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Abstract

Chronic obstructive pulmonary disease (COPD) is a common disease that endangers human health.
The recurrent symptoms and the progressively declining lung function have greatly reduced the
quality of life of patients. At present, the treatment of COPD mainly focuses on relieving symptoms
and reducing acute exacerbations, but it is difficult to delay the decline of lung function, resulting in
the still high mortality rate of COPD. Recent studies have found that the renin-angiotensin system
(RAS) is highly expressed in local lung tissues and is closely related to a variety of lung diseases. The
use of angiotensin-converting enzyme inhibitors (ACEI) and angiotensin type-1 receptor antago-
nists (ARB) can alleviate the inflammatory response of COPD, reduce lung injury and improve lung
function. Therefore, this article reviews the impact of RAS on the development of COPD.
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1. 5|

B - IR ER RGU(RAS)E —FIELE TR P N I R G, wTiEd B ok 5505 2 M7 =
RAFVATIK MR S i~y 5 S AR o BEE W TS AR N, RIL RAS ISAZAE T 0 I i i
B SR, FRE i Rk R LEF(ACE) - I X5K K 11 (Ang2)-1 B 32 /K (AT1R)Z: $iig 44 Al il
Kk R FALRE 2 (ACE2) - IfiLE X 5K 3R (1-7)-Ang(1-7)-Mas 344 (MasR) A48 ditig 44 P KA O Dh Rl A% 32
BRI TNRE[1]. ACE. ACE2 /2 RAS Wi KIhaekh LI CHBERE, 75020239 i B3Rk, (H A7 7E ST RAS,
I A 2L AU AL TR . 18 P 3 P B (COPDY) A2 DA IE i S o AR i I 85 48 8 S S A A% 0
BB, HORM SRR RN BN B AR - PUE AP EEL. B R ME TRk
WY, COPD B LI B rh R4 fE . T bk A A2 288 i, S0 0 28 40 i
TR R IREN T, R SE RN IR G202, e T, SOESSMEE ., F . ) aeRrs:
TFE[2], HAERRM . SR, RN R EO - PUE AR S N R 2 WA B3], BT
WF 7R B, il 558 RAS i ACE-AnglI-AT1R #ifil ACE2-Ang(1-7)-MasR il 75 JE [ B Ak N iss
BETT R4 COPD ¥R &

2. RAS #t

RAS ¥ % i+ ACE-Angll-AT1R 1 ACE2-Ang(1-7)-MasR W 2% k% 0ol & 4% A= FRAVE FL, B A THH L3S 9T,
S ERFHE AR TEIRRS . BREEAE B E N ok 1 s E AR B KEH, &
— RYVKAR ST L 340 N FERRA RS EE T, B R4, HiBdEH Tz RS i 2
(W2 G AL, KGRI a-2 BREEE, B SOk 3 J5UK M ML B 9K KT (Angl). L SR 5K 30 it
filf (ACE) & — M fEAE TR ML b i, 7ER B4 b FE£ik. 7 ACE-Angll-AT1 &4, Angl
£ ACE I/E R Fit—25 45 Angll, Angll /2 RAS i EEFNEEMR, F 85 ATIR 454 K (2R [E

DOI: 10.12677/acm.2025.151187 1397 Il R 125 23k i


https://doi.org/10.12677/acm.2025.151187
http://creativecommons.org/licenses/by/4.0/

EEE

Wi & BB RE T T KBNS AT . AT AT 5K 7 Rk M TR R A 5 SORE 7 2B 2 0 AE B 4y 4 55 E AR
PI{EH. ACE2 j& ACE ME— [ [RJEEE, X ACEl AEUK, HIFIFEEMALRN mELRIE, ACE2 5 Angl
454 Ja 5 ACE2-Ang(1-7)-MasR & HU& 1%, K Angl/Kfi# i Ang-(1-7) [5]. Ang-(1-7)i#id 5 MasR 454 &
FEPUIGTE . LA AP R SAE . — AN, ACE2 W] &M Angll, JHi Ang-(1-7), Al f O fifigR 25[6].
PERERE FCIRN, BELERILT RAS RAMH A& YT Ang-(1-9). Ang-(1-5). Angll. Anglll.
AnglVZ . RAS RGHIIXLE K Angllfl Ang-(1-7) i NEE, Wi LM SEASERE, 5
COPD 7 1 & J& B JIAH %

3. COPD 8% RAS BEHIE

RAS FZ P& ORI EAER, MMgERE IEw AR, HHSTEEH G, sk — R
FIREAEAL . RAS IS S22 JTHI RS o [ 7 2155 N8I 6o b A8 P [ B A1 A 2E K BRI o 04K R 1 Iy
RO, GREIRAE R R RIBHZ Angll THE, Ang-(1-7)F#M%, 'FB/Nshlik ACE Fil ACE2 RiA/KFF4, $n
FF7E RAS 5 W05 [7]. Carlos P Vio 55 N1 id Al 7 28 78 T R A 2 J8J5 RO RENE R SR FIRE R B, BREECR
B RAS J S, FEHE— D HEN X AT R 5 S S BUR A B 6 95[8]. COPD B 7 {1y il S i i AL &
AN e e RS, 5 R A S RCE T SR RS, (RIS A SR RELZE i SIS R R e if A
S S AR SRS e e ), AR AR SAILE, RS BN N SR I ACE. ACE2 /KPR, ACE-
AnglI-AT1R %5 ACE2-Ang(1-7)-MasR 42547, RAS s, SEM S 20 4O N . AL, 4
Mg ST, FOEEBE TS5 COPD K.

4. RAS % COPD KI5
4.1. ACE-AnglI-AT1R ${€i# COPD X &

411 RERERN. S

ACE /& ACE-Angll-AT1R Hls 30 CHE s, TEMHA N mRIA. W RIS AT 8 RAS =
WOE, ACE RiAWEEK, HOEMEEES B EWI, Angll SEIEZ£[9]. Anll AMYAETEAL 2 AR R (16 2 1R
W, T HEERS RS /MR, R AR EE A2 (TXA2)FRIE, (i 20 7R, Ay, Frfid
BB S P R A i 5 2 PR AR A SR AR, IR R R 7 BT ARE T2 M REN TRIA,
FERKAH UG I TR [10] [11]. BRubz 4b, KEA KT Angll o] 3E— 5 805 51 51 BR 2 AUIE W R,
N JORE R L, DB MR, 75 S0 AR AR i B W A AR R 7, 388 0 98 5 DR 7 PR RR
BE— PR JE N, 2 R B 400 [12] . Phvas B 2l ik W2 e #0E B 3 Angll KPR B, I BE JF:
SRR F A 2R G E(ARDS) S LT Angll K58 Fh sy, EURTSOE 7 1EAH O, X AT e m il 4545
FRRE[13]. &K S5 R IR 2 W5 (LPS) il 2 Mk B E L AL R BRI Angll KPRy, IS H 30 B 2 43
P, BiZER ™ B2, MR B2 KM, HAEA KR SOEAIMIRIE, 2 N Angll RIARS, JliZH 245105
B SRR [14] . RAS i 28 i SN AR A S8/ F 72 COPD Hh th #3 AAIE 52 . E 75 I 46 25 (CS) %5 S 1) COPD
B, AT2R 357 C21 #5471 ATLIR HYAFALRE, ] CS 753 (1 3V i e B i (BAL) Y 28 AE 2 .
AR T EASGRREY RN, FIR0H BAL H b2 f sk 8 A mes 1 0 3 hn, 9s/b Jili se o s
R R, Bk AE[15]. BTS2, Angll @it BOE ATIR i 2 M4 i im 25 7. R
T AP RIEW S, 5 COPD S LM A J0E SN, i E Al 4L

412, {RiHMAAT. ALK RSEER
YOI T TE AR B R, NSRRI K P53 LR AR P53 BLPE I 4415 5 i SR 1R stk
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[16]. HHTAZI Angll AT LLUEBE ATIR 5 S W R gniRdd T, Hizid #2572 P53 BRI #[17]. ACE I
fkBUEIE Fas 212 S 2 5 b 40 T2[18]. Angll 5 ATIR 4543 A il 8 i B 2T 4 20 o 1) A K
FIRGE, R G AT IR AR 4, AR piAR, b (2 2k i 4F 4k & STE EA[19]. 7E COPD ¥, 4
SCRVE BRI AT AL X 3K ATIR 5 AT2R [ ELBISE N T BN G5, X5 F S 8RB R ia it o)
RE MR UIFHOE, SCHF Angll it ATIR #5530 B W AE[20]. & LHERT = 7K-F AT1IR {8l B 48 Uk
gii, A3 Bl At 4 2T A, BET NP Sh RS I R . DA, FRAK LSRR Angll /KT BHIT Angll 5 ATIR
SEE LI IR, SGR I DIRE .

4.2. ACE2-Ang(1-7)-MasR #H3E4E COPD £ &

4.2.1. MFIRRER M . SR

W78, ACE2-Ang(1-7)-MasR flixf.Coy JliAVE i BA R EH, ACE2 2 AU =4 nl HL7H i
BEIKRE N O RGN E21]. ACE2 /& ACE R RY, {EMAILINT ZKIE, St ACEI AEUK,
Al Angl 5% Angll KA Ang-(1-7), Ang-(1-7)ifid 5 MasR &5 & RIEPUAR « PUA NI AE F ORd il
ML, HEHNEL IS E G COPD KRB K BIAFIE ACE2 BRI BRIA MR, M4y KE R 4R
T, FAE 7 RIEE N, Wi ACE2 #lifi] COPD (¥ 4&5E S, FRatidHg. [FIi @ i i 70 75 S % 5 COPD
BRR Bt — 2 KL, ACE2 Hyid 2 i i Ja i S8 A B 414 NF-KB 1 p38-MAPK {5 53 % A 11 4%
I TSNS BELT K BRI 8 i S B2 [22] o 83 e 3 ACE2 28328 RT3k ) 41 i) 26 95 e 2 AN AL B2 38 i) 4 i - ACE2
BB FIEE R — KGR (DIZE) A im0 yT il & S mlilt ACE2 K3k, F&#{IK Ang I1/Ang-(1-7)ELfE, L AT4l
il NF-KB i ¥, [FIR 305 Nrf2/HO-1/NQOL 3 i & 4 M i) 4 A S5 7 A48 Ak S 1 FHH [23]

4.2.2. MHEIAAT. MAKEURSEEW

Angll 7] 53l bR AR T, T T R AR SR R EGE Angll B 23, 3X A Ang SO TS
AT LAKE ACEI BT, tHEEHE ACE2 IERIEAE FH A4l [24]. ACE2 [ R AR a0 Angll FIFEHT,
AMHTA I T, I AT IE G i T 4EAL . ACE TERY fili A2 R e Hh 1) B 52 e CLARIE S . Xuemin Gao %5 Ak
B, PUATYEIRIR 20 - 22500 - KA - i - IR (Ac-SDKP) T #; ACE F4fiRt, RAS KTk
Ang-(1-7)7 5 Ac-SDKP #H EAEH, KIEFLALEMAL . A K F-p1 (Transforming growth factor-41,
TGF-p1) {93 1 A2 i LR (R (E Il 4F AL R 3 [25] . Min Shao 45 AG@E I #F JEUESE Ang-(1-7) Al ELE 0
TGF-p1 %551 Smad2 f1 Smad3 #E2{L, | TGF-1-Smad 1558 5 Fif#EFE K ZEB1. ZEB2. TWIST
A SNAILL F3RIE, X A& Ang-(1-7) Pt £ 4EAk FIHLEH 2 —[26] . ACE2-Ang(1-7)-MasR i i Hr4ff s T
N A A SES HSEEN, RIPTIEE, 1K HHKAN COPD B VL& ACE2 [f1#IA T, XHI5S
T ACE2-Ang(1-7)-MasR i Fili (s £ 47 15 FH 9] -

4.3. ACE-AnglI-AT1R %15 ACE2-Ang-(1-7)-MasR $E B &80 COPD £ &

—fN 9, ACE-ATII-ATIR %15 ACE2-Ang-(1-7)-MasR %12 A fEE-F47, Ang 1 ) _F 1 5 3500 Uk
4%, MK, HUGH, RAEMALENL, FrA XL REE BT OMRE K RE[6]. AR, Ang-(1-7)F5IE AT
i) Ang 10 OPERT, BRI 5E I 4k KR LB A PRARES A A S0 O IR AR 5 1) 2 53 AE FH [21] 0 BBl ) 3
YW, ACE2 TEH ThAE i SR AR E R, I FLAT X IX FhBR K167 J7 v AT REAT 2 et 45 12 [27] « AR
IR YL SRR R ARG IS, Pl TR AT, Ang-(L1-7)RIE IR TS & Angll 1) i 212 35 in 28 il 453
3, (R K & - COPD 85 KA I e RS 51 2 RAS S8 W0E , ACE RI& MY e i3k 3% Angll
AR, ATIR ERIL, IFMH ACE2 Kk, A& FERARNFE P RE, M.
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5. ACEI £ COPD &r I &

ACEI #1] ACE S5 Angll /K°F- N %, RI%EZZ COPD #t/E. Vickram Tejwani i — % A0 piiE
MELERE T, INEIT 10,000 N, H P4 5 R, UESE ACEL [ 5 1< gk e Ffit Dhe T B e
H K[28]. COPD 1E 4 LANS S 4ERE NRFAE IR0, 22 Tl 58 A 44 it R 43l 1) 240 e A1 - 8 1 A0 I TG S A2
BT COPD Mk, HiAZNHIS PISK-AKINF-KB 1551 BB & V)M 9E[29]. BEBREEILEE 3 - il
(PI3K) & — 2 38 A7 7 T PN 25 S AN P 1) P i e A 200 S 0 s I JUL e A T R A, ST AZ 7 3%
K¥ KB (NF-KB), PI3K-NF-KB 15 ‘514 S48 fuE v B2 M 9OER -+, JESBUIEEN, NF-KB [F
BETTHE Angll 305 31351301 A EAMIFFED], Angll 8 i HOm A A48 = (ILs). SR PER
F(TNF-0) % 205 H 7 1R G FERE TS S NADPH AL EE(NOX) & A4k M IAH G (R 3Rk, 331 ROS 7K
TR, MR AL AR S, BRI FH AT RE[31]. B, 0 Angll KA BRIk
BRI SN, I ek A L A B R U TR I, COPD KB PIBK IR AN 2 B 3
W, A A R R T RS, COPD KB PIBK MIFRIAAS 2 T 34 B0 3 Wik R - 1o 25 BEL i oK Bl F) i
W ThBE (L5 0 AP S B (VE) . S KIS & (PEFR)FI 0.3 s FI IS 5 A (FEV03)) SEIRRAE K2 fiti 41 21
75 FHL XAt A TR 2 A5 B ) SR PR 23, AR R HENN COPD K SRR THBE 1 B4 3 1T fit 55 5 W ) T R A 2L 41
HPIBK [RIEIK A 9K[32]

i F HAth ACEI 525t 15 B BALE 18 . DUISYRIVE YT 1) COPD A5 84K BN o it A A 43 21 A 2 1 24
3, (AR R B LR A AEfE T I COPD K BRMZH 2L IS Fh 1L-8. TNF-a (I7KF, #2715 DR I BE Bt i
KRB 1) SAEIRAS, HAeE KR A G I 2ORAS, 5 HEN COPD K BRI MR Th g (13K 25 v] R
55 DU a4 KBRS P9 1R 2 REARFS A O [33]» fHIFAERTA COPD 35 i ] ACEI #Reskai, WRIT =5 H
AT REFN ACE JEN 28 MEAH G . Kanazawa R F)¥G7 COPD B2, KU I/ JEF A K) COPD &
HHEAT BTG [34]. B, ACEl &7 COPD A Rt ik — i sz,

6. ARB #E COPD &7y &

COPD 745 £ % R K ftis i . flii s & /<i&. COPD HTKIASMiGsh 2R, &% & HRE M &
BRI MLE . BRIMEA. B EE51E Angll BIRE M I SR, N T 45[10] [11]. FRAEEE N0
SRV N S S RIS TG 2 B8 (LPS) & 1| COPD K RS AL IR R4 R, 2 B Sub 3G IR 51 A2 1)
COPD /Uit B B & FIRYER . LPS &l COPD KRAAIAMHNIZE, KERIEAMIRIE, %
SER W T, TR T TR 2540 e 8, SRE AR, A RE 4 3 WA B AR R T IL-184
IFN-y. IL-6. MMP-9 23302, HTR KT IL-4. 1L-10 & TIMP-1 50t %, 3 #i#] COPD # i [ b,
I AR AT e S & VP HHBHWT JAK2 /STAT3 {55 %A 55 [33]. ARB [FIFE AT @ #IH] PISK-NF-KB {551 %
AR FAE R T B4, AR RE R M [30]. ARB Gl EHT ATIR BIMER, Rl Z, HAHET
ACEI 2£25%), ARB EZW)HAMbIAEN KBUKEE, B> S8CF%, nIResEiaH T COPD E# .

7. RE

COPD fEARAFREEM AL PA B —, &)™ & a5 NSRRI W2 50w, L ERR
FBET R, A2BR 40 & K UL B AT+ COPD ik £ 9%~10%, FERNGL AL T 25 3 f7[35]. 4FKk&%
Hb X 56T 12 BEA B0 R (MR G S M [F], (B B384 F BTt 3A . 1990 4R %8 2017 4F, AxBR1Z A i 5
I A N 1R A 5.9% [36]. 1965~1995 4F[H], 3 [E12 P o 2 E T+ 16.3%. FWLR B 18 BELIH 11 o
KWWHZELFHaA, FOLrmmumT i Eon, 2014 45 2015 4], FRE 40 £ &L ABERIIEEE
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Jifi R 13.6% [37], EZE T 2002~2004 EH) 8.2%/K T[38]. B K e EFXWIHER I E, EmiN
[ R 2 A, A2 BRI R A0 2 TP HAE AR SR 40 4E 44k B, 31 2060 - RF4F 1] R Hiid 540 5 A\SE
158 L it AR AF 2 13975

H I, COPD VRIT M EZAWIEFE: B ZARBNA . PUIBBRZG . ZE00 . MR R BER . B0015%%, &
SRIXLC 25T DL RRRE R AN S TS, {2 COPD BIZE T A Em A T o HATHE AL CARIESE T RAS &
K50 COPD iR, ACEl 5 ARB JRZ5W)3 A Ja e SORESSE, ks It AL 2345 40 o B 92 s = feb i g i
IhEE T . EAWE IR PUE FH ACEI AT ARB () COPD i (BE T % A5 Bk [39]. 4R, ACEI 5 ARB
1697 COPD [fEINLIEAIAN A, HETFE AL TWiH: —&EZ@d M%) ACE-ATI-ATIR 4, {2
ACE2 -Ang-(1-7)-MasR #i#ik, BEEREDIR . PrEWNIEEE RS COPD #E, fRiFIAL H—
77 T 4N Rizwan Qaisar #F 78 jrik , A BEAKIML3E CAF22 /K-F K& E 2 LAE L, (547 & i &4 3 COPD
BE I HE VLD RE[40], 8IS > COPD FFACE . s Bl O US54 5 A2 DhRe, AL LR I i 2H
21, KEIRAKHTF &R COPD 83 5 & OB BN, HIESE | ACEl 5 ARB 25450 2R B A 2K,
(BT IE B B RO N, B R 2 W A uE B A 2 . Rk, ACEIL. ARB Xf COPD (197 3% 75 it
— B FRIE, HAEMNEST COPD M —R7, HHEAEK LEXT RAS 12543 2 L 4H] ACE-
Angll-AT1R A% a4 KA, @I 0% ACE2-Ang-(1-7)-MasR i [FE]FEAEIA F H [, X AT 1 )
2t R SRt T R .
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