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ACE2 and acute respiratory distress syndrome caused by 2019 novel coronavirus
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[ ABSTRACT]
Wuhan, China in December 2019, and was named by the World Health Organization (WHO) on January 12, 2020.
disease caused by 2019-nCoV was named corona virus disease 2019 by WHO on February 12, 2020.

angiotensin converting enzyme 2;  corona virus disease 2019; acute respiratory dis-
The 2019 novel coronavirus (2019-nCoV) was discovered in an unidentified viral pneumonia case in
The
Recent studies have
shown that angiotensin converting enzyme 2 ( ACE2) is likely to be a mediating receptor of 2019-nCoV-infected cells, and
ACE2 is mostly expressed in type Il alveolar cells in the human lung cells.  The high expression of ACE2 in type I alve-
olar cells may explain acute respiratory distress syndrome ( ARDS) after 2019-nCoV infection.  The first completed patho-
logic dissection of a patient who died of 2019-nCoV-pneumonia revealed diffuse alveolar injury and lung transparent mem-

brane formation, consistent with ARDS.
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(BT 43. 8% W A AEBEIIE] 88. 7% 85 HI1 K
KA FNZIK (67.8% ), ABE T IgER CT B8 3 55 52
(56. 4% ) FIRUIEEFIR Y (51. 8% ) e iy LIS A5
FER, 83.2% MYHEE ABERT IR L A Ak, 1 B 0 1)
FERAECFEMT 52 (91. 1% ) , Hk & ARDS (3. 4% ) FfR
56 (1.1% ), COVID-19 512 5 & bR H WL I & 5 B 45
ARDS A1, oo s 2 o B s e D
6 ARDS FHL, Xu % SE M E HI% COVID-19 46T
SRCE AR ERLARER) , R B AR T 2 Bk 9/ v P i 461
B I, 754 ARDS 630, iX U B )45
FXHZPRAIA AN T B S E R, #iE 2 H 28
H 24 B 31 M8 ( AR X AT ) Fprm A = g s i
I 23RS FZR B 37 414 11, T5E 7 664 1], 2i13E
T2 835 i, ZiHa A B 39 002 i,

MRTHEEA Y COVID-19 2581 TF 2002 4 [
IR R 20 M I R ZE B AIE ( severe acute
respiratory syndrome , SARS) , 33X W IR 25 14 9 & A= 7E
&2 H IS B A B AR sh i fl sl 35 i ok
HAR R R B B e i 3, COVID-19 & Bk 52 Hy
2019-nCoV /YL T 7', SARS AYJ% I /& J& SARS
TR EE (SARS-CoV) , BRI B PR HL 0 75 R i )2
ARSI (spike prote in, S B ) K4 R SRR 28
EIME4 . ERG TR I S 2K 1 15 40 40 i 26 1 45
ZARGE A SR G R A A A O 5 e
TERRRERY S AL A S1 K S2 AN BAfy , Horp
S1 AL 32 R 4545 B (RBD) , RBD B 4% 15 1L 45 % 5k
ZHEH 2 (angiotensin converting enzyme 2, ACE2)
45,2 R 5 EARERLA . X S 5mEZ
R ACE2 254,92 b WY 20 s B R T 9 s 18
F DI, Pead Xt T d ke 4y Y ACE2
e T AU A, A HE— A N i R 45 44 35
(peptidase domain, PD) F1—~> C i Collectrin ¥ 4%
¥335 ( Collectrin-like domain, CLD), ACE2 f# PD &
TERAGRERY S B BRI T B A,

1 ACE2 5 2019-nCoV

ACE2 B WIESZ Jy SARS-CoV S & 145 &1 ¢
SZ RN FEHT SARS-CoV 25 BF 5T v, WF 98 %
WITFEIR T — /N Fih G Z ik, a5
SARS-CoV 4 32K ACE2 454, I BH 1 ACE2
EIREER S B4 G, S 7 5 R0 20 L R 5 A
T 3BE G B S, 4 7 T 1 X o 2 A F 32 A i A
KAYHATIRIT T o Xu V7 A SE 2019-nCoV
S % 45 MR R 5 N2 ACE2 21K 45 4 fig J7iIE 52

ACE2 N HZ R, Bk, 2019-nCoV 5 SARS-
CoV 1 S FH HI Al PR AR, iR 75 S 2 I = 5k
R T 5 FALL BE A 76. 47% B BRI EF S & 1110
RBD 214 25 & 45 1) 3 A 5 B2 R, R4 2019-
nCoV S EH 5 ACE2 AL G 5 DL R
5 SARS-CoV 19 S &AL A 4 N RAET AL, H
T PR EE S 8 11 RBD 45 My i) = 445+ LT
AR, PSR A B AR FH S T AT O AR oL A Y A A g
F AR, X 6 2019-nCoV 45J&i# i 5 SARS-
CoV AH [F] 52 44 FAH AL AL i 325 47 0 B Sk s A% 45 .
Zhou Z51" HF5Y 2 ACE2 X 2019-nCoV 3£ A Hela
2 ZE 5 B % 2019-nCoV 1] S Yt ik ACE2 1Y
HelLa 200, A 2B R F 5K ACE2 (1) Hela 41,
Xu 217 K Zhou %1 BF5E W, ACE2 1R 7] B>
2019-nCoV BEALA AN F 2214 . BT LR 5E 45
L ACE2 B{ SARS-CoV #L[n) 2544 2 H TR 7
2019-nCoV JE&YL R E |

Wrapp 25 VB8 A 2019-nCoV S 45 111
BRI H R T 2019-nCoV 1) e 50 5L Ak 1 ] 5
SRS AV A RN, S EHL LR
HHHE S 518 ARG 24 S1 WA 515 3
R Z RS G, BB S HH = RIEATE, S A
JBTE T S2 W ETE b BE RS Rl SR A5 . A T4
VTG BN Z K, ST 3K AY RBD £ 28 7 (ML B it
(RIREN 2 s 2l AT e 7 % 5% 5 A2 1R 45 6 QB a5
IHFFTIA & P ACE2 5 2019-nCoV S 2 RBD ()37
1 SARS-CoV B9 S 2 RBD & 10 ~ 20 £%, 1R
ATREAT BT 2019-nCoV 77 R BEAL Yebt: . 3 AM L IF
FEMI T =FhE K IAYEE T SARS-CoV S # H RBD
B BATTRE DA S230 . m396 }% 80R 5 2019-nCoV ik
T, LA KIE] 2019-nCoV SHiikLs 4, X
VLEHIAE 1Y SARS-CoV HLIAXT 2019-nCoV TEAEH,
DL BB S R R BER YT TARA B2 3,

Yan 251058 54 ACE2 5 il & R 5% 38 & A
BOAT1 J& BUHIAS E & A5 W B3R5 173 8 T ACE2
R =2E25 0, HF5T & B ACE2 LI —RIKE X 17
1E,ACE2 ' PD [a] i BAG FF 780 G P 9 A iy 52 78
1k, IR G 245 5 b RR 3 S B8 A A0 A 5 R )
L, R AR ACE2 WT[Rl &S A A S i =
SRR 33X AT RS 3 200 6 RS PR I RIXT s 25 0K 1)
TAE AR S It 38 5 Al Z AN S N B
KL, XTHEES EHS5TE EHMEBERG, ACE2
() C A B 697 ~ 716 or b 28 JE R 7k 5
W I 22 Z PR 4K 1 T 2 (TMPRSS2 ) 4548 il 24 it , X
AR EE S B IE A4, BOATI Y1775 nl g
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Z3FHL1E TMPRSS2 #kE A ACE2 By Y&z 5, ACE2
(IR A3 BOATL J7 iz, BR T 218 BOATL
(4B BIEFD 7 3 A, ACE2 38 33K T Jili O JIF 553X
T B A R B B YL R 2Bk A 7E TG BOATI 41
AR ? 5340 BOATT 27560 52 REE o BT ACE2
(LA I T B | M RE i — 2D R SR

2 ACE2 EABEREEZPHEA

2.1 ACE2 &I Fn4r7m

Donoghue %[14: F Tipnis %:lsi F 2000 4435
L g 5 sy R L 90 A DA SCEE b 55 i
ACE2, U5 TR T 5 % -1 45 % 9K & & 4% (renin-an-
giotensin system, RAS) H7 3 B AU BF5E, RAS ALK
(R — > B EA A T R G, S ph T SR 2E B, B il
BRI (ACE ) - 5 5K 3 1T (angiotensin,
Ang Il ) -1 3 Bk & 111 %52 {& (angiotensin type 1
receptor, AT1R) %l f1 ACE2-Ang(1-7)-Mas i, ACE
It 455 FFE Z K ATIR | AT2R (ATIR 2 £ S A4E
FH) R 1 L K K 1A b Ah ik BAT 2 RAE
fESEFHANGE JE M A WCHGSFEH] . ACE2 55 ACE 7145
Fy B AT [P (AR W 2 G P RN AR R 2 S+
FEREH Ang T A B Ang(1-7) . Ang(1-7) 531K
Mas 2545 M F59T ACE-Ang [T -ATIR %l |

REAEESE A3 ACE2 3z 40 A TO Mk B IE AR
[N = o 1 A AN 2 I = B 7B
ST IRGI Zhao ST A v 8 R A0 AR U P 43
B ARG T 411 43 134 AR A, & B8 ACE2
TE 0. 64 % fifi I 40 Jid vh 2 3%, B2 % (29 83% ) B
EPRIE T I Al 0 40 (type 11 alveolar cells,
AT2), 1K ACE2 (9 AT2 & H B # 1 (1.4 +
0.4)% ,iX(1.4+0.4)% i) ACE2+AT2 i £IA 30 £
A 55905 1 21 %6 5 A OC I T BRI, TR, 2019-
nCoV L& 875 b Hh Ak )R FH X 28 AT2 41 i 7
AT EHFMERE . AT2 th ACE2 [y K 33K 7] Bk
fl R ™ ) I . R EE XS COVID-19
IR IA AT A ACE2 %5 T+, A, ACE2 7 HoAt 4N
RN T 259 fii 36 40 B | 5204 b B AR | ST 4
2L PN B AR PR L I 00 B P A Rk Zou SFH
B AR I ACE2 75 45 % B Rk K P g T
2019-nCoV JE I KBS 1131 , & BLER MM &1, WP T8 0
JUE DR BT [ B e AT ACE2 3Rk, DL R
B R W T R e AU AR
2.2 ACE2 5 ARDS

ARDS J2— 7l LR S L5511 35 5215 2 312 78 X

Jil2 A I DR 28 301 0% A o0 AR B8 19 28 B AE
ARDS fa s R 2 45 i 48 (40T k3 LA, sbLas
PR ) B AW B M BEAE 5 . IR YT AR
PEHUAMGE = S ok e T A B A 2ok 5 0 SRR MR T
&, RN, ARDS BE LT R4, ik 30% 0,
%F COVID-19 IrEi ARDS, Liu 22 gy A T 2%
FEERBEM 2020 4F 1 H 2 HZE 2020 4F2 H 1 HIiHE
#2109 ffl COVID-19 5 bEiE2 H 12 HA
53 1] (48.6% ) & #E e ARDS, 53E ARDS
BEAHLL, ARDS B AEIR TR (61 #1049 %) A
BB HE E L (20.8% L 1.8% ) , LT H I i Tt
=(49. 1% . 8.9% ) , ILAh COVID-19 3 Il IR
FRAERSE ARDS B 7™ 5 BE AS [6) 1 A BT A48 4k, o & B
ARDS BHLT- R E ARDS & Wi, PLiREE.
Wl F TR sl A B BR AR SRR YT N RE ] i ik CO-
VID-19 fir& ARDS B 11748,

1E ARDS HYRIRHEEH  ACE2 1EffiN KI5 EE
YER ., W3R FERR Z2 M T8 ARDS YK UL
SR IR ACE T B34 i, AR Angll
FkTH 5, ACE2 Jt Ang (1-7) # ik T2, #5
ARDS, il ZVRERFINA RAS REKA , RIAE ACE-
AngllHEEERS N, T ACE2-Ang (1-7) Bl TR

SARS ## k)5, F 2 AR BT ARDS Jf14
Ik F2E i, Kuba %5 #1595 % B SARS-CoV JEt
/N ACE RIATCH] 022 | Ang 1 YRI5 B 38 0,
M ACE2 ik T, #£/) SARS-CoV 7] fE J& i it
ACE2 AR Il D REM B . O3 — WA 58 R B, 7E 1
KR I ARDS /N BB AL ACE2 5 [H] Bk 2
7N EREL X HE 2 R R B i ™ B i 4 N EE 4 ACE2
TBITIG WA 405 R IR IR ol el 38 | 7 06 St A A I 42
Fr. BEAN, S ACE2 Rk A A9 /N A HE, 1z
1M Z5k &£ T 2K+ b7 (angiotensin I receptor
antagonists, ARB) i f:pfi ACE JE R @i 5 1Y ACE2 &
PRIk B /N B ARDS iE R 808, BL b, ATIR Al
(%) ACE2 Sl /N BRI 3 30 e, i 2k AT2R 19
AN A0 W A FE, PR, 7E ARDS & Al AR
ACE \Ang Il Fl AT1R 1) e 28 3 ff i 4 475 R IR o 2
ifii ACE2 Fl AT2R W Bt iE Ik, 3T ACE2 7
ARDS " HFE ML K SARS B )G 75, 1T IA R ACE2
X Bt A G VR, T HL ACE2 R 5 B
F14) i 350 BB A5 4L O
2.3 ACE #M#I%I, ARB £ COVID-19 R HEFr & /Y
ARDS HHEBEBTME

2019-nCoV JBEG% B 3 K95 J i B[] 42 Ry o DA
REBIFGG , EAEBE AR 7(4.0 ~8.0) K,
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2 BRI R E R rh A2 IR 8 (5.0 ~13.0) K, &
I ARDS BYHRAIHE] R 9(8.0 ~ 14. 0) K, BIF4G
MUMGE S A P ALE R 10.5(7.0 ~14.0) K, BEA
£ 1CU By AIIHE] A 10.5(8.0 ~17.0) K, s
HHHIZH 41 GURE AR, EE iR E
ARDS"™' | Liu %7 52 48. 6% () COVID-19 £
HUEJE K ARDS, i iF SARS-CoV B Yt fli SARS-
CoV S 1321k ACE2 35 T ME i ACE-Ang IT fl
VTS B ARDS /9 &AL, #E0 COVID-19 &
Hii45 5 2019-nCoV S FHE HA/EH T2k ACE2 &
FOLT A G, B H A R A B R UTIE B 2019-
nCoV JEYLTE F 405 23 8 ACE2 Rk TN, K
1. 2019-nCoV-ACE2-ARDS 2 [i1] ity HAKAE FHAL 1475
Tk — 2L LA UESE

H il COVID-19 MyHt/E gL iayr il % & I ACE2
TR IR 35k ACER 40 Rl L 58 G5 75 B e
AT (B0 ACE2 L3k G B 8% Yo 1 118 15 [R] o
2 5 T E 0 AT BE PR R, Ik COVID-19
AT 2 8 FH 14 5K 5K 2% 2 8 1 00 1) 79 ( angiotensin
converting enzyme inhibitor, ACEI) 1 #il ACE-Ang Il
#hsl ARB BHIWT Ang IT 15 FH 32 f4< DI 8 5% 29 A
A RERAE R, 6 AH A 598 ELIESE ACET 3 ARB
it AR 5 0 B R . RN 5 4 S g A il R
W3 ARDS AR BUBE TR i g B R 4G5 & B R R
RSNk TR, $E2E ARDS F4 5 175 2 JR I o) id 1fn 457
PR AN LA — 2 PR P VE . Neyrinck 4570 5%
WAESE ACEL X N2 28 Ir £OKR BRI 493 19 38 7 1
. Mortensen LTV 5 e W BE N FR 4245 T ACET
A AR AT 3K 0 o B Ml 9% R I SR T R R A R
Wosten 2 55 2 WIS Fl ARB X ARDS A 1677
YER ., VA B3R 2 TCHEHT 2019-nCoV B I
SRS A% N ] ACET 5 ARB 3
T SRR £ 5 IS S s LA A, {F LA R0 S R A A
Ja I R 9 Hp it — 2B 50 0E . 734N HETH B T —Fh
AR AR RAS BRI 23 R G e i ACE2, B
AN R A S s A A B AR T ACEL/
ARB 25251, (HIF A MESRIESE ACE2 B3R IAH &
ATSE I RIS i AT B U IR SE AT
OB COVID-19 551211 RAS Hi5) >

3 N %

HETXF COVID-19 FE T & 1Y 1 s FRfrg i) 4%
K 2019-nCoV JERYL B FAFAE N0 A4 42408 Tk
P, B B ARPLHI A Fr it — 2B 0F 5%, B F 2019-

nCoV 55 SARS-Cov FLA7 1 B[R] YR , D 79 oo g 25
JRREURAR 05 1) % S AL AR B, X6 & s AL 2 4 B
TN T, A R T B st it e 47 B s 0B A7 A 2T Tl
SARS Ht ACE2 A5 T B , 1 L 2 B e
JE 51 ACE2 35 N # G 280™ & 2 il it 4, {8 2
HHTA Ik, A& A B FEIE S 2019-nCoV JE YL 15
TG &S5 ACE2 £k F M, LA 7 b7
Z2 10 L Atk A PRAJF 52 31E 55 2019-nCoV-ACE2-ARDS
(i) R DAL DT R A T 58 B X P A R0R YT
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