946 & 56 1 A VL R = 2 B 2 it Vol. 46 No. 6
2024 4£ 12 A Journal of Youjiang Medical University for Nationalities Dec. 2024
' L5 STAR S R T G SO TROUCU L A A8 1 B R A o A I AL S e ¢ ( E ,:jégﬁr—_: Ii—‘,]

' 53R PR L. A7 YT I I 25 B 54 . 2024, 46 (6) ; 988-991,1001. ¥

11 | 11

BHEEEMERRSEEENHEPELRITHERE

RER B KKK, RE

(1. A FEHAFFRELE S FR,.HH =M 730030;
2. HAFPEHAFHWEER 2L A, HH 2N 730030;
3. HAWEHAFMBER (LB WA, HH 2M  730200]

H EAUEHAESEBEHMEMEMNRCOPD) St EW -—NEZRE KL E W4T COPD A & # & & HLH 7 40 2
DT AEREHE A B EANFRELAENAFTIEAR TR AL EENGH R BT COPDE XA, AXH
Mt ERM XA RHFATER, REEN COPD S5 FH A XA WA RSB, B2 E BT COPD 5 & # #F

GEHE R LR,

KW RGBS EE ;R ER;FEY
FESES:R563.9 Xk ERIRAD: A
doi;10.3969/j. issn. 1001-5817. 2024. 06. 026

18 4 BH Z€ 4 il 7% (chronic obstructive pulmonary
disease, COPD) & — i E A < i BH 2E 4 1k 1Y M2 3R 48
UL BRI FE R s IE 2K 30~T79 B 1Y
NBEH COPD BN 7.6%~10. 6%, B A B
A 3 5 RN 95 Bl BE ™ R B DR R — S R i
Py LN TR R, OO B0 O AR TR R R E
WA | R 455 PR 3R R BT AT 2 R R D RE K A
AR I BT I A T AR I R Y i B AR
P B RJR T AT A3 5, SOE E AR 8] B FRER 40
JH 358 A R0 IE O Ik T2 240 W T 00 L RIS O 44 i Y 32 1
I Ak, DT 52 B0 BE 1Y JEE SO TE BE S50 A AR U
A BN 7 I G SR A AN X SRS e R R Y s v
REAR
I COPDSREEZEMHEXZMER
L1 MBHEREE RS &I K W8 M Y S R OE 2
SR AIE M OCHE 3R 72 COPD Hr, & 4E X 20 21
PO R AR S AR Y o B JRAE 7 B8 A 5 AR K — B
(B P ATH SR S A7 . A6 PR A0 B L W5 20 LT 9k B 20
JfL K 5 A BT L PR S TR L TL-6 . TL-8 FE 52 1/ |-
B RN B 55 98T FB A2 5 A L B R IR AL TR (TNF)-a,
CXC Bt A 7 A% 40 i fE Ik (MCP)-1 LTB4 2511
TR T 5 o B 5T 4 T 2R 1 i (MIMPs) Fl 24 21 2R [ i 40
W Z AGE B BB RS — B E — E i
— FHE S A8 BF , f 240 BE S R ACE BE S R R AR

XEHS: 1001-5817(2024)06-0988-05

AR

.2 WedH  HEr, K& 05 R B, 0 AT DL R
COPD &35 <A E 38, HALH 5 0 0 B 51 A i 44k B
W RAE A TR O SGE A G, IR A
1R SRR T B 05 AN R A 2, 3 B AL ) I
G & HAE T F= A2 S A R 3. A5 MR 2% el s vk B 1Y
FI F 2 o R L At S Ak W 4 B 0 ARG R SRR
e B AT T A A P SR A SRR o R R
R A AR 0 1 S T UL A A AR O R
BN b 20 i AR S R T R R BLRFE COPD
BEBRIE W22 AR A 4 MMP ek
L 240 3 R P O o Ao 22 S R R R A AR 1 i
F AR AP, T 8O S F AN SE M p38 £
2 E AL TR 1% (p38SMAPK) B iE Y, §: 5 1L-8 1
TNF-o SAE K 18 B T8, v Vb 4 i 2R 4 L 22 2 1R R
F 0 00 R il 45 R B IR0

1.3 B4 BRAEUE COPD 5 AR s 30 AE BRARR 1 2
—, [ B SRR AR A 5 T DY B 4 R NF-eB AR P
YA A Y L FERR LB EOIRAS R NF«B 5 HIF-
Lo AHEAE . f2 3 R E JE B B %3k . 78 COPD 3
o, B B kA K 1 R FR A TNF- FLA] 4 TNF %2
PR P0G BT 3 , e & 5] B R EE BN AR K
PR I 2R 4 il 5% 35 Ak 16 R B AIC, i HIF-1a &8 T
R b, 5T Ui #0EE PRAG AIC SR N TG PR AR A

BB EHEH AP 4T H (82160868) ; H i 4 BF 11X % Bl (22ZD1FA001)

F—1EE RBEP A OBFIT A LB IT 1) T B 45 A B IR R BRI AT . E-mail : 1552286161 @qq. com

BIRAERE 52 AL, @ B AT B 0 B 5 A 0, B 5T 1) v P B 4 G B TR il R B E AT L E-mail : 2557612357 @(qqg. com
— 988 —



2024 4F

EERANEY PRV SR 55 6 11

WS MMPs, — 8L A A0 SN ERKRE P L,
A A P - S B R A, 53 COPD <UH &
B A

2 COPDREELMMBEXIE

2.1 G4 JEE A B-9(MMP-9)  MMP-9 X kB
fitf B, 3= B R R 4 L I AT AR RN P R 4 A R 4y
W, TR S PR S 5 R A S IV TR D R R A
PR AR ECM A8, 458 28 1 40 B ) 8 5 &6 10 28 48
WAk, T2 5 31 0 < R AE N - 2 5 AL 4 it A<
FENI COPD S E M Y . ZHANG Y 461
Xt i Ak i 5 DR 40 i 9 AR A 1) i 4 2 A AT A
K COPD 41 MMP-9 i1k i 35 7, S LK
20 L 7 0 R I M 96 ) R R L ST 9 UL 448 3 A R
52 S R 5 B Bl Ik R 448 L RIVA s AR A L T 4 445 R Y
SERPEN 25, MARTINS-OLIVERA B T 2090 % 9t ,
A FH 5 T 2 % I e i 7 41 1) 3R (e BBK D ¥R 97 5 L il <
/I B3 R 1 T S5 0% i 0 % R RN 40 i A 3 o R
U /0 o FEAIL ] R 38 A IS TE RN i 3 BE v MMP-9 il
HmalF) TIMP-1 SE8 . 28 1, MMP-9 =ik 34 & 8 ff
B BB o8 R SR O iR A RE G R AR A B
e ko B E

2.2  FREFEFEHEM(EMT)  EMT &4 21 4F 4 b
b AR R AR I L R A O 7 v 2 AR R LA AT RS e
{14 18] J5% 200 Ji i B 42, W] 3 30 COPD <3 B 21 4 {b fn i
BER ISR . TGF-B 5 %455 5 IF M it Smad2/3,
BEMRfLJ5 19 Smad2/3 5 Ml b Smad4 JE 2 A it
MELEEER,FF EMT BWIE K., TGF-gEm LY
Wnt,Hedgehog.,Notch,Ras-MAPK # PI3K/AKT %:
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FE RN TIEE . LA TR BH W & R . B E i
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A PN S A B S 50 TG DR 52 0 45 /0 LT S M R
—PUESE, R T A S HAR R Z L i ik —
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