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WmE: BH WK o 6)7ZAFE LSRN S KA (AECOPD) IR RACR . Frik 84 4] AE-
COPD SR 7 Jy WA URIXT BRAL, 4541 42 )0 X BRALAR B 25 F S U Ik G Hu A 3R O B i 3 R 4805 o R
7 TERCEERE b LSRR 2 T IIRIK o B UESNIAYT . WS 2 ALY RTG AN I CD4 ™ CD8 ™ | [ SRR/ 4
(NK) il % 135 TgA IgM TeG K-FA24k . Z55R WLESAH X HRLH SR #0097 A 8GR0 ) R 95. 2% F173. 8% , WL %%
BT DA TXIRAL(P <0.01) o WBJ7AT 2 48 1 s PR (FEVL) Il & (FVC) ) FEVL/
FVC B ZEF TG L (P >0.05) 3697 Ja WAL B FEVL I FEVI/FVC 83 & X 41 (P <0.05) ,{H 2
LR FVC R ER LG # L (P>0.05) o 67T 2 4L 5P I CD4 7 [ CD8 " \NK #4fi g /K F- Jz CD4 " /CD8 *
R ZES RG22 (P > 0.05) 53677 Ja M4 4L CD4™ NK i /K~ &% CD4"/CD8 " 2.3 & T X IR 41 (P <
0.05) ,CD8 " /K- REMR T X ML (P <0.05) o iAIT7HT 2 LB MTE TgA IgM IgG /K- L8022 S R ge it 78 L (P >
0.05) ,iA¥7 )5 2 AL ML 1A TgM 1gG /KP4 0 35 5 THATIRT (P <0.05) iR77 5 ML ML TeA TgM IgG 7K
FEFE R TXIRA (P <0.05) o & MIRIK o, ATLIER R AECOPD f8 5 (1 il D BE I S e DIRE .
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Effect of thymosin o, on acute exacerbation of chronic obstructive pulmonary disease in elderly
patients

HAN Xian-zhi

( Department of Internal Medicine ,the People's Hospital of Nanle County,Nanle 457400, Henan Province ,China)

Abstract: Objective To explore the effect of thymosin «, for the treatment of elderly patients with acute exacerbation
of chronic obstructive pulmonary disease( AECOPD ). Methods A total of 84 patients with AECOPD were divided into obser-
vation group and control group,42 cases in each group. The patients in control group were treated with bronchodilator agents,
antibiotics, glucocorticoids and oxygen inhale ;based on these,the patients in observation group were treated with thymosin «,
by subcutaneous injections. The changes of the levels of CD4 * ,CD8 * , natural killer(NK) cell in peripheral blood and IgA,
IgM,IgG in serum were observed before and after treatment in the two groups. Results The total effective rate in observation
group and control group was 95.2% and 73.8% ,respectively ;the total effective rate in observation group was higher than that
in control group(P <0.01). There was no significant difference in the forced expiratory volume in one second( FEV1) ,forced
vital capacity( FVC) and FEV1/FVC between the two groups before treatment( P >0.05) . The levels of FEV1 and FEV1/FVC
in observation group were significantly higher than those in control group after treatment( P <0.05). But there was no signifi-
cant difference in FVC between the two groups after treatment( P >0.05). There was no significant difference in the levels of
CD4*,CD8" ,CD4 " /CD8 " and NK cell in peripheral blood between the two groups before treatment( P >0.05). The levels of
CD4" ,CD4"/CD8 " and NK cell in observation group were significantly higher than those in control group after treatment( P <
0.05). The level of CD8 " in observation group was significantly lower than that in control group after treatment( P <0.05).
There was no significant difference in the levels of serum IgA,IgM and IgG between the two groups before treatment ( P >
0.05). The levels of serum IgA ,IgM and IgG after treatment were significantly higher than those before treatment in the two
groups( P <0.05). The levels of serum IgA,IgM and IgG in observation group were significantly higher than those in control
group after treatment( P <0.05). Conclusion Thymosin «, can improve the lung function and immune function of patients
with AECOPD.
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18 M [ 1 Bili %< 9% ( chronic obstructive pulmona-
ry disease, COPD ) i 45 N\ UL 1) R 28 S 48 PR 9
o, AR IE R o AT IR A B, FRIE
40 % L EAHE COPD 5% 8. 2% , H 2 B 4T
RS IR o COPD 43 Ay I bk & 1
B, H b COPD & 1 & 1E B (acute exacerbation of
chronic obstructive pulmonary disease, AECOPD) J&J5&
IY B R, WG TT AN 2 n] S BURE R AR
WEEIET- . FAT, IR 6 AECOPD (45 521
BITIT A, FEER M SCUEY KRG PR R
2 RN R A5 7 G I PR 28 PR o
JIK oy S —FPRPBEIH T 701, X AECOPD E4F [ %
fayT B — e " o ASBFST B e 3] i g ik
o, 1Y EAE AECOPD Ayllm RBCR , BIARGE LT o

1 ARSH®

1.1 —garl kP 2013 41 HE 201446 A
WG R AECOPD (25 84 fii], ¥y & h AR R 22 25 I
W 25 4 2 5E 19 AECOPD 2 Wikr eS|, I HER
PRI TG SV A5 % 68 PR S5 18 M TH AE M AR
&, B s AR &3t e 2in Iy . 84 Bl
WRAEIRYT 51203 WS LR AN B, B 42 1], WL
S 55 28 9], 2 14 5], A% 60 ~ 82 %7, F-1(69.2 +
7.4) % WG R 3 9 12 14 1), M5k 22 51, V4 6 il
XTREH : 55 29 ], L 13 9], 4R 1% 62 ~ 84 %, F- 1Y
(68.3 +£7.8) % ;I K534 119 12 4], 2k 23 4], IV 4%
T 2 AR BRI A B PR O3 R LR 22 R TG
il (P >0.05) , A AT o,

1.2 &7 AE  XTHRAEE 4T AECOPD & #iR
7 ARG R SCUE Y IR B AR R R R
F AT FEBL Al b, AR A SR 248 T IR IK o
(TR WU 24l A R 2 W), [ 24 1 7 H20030407 )
1.6 wg, BCRTES, B H 1R IBYT 1L R IE MO B
JA 2,697 2 .

1.3 EIERR 00 TR AT IR A 4
f#i [ Jeager compact transter ili T HE{X AN 2 41 4
T, A H AR AUS800 HY 4 [ Bl A= M1 k2443 AY
il 2 ZH AR L TgA IgM \1gG /K JFRAR A =
TR 4 mL, EASTEER A, L3 500 v - min ' B
0> 10 min, 738§ FIEW, b3 B BD 24 R AR Y
FACS Vantage SE 37 25 40 g {0 % #p & 1 CD4 * |
CD8 * 1 [ 4k 4% 4 ( natural killer, NK) 41 il /K -5 LA
AR R R BRI BT

L4 FFEIREROE R IAITIR B LS
SRR A3 O, I S A TR
FEE R i S R S S 5 TR ¥
7 i R I AR AR R AE JE o, F R

1.5 GEitsEsbI® i SPSS 17. 0 Hofk k17 K
SPAT TR R = il 22 (% £ ) FOR, I H
BRI ¢ K HECRORLBCR ] X K, P <0. 05
WAL

2 #R

2.1 2 HBERKRTRELE WL BAL 22 4,
AR ), TeR 2 Bl IGTT A RN 95. 2% 5 X
HRZH AL 18 B, A% 13 ], JeRi 11 B 3697 S AR
R T3.8% s ML IR T A A T I
H,ZRAGFE(P<0.01),

2.2 2HEBHRRTAIEINEELLER FIRILEK 1
VRITHT 2 HHEE 1 s SIS i (forced expiratory
volume in one second, FEV1) . ] 77 fiili 1% & ( forced
vital capacity, FVC) } FEV1/FVC %22 B ¥ L5
e (P >0.05) ;3897 5 2 ¥ FEVI [ FVC
K FEVI/FVC ¥R 3E & TIRITRT (P <0.05) 3897
JE B S FEVL A FEVI/FVC 525 T4 B4
(P<0.05) ,{H2 HE¥H FVC IEZEF LI R
X(P>0.05) .

*1 24 AECOPD EE&ITEIEMIIBE LR

Tab.1 Comparison of lung function of patients with AE-

COPD between the two groups before and after treatment

(xxs)

4151 n FEV1/mL FVC/mL FEV1/FVC/%
Xof HE 2 42

BITH 1146.1£343.3  2285.3£534.2 50.2+4.4

RITIE 1378.3 £455.0° 2432.0£521.2*  56.7 £5.8"
Uk =<} 42

BRI 1134.2£328.1  2274.3 £508.2 49.9 4.5

RITE 1584.0+423.3%> 2483.0+528.1*  63.8+5.2%

T FWYTRTHAR P <0. 05 ; 50 B4 P <0.05,
2.3 24HBHFBTHIFEHEML CD4™ [ CD8* \NK
MRk ER CD4*/CD8 " bl 453 2. AT
i 2 418 % ShE I CD4* [ CD8* | NK 41 fifd /K - K&
CD4"/CD8 " [h#5 25 = LGt # 3 L (P >0.05),
WER L B R YT IS A1 I CD4 ™ NK 41 g 7K 7 &
CD4*/CD8" B2 & FI4Y7 AT (P <0.05) ,CD8 * 7k
VB FRTIRITHI(P <0.05) o XA B EIRIT S
SNE L CD4* /K CD4* /CD8 * i 2% B FI5 7 Bl
(P<0.05) . JAJ7 e M4l B3 CD4 " NK 41 fifa /K
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F-J CD4™/CD8 ™ I 2 = T % B 41, CD8 ™ /K- {25
TR, 2R A it A B (P <0.05) .

%2 2% AECOPD EERfrEI/F5ME M CD4™ CD8™
NK #Aff17kF R CD4*/CD8 " Lb 4k

Tab. 2 Comparison of the levels of peripheral blood
CD4*,CD8" ,NK cell and CD4*/CD8" in patients with
AECOPD between the two groups before and after treat-

ment (x=s)
4151 n CD4*/% CD8*/%  CDA*/CD8* NK 4iljfi/%
Xt ARAL 4
BT 32.8%3.5  31.6x4.4 1.04x0.22 21.4%5.4
EvIg 35.9+£3.4*  30.8+4.7 1.17+0.28" 20.5%5.9
Waza 42
YT 33.5+3.2  32.1+4.3  1.04£0.21 22.1%5.5
GT)E 42.8 £4.8% 24,251 1.77£0.33 26.7 5.8

Y IRITHT AP <0.05; S5 IRUL LA P <0.05.

2.4 2ABFRITEIEME IgA IgM 0 IgG K F
Bbd 4R 3. JaITRT 2 4R IS TgA (IgM
LG K LB ZE gt it 22 (P >0.05) Ji6y7 e
2 B LTS TeA 1gM \1gG /KP-2 18 38 = TR YT R
(P<0.05), /97 J5 WA 41 5 I3 1gA (IgM | 1gG
KV TR IREH (P <0.05)

3 24 AECOPD EHi&JTRIEME IgA  IgM & 1gG 7k
FELb#

Tab.3 Comparison of the levels of serum IgA, IgM and
IgG in patients with AECOPD between the two groups be-

fore and after treatment (x xs)

25 n IgA/(g- L") IgM/(g-L7Y) IgG/(g- L")
popiisEi:) 42
YAITET 2.38 £0.41 1.22+0.27  11.38+1.82
BT 2.64£0.35*°  1.34+0.28" 12.88 +1.87°
WA 42
YEIT R 2.36 +0.38 1.25+£0.29  11.26 +1.78
ERASE] 3.19£0.42°  1.63+0.33"  16.25 £2.44®
H SIEITRT P <0. 055 50 R4t P <0. 05,
3 e

FAE NS COPD W% N BE, 1 T 4E At 2y
REIBR LA GRE T N % H G I 2 RSl 55
DR G RYA T 8 R IR . e H 2 AECOPD , 8 3% 1)
TIREZ PR , R AE S W I EE, 25 JR 5 B PR 3 ol JE 4t
. BRIIER LE= AECOPD fy 5107 I &, 1L
SR IONHRE VA T A 1R R BE 3k B0 2 BT AL DR
W, AL 1A 4 9% 20 i 78 AECOPD i % 1 1 ',
COPD 5 [R] B A7 AE o2 DR R AR AN T 40 Jifd S A F-
AL, P R A 0T, S BT S T RN SR R A7
o WIRRIE o, B—Fh A 28 MM ER,
SERRRR BRI LG Ry, B 46 AR SR B8 i

TRERIVE A, B R L FIRY 7 45 P & M gk &
T B IGE B B e BE I RER B ™ . HEl, B
AR RIBIRAR o, XFATIERENFR LRER L
AWM SIS A B R B TR

ARWFFEEE T B, WL R 16T A R
Xt HRAL, WA 2 A8 K TR T I Il T R o3 p F X R
Y1 PR AR IR o, BT LAEE AECOPD B il Th &g
HHT, B BRAK o, 697 AECOPD [ 4E FBLHIAT & 58
SRR BORRIK o SRR KRG Sy, B
e R B AU E & ik R T RE, )
-t AT A NKC 200 6 1) 434k 5 s, A2 1 4 i 2
IHEE . CD4 " H1 CD8 * &ML [ B s 1) O
2, CD4 " B4 72 WL 20 it S % ShRE f VT
CD8 " J& Tl ¥ T kL 40l , CD4* /CD8 * ik %
LA S RE S REARAE ™ o NK 40 240 i S 8 i 3
B 5L, B TR BT R T R 5 R R A P S A
o Moreno %5 IF5% 2 B, FLARIE HE AL 43R T IR
CD4*/CD8* \NK 4 Jifi f# A%, CD4 " /CD8 " |NK 4l
MR E NG A BV LR, AR RE
NARIT R MEE A 55 CD4™ [ CD4"/CD8 " | NK 4
Ji 3 2 R T BR A, CDS8 ™ I 2K T X R A5 $
HRIK o, 7T AR AECOPD B35 41 fifd 9 3% T B, Mg
PR o, 7697 AECOPD [ /E FH AL 55 1 568 £8 25 40
e I Re i B YIC &

TR e e LR AN AR 28 1 o) — L
2, IgA JEHUARE ISR b BB R R 76 R bT
SRR AR, TgM 2 Jak e R Y e 2K 2R
FI RS #MA A EEAE . 1eG R R N = & &
(G Bk AR 1, 7E LT YL Jy T & 45 ZAE .
BRGNS o e T K T R AT M R KSR
SPRIIFSE R B, I6 97 5 BB LT TeA (IgM TG B 2
Fhw, U M B SR R LA e R v R R TR e
RES SR IR BEME AR S TR AR . AP A R B,
1697 o VLSS AL AR I TgA TgM \1gG K- .35 5 T
R s P2 B BR K o, ] DABE 58 AECOPD [ 5 1)
R PETBE

ZE EFTR, BRR K o, AT LIRS AECOPD
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