observe Qingfei Huoxue methods on serum interleukin (IL) -6, serum
interleukin (IL)-8, tumor necrosis factor ( TNF)-a, serum high sensitivity (hs-CRP) and plasma fibrinogen ( Fg)
and exhaled nitric oxide ( FeNO) of patients with acute exacerbation of chronic obstructive pulmonary disease
(AECOPD), so as to study the efficacy on AECOPD. Method: Totally 64 cases of AECOPD patients was
randomly divided into control and treatment groups. Control group was given routine western medicine therapy,
while treatment group was provided Qindan decoction in addition to the routine western medicine therapy. Their
clinical effects and changes in serum IL-6, and IL-8, and TNF-«, and hs-CRP, and ESR and the plasma Fg and
FeNO levels before and after the treatment were observed. Result; Efficiency of the treatment group was 90. 63 %
(29/32), which was higher than 71.88% (23/32) in the control group (P < 0.05), before the treatment,
patients of both groups showed no statistically significant difference in IL-6, IL-8, TNF-«, hs-CRP, ESR and Fg
and FeNO levels in plasma, after the treatment, the two groups showed no significant change in IL-6 and ESR, with

no statistically significant difference, but significant changes in IL-8, TNF-a, hs-CRP and plasma Fg and FeNO
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levels (P <0.05); however, the treatment group was significantly inferior to the control group (P < 0.05).

Conclusion: Qindan decoction has a certain effect in regulating inflammatory responses of patients with AECOPD

and reducing their serum IL-8, TNF-a, hs-CRP and plasma Fg, FeNO levels.
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1.7 WELH5F5  IME IL-6,1L-8, TNF-a, hs-CRP £
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1.8 Hiit2Eirik NS4k SPSS 17.0 #i 4
ALHEAT TR & £5 FoR AT ¢ K56 HE AT 4 1)
P R RN H X R, IR L S, P <
0.05 AESFAHLIEE L,

2 SR

2.1 WA BRHEGIKIT R WRITHEREN
90. 63% , X} HRZH A &3 71.88% ,i0 Y7 H B &
TXMRA, ZRAgI R L (P<0.05), WK1,
#1 WAREEFRTRELR

Table 1 Comparison of clinical efficacy between two groups

20 51 SR/ OB/ R BRAER/ (%)
BIT 11 18 3 29(90.63)"
popid 9 14 9 23(71.88)

T SRR Y P <0.05,

2.2 WALERAHFIRITHTS M 10-6 ,1L-8 , TNF-a X Ifi
WP 45 P4 # G AT LYY 1L-6,1L-8,
TNF-a K I3 Fg K7 L8, 26 5 G012 2 3R
IR WAL TL-6 eI yT HJC AL 36T R P
P TL-8 , TNF-a M 13 Fg KV 8RTA 8%tk
(P <0.05) ,fHIRYF 4153 LK T FRAR B 35 (P <
0.05), W2,

IL-6,IL-8, TNF-a R Il 5% Fg T LLE (v = 5,0 =32)

Table 2 Comparison of serum IL-6,IL-8 , TNF-a, plasma Fg before and after treatment between two groups(x +s,n =32)

Zipl FRF i) IL-6 /ng-L~' IL-8 /ng-L~" TNF-a/ng-L ™' Fg/g-1""

BIF VBT T 4.25+2.13 5.58 £2.28 2.79+1.23 4.94 £0.54
GBI e 3.63 £0. 67 2.10 £0.47"% 1.18 +0.22"% 2.69 +0.57"%

Xf R YBIT T 3.93+1.76 6.45 +2.47 2.51+0.79 4.81 £0.46
BT R 3.64 £1.04 5.52+1.91" 2.44 +0.63" 3.57 +0.61"

T S ARMHBTFRTILE P <0.05; 5% AL IR IF 5 lLEE P <0.05 (£ 3 ) .

2.3 W4 B FEIGITRIE FeNO, hs-CRP, Jfil 7T (ESR)
KA A WAL iR 4 IR Y7 1T FeNO, hs-CRP,
ESR W2 F G % & L WA B ERIT )5 ESR
BORIT R G 3 A5 1k, Wi 4L B F VA U7 )5 FeNO, hs-
CRP JK-F- #5422 3% (P <0.05) , {HIR 7 H 18
Xf B 7K B 3 (P <0.05) . L3R 3,
3 it
COPD Jg T = 2% i Jik 7 0 W, A 55 o o 3 2L
FEfil , AECOPD Hi AL 2y N A 2 4% A IR A8 L Y
HNEAR LA AR AE B R 2 o Rtk % AECOPD
IR TT T Il AR AR A 3 Il 2 DG B, 44 LA A1 <o
R, AR 56 R FH 3 il 3 1 vk R 7Y AECOPD, [ #1145
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®3 WHBFRITHE FeNO,hs-CRP,ESR K F TR LB (7 =5,
n=32)
Table 3 Comparison of FeNO, hs-CRP, ESR before and after

freatment between two groups(x +s,n =32)

A B FeNO/pph hs-CRP/mg-1, ™! ESR /mm+h ™!
WRIT ORITHT 34.50 £10.41 18.60 +32.75 26. 14 +21.50
WIFE  16.32£8.70"% 7.53£19.552)  24.84 £22.62
SR AT 35.35 £12.58 18.90 +32.45 26.03 +23.40
IR 21,31 £12.48"Y 12.30 £25.81" 25.18 +23.21

FHG 5 R A Y S I S B
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