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[ ABSTRACT]

drome coronavirus 2 (SARS-CoV-2) break out, and the outbreak has spread rapidly all over the world.

spiratory symptoms, COVID-19 has damage to the cardiovascular system in some cases.

cardiovascular diseases lead to increased mortality.

virinae, [3-coronavirus.

severe acute respiratory syndrome coronavirus 2;

angiotensin converting enzyme 2;

Since December 2019, corona virus disease 2019 (COVID-19) infected by severe acute respiratory syn-

In addition to re-

And the patients with underlying

SARS-CoV-2 belongs to the family of coronaviridae, subfamily corono-
The sequence identity between SARS-CoV-2 and SARS coronavirus ( SARS-CoV) has 79. 5% ho-

mology, and SARS-CoV-2 uses the same cell entry receptor, receptor angiotensin-converting enzyme 2 ( ACE2) , as SARS-

CoV. The type I alveolar cells expressing ACE2 are the main target cells for SARS-CoV-2.

Therefore, it is of great

significance to understand the cardiovascular system damage caused by SARS-CoV-2 and its related mechanism for the de-

velopment of SARS-CoV-2 vaccine and drug and the reduction of mortality.
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Sz IR B A A T 37 94 3 R e RO 7 I 1% A LA
M A, H 5 SARS-CoV | 1 7R R W% 25 4 1iF 56 bk
J% 5% ( middle east respiratory syndrome coronavirus,
MERS-CoV ) M H , SARS-CoV-2 475 5 B LA A%, 78
R B Ry= e TR, A EEEHNHR
G Gt e E Y, & B SARS-CoV-2 £
79. 5% 755 SARS-CoV #[A], SARS-CoV-2 fE 4>
FER KT b5 W i e IR 9 3 (RaTG13 ) 93. 1% #H
"7, SARS-CoV-2 il it 55 SARS-CoV # [ iy % {4
M58 & 5K K % 0 [if§ 2 (angiotensin converting enzyme
2,ACE2) B A NMRANM, 51 KB, I RAF 5T %
W] COVID-19 B # R T MFM R GEaE AR, i 25 i B0
M RGEWF, I H A 0 M4 % 1 COVID-19
BREAE R AR LA T R WSO R %
A ACE2 ¢, HHEIEFXT COVID-19 35 0
YIRS E XEIRIT, 98 SARS-CoV-2 5 ACE2
SEE LN BB HLER , X 52 v A2 W 1 Bk ) B A

1 SARS-CoV-2 5 ACE2

SEARIGTE N B E B RNA GTE, B T
B IE SRR T R A R B SN IEAT B R
22 HE H (spike protein) , 9 5 JE 40 E b fk , 7k
JRBEST N o By AT S PUANJE , H ETE ARG A )5
RIGFEALEE 7 Fh, B o J& B9 38 720K 9% # HCoV-
229F F1 HCoV-NL63, B J& 1Y 3 3 768 R 9 7 HCoV-
0C43 il CoV-HKU1 , MERS-CoV , SARS-CoV , LA & it
YFEE COVID-19 iy SARS-CoV-2"""

SARS-CoV-2 S BRIE 58U B E , B4 140 ~ 160
nm, 5 1 N2 30 kb [ IESE RNA JER 4, 95
B 4 AR E A BED (M)  EBHEE A
(E) FIZEM(S) MZARLEA(N), MEASN
EHLA , S 5N 2 E EAS 5WEN
A KA BN RRALE " R =ik S HH
PO 3Z A, T SRV B 0 A H AR, S &
I 7E SARS-CoV-2 Fll SARS-CoV 22 [i] i) )5 51— Stk
& 76% ,5 DR IR A 4 A KRR B R
FrO 450 . SARS-CoV-2 1 S & 114 S1 3
ARG A IR (receptor-binding domain, RBD) Z
FERMUI R AL B B g A A, 255 801 240
ML ACE2 24K I, 51k = RIKARRE MM kA, it
T A S1 WV HE M 7%, S2 WV 6 TE hil =5 A E 1 il
JE4EHY A% B 5 SARS-CoV LA B2 MERS-
CoV ¥JAEH AL, {H SARS-CoV-2 Y S 7 H fiEfs

%5 516 £ %M ACE2 454, BA Wik fY LA ) X
5§ SARS-CoV-2 A TR LY ST AAT 6 o

VLS 58 26 B 2 0. 64% 19 NS fili 40 i 36 ik
ACE2, 3 ik ACE2 1y I 7Y fili I 57 40 B (type I
alveolar cells, AT2) 5k ACE2 Wi e iy 83%
TERIE ACE2 1Y AT2 th 6 Keq B B2 ] BT AN 35
Az i JET A 0 36 TR s 2R 38, 1038 SARS-CoV-2 BEF
AT2 5B B E R &3, B R A ACE2
20N 5 He R T Lok, T i T Al R X Ah 22
ST BT COVID-19 23k & = i, {3
UESE T ACE2 Rk A HIFAE 2P E COVID-19 1Y
R AR S I 2 s 5 4t | AT BB A AS W 32 1Ak
AR RGBT BE I 552 e 0 0 R R
BEE RIS 2, Moy R E BB R IS 23
AR X TR S O VB E L [l B AR e
B3k ACE2 A6

2 DIMEBEERE%S ACE2

ACE2 J&—FE 5 JE 2 1, J& 2000 4F DAtk CL 988
cDNA FER &L NS ACE Y[R TR Y , FHX 43 F i
#9120 000 Da, HAEHTE AN E AT X Yo ik
xp22 E10 0 ACE2 A B fi# 1fil 4 '% 7k 2 1 ( angiotensin
I, Angl) 4 B JURK Angl-9, [ f# Ang 1T 4= Bl £ AR
Angl-7, HAAEF RN TR Uil B sg
SEMERNTYT D ACER S BN O FULE O I A
SBALPERIR, 5 R AN A B )
122357 Angl -7 3T DIM/TLR-4/NF-kB 18 i
T L R R Y A S I, R S BRI R
H9c2 L ULAR A T,

B R K 5K F R 4 ( renin-angiotensin
system, RAS) 7E 2 Ffos LA 9596 1 2 Ak Jvh B
AEZEEN, N8 ZIKRREENEGIRY, 5 R
240 Ang 1, Ang 1 #% ACE 24 0 Ang I , Ang Il
YER T Ang 571k 1 ( angiotensin I receptor-1,
ATIR) , FECOL ML E . Ang | # ACE2 i
A Angl-9, Angl-9 fEHT° AT2R, Ang Il #% ACE2 %4
it . Angl-7, Angl-7 fEH T Mas 5 1K ( MasR ),
ACE2/Angl-9/AT2R %fiF1 ACE2/Angl-7/MasR i)
REFIRIH ACE/Ang [1 /ATIR Blif/EH] X =& B F
oy, AR 2, FRAR ACE2 £ RAS [ V- 7% 31|
ACE/Ang [l /ATIR %, 5 SO0 4 WSCAF | 20 i1 4 —
FAL R O WL S AL A A i i et
o O A R E e . 2 3 ACE2 47 i
3] ACE2/Angl -9/ AT2R #liF1 ACE2/Angl-7/MasR
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3 SARS-CoV-2 5 EFiR=E

3.1 SARS-CoV-2 5iBERE

TER IR WIHIL B 41 4 COVID-19 B # dhgl
A 12% (5/41) IR A A OB, BRI
S FBEUILES & F 1(hypersensitive troponin 1, hs-cTnl)
T (>28 we/L) P, HAE 5 B4 IF0 L 1 /Y R
HHA 4 B 1CU; 48 78 FAE BB A T RO L
s, Wang %P 45 T BDUK 2 Rg I BE
202041 H 1 HZE1 A 28 HY 138 #i| COVID-19
B ITREVIE] 2020 42 H 3 H, HP 7 36 i HAE
SEWAE 1CU, A7 O IT R AE Y 16 1 (FAE &
Hrh 44, 4% ) BE O GiFRICY B TR
ICU 3% (h (7% CK-MB:18 U/L I 14 U/L,P<
0.001 ;hs-¢Tnl;11.0 wg/L H.5. 1 wg/L,P=0.004) ,
PR E Z A I A ONUIRT, Chen 2 X
2020 4F 1 H 1 H %2020 4F 1 H 20 HIE A 99 24
COVID-19 &, Wk MAEB R h £
BB O WL RO TEYE 15 B (15% ) B E ILLL
5 H (myoglobin ,MYO) 34 &5, 13 %1l (13% ) & LR
14 ( creatine kinase , CK) 751,75 #1(76% ) 4 3,
PR 115 U ( lactate dehydrogenase, LDH) F &, Hirfr 1
5.0 WU 5% ( CK 6 280 U/L, LDH 20 740 U/L) ,
HIGHIA 1 BIEAE B E T MeERIE O J) 50 Ok
BRiF, ER DAMEEZ SR ANESRIZIT T
A sy B T I LDH M e ]
DUUES B 4 &, 7E HERE B S JAE B Y, SARS-
CoV-2 £ ] figat iie.Co LA 43

SARS-CoV-2 S0 WL 4 7T BE 5 .0 L4 A 5
%35 ACE2 3¢, SARS-CoV-2 i iF ACE2 #E A I &
YL, S 300 ULAN B B2 5 | B AR S BT T
WA | PN K 4 7 7% . 200 M DXL -/ 98 E A 5 40
W0 TS S P B2 5 473 1 ) BsF J 50 4 A AR e TR
T A, DI S0 AR T2 B, 20T U R 0 LA
FERYIG AN A AT HE SARS-CoV-2 5 ACE2 (445
& 5 B ACE2 #E ¥, ACE2/Angl-9/AT2R %l #i
ACE2/Angl-7/MasR 152 240 , RAS 06 1 B0
WU 2720 55 A ERE R G AR G b B
SCE R A, RS 7 A R g 1 8 R, R R
AR R T R A A R T AR st R A
0] e FAE AR O LR ML S — D T
COVID-19 525 1) -0 Dy i i A S I A8l A , g |

LU LA L 483 405, o 0 3k 2 v O I S 40 5,
BT AT B PTRE , S B0 LB LA = AU
[l 2 COVID-19 fE75 1 LIS M0 1M 4 2R Go it
TR NG IR TR (A I — 2P

3.2 IDMEEREF SARS-CoV-2 Rt

Huang 25/ JGE R0 41 R E v A 6 1l
(15% ) &I m i, 6 B (15% ) & IO A5 PR IR .
Wang 25 7EXF 138 1] £ & o A7 [l U1 50 7 b &
PR, 102 BIHEEAE B #5536 4] EAE B E AL, TPz
SRR AT B 51 % 66 2,102 FldEFE B FH R A
FF LR 22 B (21.6% ) . 0 L4 5 11 )
(10.8% ) ,36 #l & it £ & & JF /& il & 21 14
(58.3% ) JLWEPNE 9 191 (25% ) , 1k 2020 42 A
3 H, A 6 BIFET-" I BRI ZTUE A A FE At 92 05 14
LA NN S 9 SARS-CoV-2 JE L | 45 51l 2 i 1fi
JE e HEPRIE I R, H— BRI R 5 R R R
HAE, A IO A FE R 1Y B FTE COVID-19 FE
T-EFE T B K ], SARS-CoV-2 Y45 IO
A5 BRI 23 0 o J5 A 1 | A 45 J0RE AR A A
AR,

5501 WHFSE [ T 2009 4F HINI 38R
TrIE R 2RO U SE A BE /4 70 B35 K 64 5%
WEE GEREE LA HA N 13 BIHRE(9.7% ) BB
JERESENR 31 % 1) FB 2 WP G R e T A A O LEE B
HIFFT 8 ~ 14 KB XF A2tk sh ki &
fif ( acute coronary syndrome, ACS) ¥ it 75, SARS-
CoV-2 JERYL U INE 5N, o3 1 5145 5y Ak, S 304t
To, TEAMEIRYL I, ACS T 0 WLk If 5 PR AE
D& Re R 22, — B A I FH RN &, i 52 J1 3
11K, 50 KA DI RE R, IR e
3.3 MRBHYELERE

COVID-19 MiRy7 il F v 2 i — SLhiig 8 24
Y, CHrB st tRe 2 B YL 10 il R 1297 7 % (4728
L) Y HEFE COVID-19 JBF BT SORR #2459
IEVCHR 3/ FIFCHR 7, 3 2 Fh 24 Sk 25 1 0 i 75
FECI e8I NaR ) TN [ R A NI Y AR
RIS O A — & W, 7T SRBOEE SRS
SRR . RBP4 B R e A L
M AT O MR, AR T RS 5 A5 r I, S5
OERIH AR, PR B AT A A BT 2 A AE T S 3
FET-1 L L, 7E COVI-19 3557 IHR S ia 7 o AR
R ) R 1 PIYE S B3 BTN ) s =RRTIY| K 7 K VI E 23
250 B RO IERETE . XA OO IS B 0 AR
BN YIS B A E A
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4 IFREHMS ACE2

SARS-CoV ) S B 15 ACE2 454 IFdE 17 Bl
A S BB E T B PU EE 25 W) OT & 1) BB
S BRTE DRI KIS L T DNA 2 1 e 75 48
TREEV BRI 3256, HEPU B SARS-CoV ) 2%
IR J7 ¥ AT T 7 & SARS-CoV-2 [ 5 1 il 24
Y, EIXRERERT R, oo BRAE 50528 15 5 B A K
AT DL 22380K T SARS-CoV 1Y 254 FI T4 SARS-
CoV-2, HFEFRW], Wiz S REAE 1 il SARS-CoV 75
T Vero E6 4 il H (045 2 52 1, 33X A2 id o i b
Vero E6 4l % 1 ACE2 {4 1) A s b 61k T 4
SARS-CoV 5 ACE2 ZIREE AR EAEEH, +EE
B R DU BE B ST 5 4 R 2R 2R e Y 25 )
I TR 5 AFF 5 25 S 6 B, 7R 40 /K OF I, S
AERS A7 M ) SARS-CoV-2 & YL | It 4, Tian
R L SARS-CoV Y 5 ME N PR T B BT A
CR3022 1] L 5 SARS-CoV-2 RBD 3 %% &, {H &
CR3022 ANfit 5 ACE2 1Y SARS-CoV-2 RBD ¢4
&, JTLL CR3022 HAEVE M fikinyy ik, 5 HAb
YLk — i T W B5 AR JF COVID-19, {H J&
SARS-CoV FA BB (41 m396 .CR3014) AEE 5
SARS-CoV-2 i S LA , X EWE 5 ACE2 455
1 2 M EE R RBD AN[E] o3 Ahs AT DL 1 5 £ 55
109254 5 SARS-CoV-2 RBD Z54VE Mo, LU fi
S N Az 51 %) SARS-CoV-2 RBD ) th FIi 14 3k
FIHEE

>4 SARS-CoV-2 5 ACE2 (454 53 ACE2 #E
g RAS W0 o I 55 7 3R 5% 46 i 1 57 (angio-
tensin converting enzyme inhibitor, ACET) X Ifil % % 5K
FZRFEHIH (angiotensin receptor blockade , ARB)
Sl R H ) RAS 9 550, X AR A5 7T 68 1A AR
COVID-19 B ENAASFE A 07, HE AT
Il PR GERHIE B JLF7 3%, ACET & ARB 2525 % () 1 FH
H TR AATE S, T B — 5%

5 B B

K EPK COVID-19 9 A 223k e L g, Hoph
P P AL Y i T, 2 A IR B R K AT
A G By, XA B TR A AL R . H
HIAFFEIESE SARS-CoV-2 il i3 1 £ ACE2 2 4 fk e
ARHIE [ COVID-19 , R A 84335 A4 1) 2 3
SEE AR T OO 5, HA O A5 Ao SR A R
Wi, B EAARPLH M AE R, X COVID-19

YU B 25 RO F 58t mT AN SARS-CoV-2 JERG ML 5
T B AR, AR AT I KR5S, o] BEXTHF A& £
P29 7 1Y 25 ) A By s e 1 i S FE 2R
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