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[ Abstract]

over 40 years old is as high as 9%—10% at present. According to the latest data by Word Health Organization, lung cancer accounts

According to statistics, the global incidence of chronic obstruction pulmonary disease ( COPD) in the population aged

for 11. 6% of all new cancer cases in the world, with a case fatality rate of 18. 4%. The lung cancer has the highest incidence rate and
case fatality rate in China and even in the world. The annual incidence of COPD with lung cancer is 16. 7% and is still rising. COPD
with lung cancer is difficult to treat because a treatment plan should be considered both diseases. With a high fatality rate, the comorbidity
poses a great burden on medical resources. The pathogenesis of COPD with lung cancer is complex, and COPD itself is a risk factor for
lung cancer. In this paper, we reviewed the recent progress in the pathogenesis of COPD with lung cancer.
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COPD #JHfiliEh HA EEAER . Mateu-Jimenez Z5©
— IR HE PEBE X B Al it 1 COPD & I Mififi 2 41
S AT R, R BAE R T B Al i AR, BT
COPD 1y & # miR-21 ( microRNA-21) . miR-200b
( microRNA-200b) .miR-210( microRNA-210) Fl1 miR-
let7c( microRNA-let7c) HF A A1 DNA H FEAL T B
e, TR U AR A W B TR R T S 5K O A E R TR )
( phosphatase and tensin homolog, PTEN) | & 7% [A .
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F 1(tropomyosins-1,TPM-1) F2 5 40 e s 1= K 1
4( programmed cell death 4, PDCD4) il 37 % 2§ K -+
[E) 54 2 (sprouty-2,SPRY-2) \E26 ¥4 5% [H 1 1 ( E26-
tansformation-specific-1, ETS-1) | E SR EA
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#4E H ( a-smooth muscle actin, a-SMA) I &EH
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J2 PR JE IE AR (reticular basement membrane , Rbm) |
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BERE RIATIRRER 6 > A DL b, Rbm R Befk & J%
H K B F 32 {K (epithelial growth factor receptor,
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S100A4 H1 MMP-9 FIX W] /b, Bl EMT f 7% £k 9
P XA — PR R AR T W AR B TR AT
LIS EMT,
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N JZ 18] 78 J5i %% 46 ( endothelial mesenchymal trans-
formation , EndMT) J2& N 7 4 Jifd 2 254 25 9 i 457 19
JRE 7% H ( VE-cadherin ) |, A] L 3835 B £F 4 41 g AH
KRBT L T B R AR R a-SMA
Je— ol BELE 21 AL 19 AT BEALH] . EndMT & EMT
HR AT T 5 20 S5 A RE 400 L 3 W TGE-B , f2 3k N
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R UEW T TGR-B1 A 2 19 T T 7 5 8 it v 3 20



FRAE AR BV ENPRZE 2022 4F 1 28 H %521 4 55 1 #§ Chin J Mult Organ Dis Elderly, Vol. 21, No. 1, Jan. 28,2022 - 79 -

B SEAM R R Snaill 38210 R, Snail 1 7] A 25040 il
RS REER (R R Y IR TE EMT i B h & A
FEEA , X R U] EndoMT Fl EMT A 3L 5225 {BI Y
AL . 25 e R A AN AURT DL BOR o 5 5T
a3, AT A BN [A] 9 A A TR R AR RE R R,
I 1) 2T 4E B 20 JfL FR A Bl R AH OC 1 £F 4E B 40 g
( cancer associated fibroblasts, CAFs) , A 1 #i] 4 92 Ji2
R IR A B T2 . EndMT AT DA #25:
I & A IR RT R A CAFs fEdE MR AR,
3.3 ZHBESMER

ECM 1% 58 A FH 2 I8 55 40 03 1 A 4 e 4 20
TIRE. Berg 4570 IR IG K L, X T A4l il 2R A
COPD & Jf i i (8 AL IR T BCAAR 16 4 B AR A
C i % H ( C-reactive protein, CRP) 7K 2.3 T+,
FHH PN B T A i A1 3 5 B ¥ AE COPD & - il
FRBE PR ER, ECM 3l 251 7 % h 4 J| 4 11 i
( matrix metalloproteinase , MMPs ) FIRESF 40 24 4 @
FiE il 351 ( tissue inhibitor of matrix metalloproteinase ,
TIMPs ) #8432 | Gilles 25 557 & ¥, MMPs 75 [
IS 5 A S ) 240 LX) 4 471 356 S5 1) 266 B, R T A
IS Lo A i e e B 3RS S 2R A,
BT AIEAS S SO, DT 2 989 . [A]FE Brzoska
20 5 5 A B4l COPD I COPD 4 - i i £8 2%
s MMPs Fl TIMPs AU, & B MMP3 153025058
FI MMP3 rs678815 7F 2 412 [Alf7 1 . & 22 5%, COPD
AP MR A T2, 405 7/, COPD & Il
¢ PSR E Y 1ML T TIMP1 /K .3 8 T COPD 41,
FW MMP3 53025058 Fl rs678815 2250 H 4l & 1
JE COPD B & B il 968 B JE 1tk 48 9 19 08 7 A
MMPs il TIMPs Z [8]) 2 i , 530 ECM [ fi, #E— 20
O 21 B, B 2 A R R R A K
S A HEARAE TR 1Y) A A R
3.4 MEEHK

AR SRR TR g 0 e Ak e R e I A A
WGRHFEEER ., 78 COPD | /NS 3 BH 28 il i iy
BN Z B F B LU, De la Garza % /R
SEH A B, B 2 T BB S 5 I 1 (hypoxia
inducible factor-1,HIF-1) & , A 1442235 HIF-1 %
P B ER VR | & 30100457 A= R ik 92 4t B 4 ik
B ML N B2 A2 T F (vascular endothelial growth
factor, VEGF ) J& IfiL % A= i 1 85 22 [ -, Valipour
R COPD 2tk KA B g 2, 4 B RAE
PRSP (I CRP (IL-6 FIZF4ELE 11 )5) 5163 VEGK
KV Z [BIAFAE ARG, T2k & AE RS COPD AH
AR AE I COPD A2 I B ATESMA I A 3 5 K- 1)

VEGF , IF 45| COPD By 2tk B AR R Bt 1/F 2 S 2%
COPD [ il 0 & JEE 2B, DRI 1, 308 ol %o 4o o ot 45 A
A TR R — T Z A

4 B &

COPD & I ifi 98 (1) &R WL &2 2%, 5 5t 4% By I
P FREE K % K EMT EndMT . ECM 2545 ¢, {H H |
FIFAIHLE 1 R 52 4 IR, COPD 8 2 e i i 1) XL
AR & (LI R AR 22 4 R I A 5E A 8 HI W coPD
SR AR L I ANASGE A 0 e PR AR A A
iEEFE R LR W FIRIT LS IR R st
AEAEE KR R s e 3 e YR R et R s 7 17 40
8], 5 B B R DR LAt £ e B, 207 0 2 72
SEER P B P ARG U 7 08 i 8 (0 A AT A R )
COPD &I ifie i 1/ FHAIL I &2 2% H w6 ok 58 4 W
s Rl , Lt — PR AW HAE AL, DT
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