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Abstract

Angiotensin converting enzyme 2 (ACE2) is a negative regulator of renin-angiotensin system
(RAS). By inhibiting Ang Il and catalyzing it to produce Ang-(1-7), ACE2 has effect in protecting
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blood vessel, inhibiting inflammatory reaction. Recent studies have shown that during the occur-
rence and development of AS, ACE2 can increase the content of Ang-(1-7) and increase the activity
of superoxide dismutase in vivo, thus protecting endothelial cells from inflammatory response and
playing an early role in preventing atherosclerosis. In order to provide reference for the clinical
application of ACE2, this review briefly shows the potential mechanisms of ACE2 in the treatment
of AS.
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1. ZNBKWHERE L (Atherosclerosis)

Bk Sk AR AL (atherosclerosis, AS)/& Ak WLIKCo MUVE s, PRI HABBOR (R L 6 /09
SRR AR ETIAKIAR L, I EM AR RS a4, REBFENRELHFETRREZ —. 3k
ERENE . g/, W EARERU, SRR ERRAINRE, IR, RIS ST
BAEHE AS W MRFIEAE L. SRR FEREAL — BN R — RS PRI SOE R IR 1], £ AS 1%
AP, SOREHRRSE A AL B A, AR FER B A 5O S R R 2]

2. IEEHFELLHES 2 (Angiotensin Converting Enzyme 2)

M E Tk R HT 2 (ACE2)2& IS K ik R R(ACE) I R R P[3], HOAHAIEHE RAS RGM 7
W1 (4], @ik ACE2-Ang-(1-7)-Mas $lixf O ILVE RGHEATRTE . ACE2 7K Ang I Ml Ang 11 46 v %)
I AR5 78 I L8 9K R-(1-9) (Ang-(1-9) L EiK R-(1-7) (Ang-(1-7)), HULAT@EEH I ACE2
MR EE, BETT PR Ang 11 93K B 42 = Ang-(1-7) IR B2 RIATT Zh KR AERELL[S] [6], R mBEsk it fa e
P, DT o R T R it v 2 SR P — 22 1) (140 LB PR XU o

3.ACE2 5 AS
3.1. ACE2 SR ER K

PNE R NLAE B K FE AL BRI R R B AR i S L B AR, &R R 4R )iz 35 Bk
TEME R ZRE R . S RN SS AS R AT 2 AR 1) 8 AP E: 1) P R4l a4 51 i 28 i
FEARs 2) PR AR RE LA AN SORE PR AR AL 3) AR E NS S S, PR R E
RN 4) BEZAREACNEEAN, R RKEREAE, TERIBEAMAS RN EERE); 5)
TELAR I D R % 20 W K 1) 90 Rl 7 A S AR BE R AL P, I R ARREI I — D & 4k 6) EWR4NUIET 5 7E
RAEFALTE R R BEH s 7) SR RN IRETBOR, BEHTE AT 4EE F -8 Wi s 8) AF4EMEpikse, M
TR I IE B UREBE . A 25 7].

C RFEHA(CRP). AN ZE 6 (IL-6). Kilff5r T 348 & AR MMPs)2 & AS AR [ E
BhrE[8]. HA CRP 7R ME BEH JL-FAAEAE, (HIETE AS BB Bost K I FRIA B B3 m, JF
B 0 1 AN BT R R T AN AR 2R, [T CRP 3@ v DAE T AS BB 2. V8 7 AT DU S AL JRA 1 75 22
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(155, JFREMEAKHE CRP 13RI f R U 15 1 7 R A0 I BB T XUKE[9] [10]. TL-6 TEAFRE
BEP R IAAKTF R TR, I IL-6 fEASR AT RER] LAE TN AS BEHAR & PRI L R 4R AR [ 11].
5 AS GRS  FAEFRRFE. GEERE B E(gSHMBEAE RF K., L P IEFRMTRIAKE
5 AS KRR 5 BT H A e A B B A S PE[ 12]. 4IBREDRGFT 23 F-1 ACAM-1)/E AS J75 745 FL 1A g
B ERIE, 0IMEMRK -1 (VCAM-DIUTE AS AR B IAR A I 248 hn[13]. BERUS5T
A AS RIEMAISRE, BT DAE R —MBTERRIT R A . MMPs WIFIBESR I 8 B UIAE oG, o
MMP-9 JE& Tl AS BB 5 15 P o =6 B2 ) A ) 2 4 bR 2 —[14]

%5 AS RIER CAEEKA TLR-4 (Toll-Like Receptor 4). NF-xB. JAK-STAT {5 5@ K45, iXLLiE
PRAESIEWOE . MRIAR R JIRGIME A BEER 5 4356 7 T R 35 7 B BR8]

TERTHRI B FE i C A2 UESE ACE2 X T 98 RE SNA 4 5K (134 F - Sriramula %5 A\ (R4 782 B ACE2
(it ik AE S AN H) Ang 11 TS 10 TNF-a, IL-18 and IL-6 2521k [15]; Jin 25 N HIWE TR I 4E ACE2 Gk
ZHNR SR, BN LR -1 (MCP-1). 1L-6 [IEIEIEN[16]; Sahara 25 A [385d %} ApoE 3
PRI R B3k /N BRI ApoE/ACE2 XUk [R] Rt B /) B IR 723 — 20 3R B ACE2 Wik =2 22 33 VCAM-1. MMP-9 %5
FIZEak g in, B A EA K ACE2 A (hACE2))E, &R 28 0 BBl 12080 1E % 41 i /)N B IA AR AL,
KW ACE2 il i RAE ML T, K25 BNRIT S ks FEAE AL B A2 (177

3.2. ACE2 5IEEHENXFR

7 I 5 s 5iE R R Fe b, IRATR B Ang IVAT1 #2305, IEi8E RAS RS RFEER2 00 I 5 T
WIAHR(VSMO) AR K. /IS BE[ 18] B B Fe AT I, ACE2 B3] Ang 11 5 1 ML B 38 5H
A K, FF@ L 7 Janus W 2 (JAK2)-STAT3-SOCS3 il profilin-1 Akt/ERK 5 53 1M & 15 1F FH[4] [16]
[19]. HUbER, FEME i Udd, PUbhdaEim ACE2 R aFistE, HAZNH mRNA XKik
MRaE e, X RN AR E B3 kP LM ACE2 IRIA . XA FEW LG E -1 (AP-1), ©
H¥5 ACE2 #HEAEM . PKCAI 1 INK1/2 B 5H A1) ACE2 RiAA K. WK IA#E 2 B
ME-FH AN ACE2 ik, mT LA il i A 8 L4 A 386 58 20] o

3.3. ACE2 5BHRIEE

LRYENE. RO B R REAN AL ALK T AS BEER, 1 £F i 0 5 R e R kT B )
Fase ke E EEAEA21]. — 1, ACE2 REWSHME] Ang IT, MTIH0HJE 5 £ 8 & (1 BE(MMP) B 55 41 4E 1,
MG mBEE e e k. 55— JiTH, ACE2 ReSMLA L Ang-(1-7), Zid HACHAYA YT 1) o FEL ] 2 A5G /)
B, FRATRILIL AS BEBR Py R A e N, wh Mk 4T R A IR T b, HETTHE 3R T AS BEERAFE
EVE[22],

3.4. LL ACE2 HEREAY AS BFiATRRG

Zi LTk, ACE2 wI LU 2 #0077 A5Em AS KR FE(E 1), fEXT ApoE Rt [Rl/IN BRI AH A 78
ORI, ACE2 it KB43R ISk SE NI AS W8 RSHN23]s /DA B id Rk ACE2 I, i
T AS IRAERIE, FAEEIEETR Tt R I ACE2 A RALRVE I [24], RN & HE, 7£ ACE2 ThAgHk
REE R DL, /NI AS 17 00 5™ 2, [ 280 N 1 5 B pe e e MR BRI . TR BT /INER INK1/2
A ERK1/2 (B FRALAE 3858, HUiiH T ACE2 @i #ifi] Ang 11 #8045 T 00 R M . 1E IR I H
WRBL, H,S 4T AS HIFHI/E AR fg 2t ACE2 75 Ang IT SEILI[25]. Yang HIHF 702 B3 in A
JRTER ACE2/Ang-(1-7)27697 AS Flfs e BLEL (7B 151 ROR 1R 26]

DOI: 10.12677/acm.2022.122122 848 I IR = =23t e


https://doi.org/10.12677/acm.2022.122122

eV, RS

ACE2

Angll

ATlR ————— MasR

Ang- (1-7)

X
JAK/STAT MMP NF-kB/MCP-1
Profilin-1 s IL-6/VCAM-1&
1 B HE%E PEHLAE RAE
| |
J
AS

Figure 1. ACE2 and AS diagram
[ 1. ACE2 5 AS X &

R, @3N ACE2 ik, AMYUATPAREAR Ang 1T (& &, B AR N Ang-(1-7), H#E—20xF
AS EEHIHIER . ACE2 3Rk HIIGINIE REHE = 1A P4 e S A B ROE 1, 01 S RE SSE, 38 T (R 4 1L 5
PN R T G 52 JORE HO 4 5, BELIBT sk REREAL I R A2, B R IATRET IVE R [27]. T Ang-(1-7)FKIE K34
I, A TSP LR 3G SR, Jk> MMP-9 3R IA R TR MR R S B R i R, R R
SERFHEIVER[22]. 22 E UL EWTSE, AR ACE2-Ang-(1-7)-Mas HlI7E sh ik RERIAL I & 42 K e rhitd %
HEER .

4. RE

TEIBT B, Bk PR 1B 2 — BN AR B,  BARBTT K25V ReMs A Bt AS IR RE,
{Hs& ACE2-Ang-(1-7)-Mas SR HiAfE 78 A RERE W 1EIG ST AS I —RIS# =M. BT COVID-19 & it
ACE2 HEANAE, TN T ACE2 BB Fiks 2 H I E R R, 1X X0 T8 7t ACE2 Xf T+ AS %50 I8 B0
AT A & ERINHESE R, JF BT ReEIRYT AS EHUSREPESfE, HmxT ACE2 KWt A
B K R 2 SO S 18
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