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1. (3U&IC

2019 4F 12 HIZHEIZ B W T, severe acute respi-
ratory syndrome coronavirus 2 (SARS-CoV-2) 12X %
FrEla a7 4V AEGYE (coronavirus disease 2019:
COVID-19) 5AEL, BB FIv s blo
7z. COVID-19 (3ili D JHE VK 3 5 S 2 I 27
FEIRZ B9 575, #2020 4 4 H1213, EIE COVID-19
BB D 25% 05 IR IR S8R REZ &P L, LIZLISSE
WE b MM SN, ZO®KEAKOHEA
MW X, COVID-19 B & [ 5 % (COVID-19-
associated coagulopathy: CAC) &\ 9 BE &AL S
72. CAC \ZHEHEMEIM A N % (disseminated intra-
vascular coagulation: DIC) T® 7 <, I/ e
[ <ESE  (thrombotic microangiopathy: TMA) T3 72 \»
2o—y WEEFS Y, B O DICHIAT R
BF L7 TMA] LEF3hCTwns ?. /MRS, D-
dimer ® L5, HEIEHXTIE 70 b vy ¥ VoD
FTORIEENRD SNLH, Wi d MIliE® DIC
X0 LBET, 74 7)) 7 vidES THIERIZ
e\, [EBR A Ik 057 4% O DIC 2 B AL HE 12 HE 5 9
L, U TRESRWEADLSL . —F, CAC I TMA
OB RL, 74D COVID-19 BEDF— F 7T —
TIEABNS, iz &OUME R I/ E T i
BEADY. F72, TMA O TH5 LDH D I
H%, ADAMTS13 O FEIAHED SN b Y. L
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L, TMA O X 9 ISR IMBR R L IR A 1E
Boonhny. B2 5 i HKICHF LT TMA
HIRENAE L A7 LI N TN S,

CAC OERFEHIE, 1) 74 IV RIZ X5 MAEHNE
Bk, 2) WERKERIERS, 3) BERIREE S
bz o BEERES I, oYy EEDTTER
TusA Y CIHEEOKT, $) IREIEROEA %
EThD OV T XD HEMT TIRYSRMAK D i
MlbshsZ epriisn, FEE, COVID-19 B#
T, AL N RO E T 5 platelet factor
4 (PF4), extracellular vesicle DI AR, M/ME E
T ® phosphatidylserine, P-selectin DFEH D L3570 &,
AR N T IR ST PEAL % 7RI 5 5 Rl 28 2501
55 KBTI, RILE L7z COVID-19 D
REIZBIT B IO G512V T, T EDTHRIZ.

2. I/J\#R(E SARS-CoV-2 I & » TEEFEML X
hanh?

[EEEE DICHIT MR 1SRG L7z TMAL Thhid,
IRAERNTIMOEE A ERE S b L FRSh
% 7%, SARS-CoV-2 |2 & % /MK O 135 O i L%
B WwD7Es ) H? £72, SARS-CoV-2 ARIL/IMK
ST HHREME X e D725 ) H ?

SARS-CoV-2 RNA 75 COVID-19 B # O il /MK T
PCRICL DRI S N7z I EDH 2 5. 2021
4E Agbani 513, 3RICA A=Y ¥ 7T, ICUAZED
COVID-19 3 OIE AL /M IZ SARS-CoV-2 %
B L7z 2 2022 4F Zhu 5O L B &, PCR,
e B, BTHEME L CIHEES
COVID-19 3 20 %4 19 %4 @ Ifil /N B 1Z SARS-
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CoV-2 RNA Z Mt S 7248, HEAFH 22 4 DI/
TRIRTHRM SR Ed 72", F— TP =T
X, B, MoOBEBBRE b SARS-CoV-2 IZJ&EG: L T
V72728, SARS-CoV-2 &Gl /ML & G E % Bk A
LHEEEIN, ZOFFEIANABETZT]SHW
EHEM STz, ERIM/MESZDOFE~ 70
77 —=VICHREIN, X5 EGEEINTAHEKIC
%hHZELRBENT. 51T, SARS-CoV-2 it
AMA/IMIPICEL Y A F T 2 8 TS E O
EbHDH W, L L, 2021 4 Bury Hid, 24 AD
COVID-19 & (5 N2 ICU) DI/ % v T,
RT-PCR X J& D 5\ digital PCR Tf7- T, SARS-
CoV2 XM SN oz b E LTS Y. %o
20D L) HIEEIZEWEEZ R, Pt
b EAED S \VITIELE COVID-19 BE T, Mi/MiH
|2 SARS-CoV-2 DFAET H L E X b 5.
INRU—T%FDRNA VA IV ATHS SARS-
CoV-2 1%, ZOXKIMIZHEB TS SHEHADS, HIEDOK
B@Afl 2 % a7 a7 4 J —¥ transmembrane serine
protease 2 (TMPRSS2) 2 & - CHIWF S, Z Wi
%73 angiotensin-converting enzyme 2 (ACE2) 2454 L
THIRPIZBR AT 5. /MO G D [FFERE % 72
EAHDIEH D H. Zhang HIE, M/ S 2%
ACE2 & TMPRSS2 ® mRNA 23588 5 L7z & #iis L
TW52 Y /M 11213 ACE2 RNA & &b 581
EARWETHENLE VS Koupenova & I,
TIAY rTay b EREGRETEE AD M
B T®D ACE & TMPRSS2 O3B # /" L7245, Al
LoTESLDEDH o7, mRNA ORBLUIMZET
&9, BZOLMoOMIBIZIEET 5 ACE2 % fif & 2>
DT AAZEZEZ NS, T A VAR TIXZ
DACE2Z /LT, HHWIE<A 7 a/8—F 4 7 )b
KA L7z A IV AR T- % R AGA R, I/ LS HL
VRTINS EHEM SN TS, MiICHEAET 5 EAER
|2 SARS-CoV-2 3JEG LC, 2D F FM/MRIZH] &
AN VI 3L H D Y. EBERIE emperipolesis
EIFIEN B 4P ER 7 S o & Sk AR TR & B
5, RAIAATZHINE OB ST 2SEARZERNICHLD AN S
N5BDS, TOBIIY AV AR T ERERNICHE A
FN-WEEREDH D Y. ACE2 PIAHC Y, CD147,
glycoprotein (GP) Ib, CD26 2%, Ifil/MK I SARS-

CoV-2 DZFARE LTl & oidid 5 12V,

2 AV 2T H B X B MRS LIS B % )
HNZDOWTIHRRS. Zhang 5 1E, SARS-CoV-2 7 £ v
AKFZDLD, HHWIESEAD, LT IT=
2 MZ & %54 D potentiation iEMEZ Fio Z &, vk
MK GPIIb/IMIa G PEAL %2 P-selectin DFEHL % FHe 35
L, 747 7Y Lo MR i # R A 2 2
5 EERHELTYS 'Y Maugeri 513, SARS-
CoV-2 % MM/MRIZI Z % &, EMELDIRIE L 2 %
High Mobility Group Box 1 (HMGB1) FatkIfii/Mi<
soluble P-selectin DM, M/ MK VWE DT (i
Wiz s) WEowoshs ez, YVar¥vr v hs
HEAPMMMUEEREEZERET S LHEL TS, IR
5O EPLCDI47 PR THHRI SN L Z L5, S
EAZHEAE LTRELTVS EHENL TV 2V,
—J5, ZEAE )Y FIZEBEME TRV D
W5 SN TWwAb. Koupenova H i, BV AT N7z
IMRDST R b= 2% L, ZOBEORHKISD
M/ 2 AL S 2 s LTwn b 2.

Pk, ERESE T, IM/MR - EA%BRIC SARS-
CoV-2 DILY ARDTED LN B DS, Z4K ACE2 D
BBULHERED Y, KAAARR, CDI147 & LR D=
BROFAEITRIRENT WS, A4 VAKT, HEiC
S A DOE RN X 2 M/MGETEL S 2B ),
WS 2 I MREEOEREICOWTIE, Ty
AEBBWETYH, BIBOGZ ER T3 & - T
ZIEHALRRO 5N,

3. SARS-CoV-2 BN AEFAREICEL - TER
S h 2 M/ RiEMAE

TANZRTEETIE R L, T4 VAITHT 54
OB & ) Eik S5 M/ MUEEEER 12D W T
BB ().

1) NETs, #f&(C K2/ MriEHE (BUliEHERER)

COVID-19 EAE B H Tld, M NIRRT
MRBO LN, MR CsasEfiis b L, FL
WK DI PEAL AS R S D 2. Skendros © I3,
SARS-CoV-2 253 & L "C mannan-binding lectin (MBL)
R EHE LTHIfRL 7 7 RS LS L, E
A E 7z Csa DS ERZ TG TEAL L, AHERA T (tissue
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1 COVID-19 IZBF % f/IMIEE bR
SARS-CoV-2 |2 X A2 EHDM/MIEHALOM, =7 4 VADERST 2, MINEMRRRE, ~ %) CRERPE/MOEAE (HIT),
MARTEBUNIEREERE (TMA) 12X ) ZRIIEEIL S 5. BUMERER T, NETs OB (NETosis) M2 NETs &
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AL CHMR 2 TEEAL T 5. Mid ARSI, Ko—EIZLFoH A4 b & )57 m§ 2 e TR S .

Servier Medical Art. Servier Medical Art by Servier is licensed under a Creative Commons Attribution 3.0 Unported License (https://

creativecommons.org/licenses/by/3.0/).

factor: TF) DA & TF % ff - 72 neutrophil extracel-
lular traps (NETs) ORI L 5 2 & 28 L 722,
TF 23R 2 0E AL L CTE L7 b a v B D3I/
ZUWMEALT 5. S SICHIARIETEIL TR U C3a R,
histone 7 & MU/MGE ALY E % #54 L T 5 NETs
(R 2 TGS 2. T PEIL MM S 512 NETs
DA T AR AET B positive feedback loop & 72 5.
2) Unusually large von Willebrand factor multimers
(UL-VWFM) (2 & % M/ MRGETEAE (TMA #RE
COVID-19 IZBFAHH A b4 VA M—=LTHEL
7z, IL-8, TNFa, IL-6/soluble IL-6 receptor complex
i, AP Zfili L C, Weibel-Palade bodies 7> 5
UL-VWFM % g i & & % . % UL-VWFM i3
ADAMTS13 12 & 1) 3 BE 7 o3 7 =2 I YI i S 2 78,
IL-6 ¥ ADAMTS13 {if 1 % ¥l 3~ % 72, UL-VWFM
HMAENE FICER LT, /MRS LT

H34B T

IR Z T $ 5 2 & T, TMA KBREZ 5 5.
Sinkovits & & Navy 513, COVID-19 &#& T, HAEE
(2B LTIt ADAMTS-13 {525 L, VWF 5t
R (27 —7 VA0 »PEATs2L%
WE L7225 2502, WEoMEEEALE RS
C3a/C3 AT B LT 72 R 2 ik oG Ak
7 AV ARG OPERR @) < 25, B iR
MEWNREREEEZ 7251, VWF OB 2123 5 &
EZZoHNb.
3) mAFICK BEMAL (AN ERI/IMURDE
(heparin-induced thrombocytopenia: HIT) #£f5 5
HIT &, #t PF4/ 78 ¥ Hidk A% Fe 52 24K Fey
receptor IIA (FcyRITA) (25 A L CIfil/IMRK 2 1614169
%2 LT, M/MROEEERA & ieiE % 5] &8 2
FTHRETHS. COVID-1912BWT, FHUDOIHFED
FAET 5 DR ENTYS Y, Navy 5O
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I2X 5L, HIT 3% S 7z 6 % O FEJE COVID-19
BEOMEIE, o b=V BT v AT, ~2%Y
YIARAEE MM R TG AL S 5 28, E i LIX
FeyRIIA O HHIHLAR TV3 12 & ) ) & 7= 29,
FeyRUIA (ZACBFIE Fe BB TH L Z L b, Mg
ANZIIPURDHE A L 2PUR L G L v, (IR T
3505, BHEMGEICEHS Rt r i I h s
Tenb, SHEH - PSS EEPUEB AL FoyRIIA
WA LT, MMREIEEILL TS L n) X b —
V=R X NS DS, EEOGEWIE . Althaus ©
1Z COVID-19 & D 1gG 43 25, FeyRIA ARAFPEI,
M/RIZT R b — 2 ZARRBUE (phatidylserine D ZEH,
I hay Y 7THREMOB G ) 2 ERT S
TERMELEY. 2B 5 M5 h o EE
RSG5 2 & Z2RIEL TV 5.

4. M/ REE(Z COVID-19 BERERE (CAC)
B ?

CAC TlZV7 A VAH R Z U T 5 ARG
L0, I/ IEEE S, SEEALIMESS 5 7
% MARTER R S SOS 2 BB 5 . 213, i
INBAZ TG PEAB SR > THIRB R RIS b
HMGBI %, Kl X472 PF4 12 NETs % F#3 5 ».
HMGBI1 % PF4 (X[ PEAT R 2 8¢ B MAE N O~ /3 )
YHEWEHICHEALTT YF b a v ey ORE & ]
L Cli @ = B3 5. M/MOEHAbic - T
9% CDA40 ligand X° P-selectin I& 45 N B % (6 44L
T5. UEa#ERSL &, Pull/MUSEIX CAC DFER)SE
ERDEED L HICEZTL 5.

LA L%A55, # 15,000 A® COVID-19 ARt
WXL CTAEY) Y OfHERE L-EERT © 7
L {bILi#k B, RECOVERY 2L % &, TAKYY ¥
128 H DR OFE LR AZ B N TIPS B o 4
HE & AR SN 072, ZoEKE L
T, TTIEANRY) YR ERELGEINTWBREE, B
I/ DB S & 72 2 Proi il zh £ % £
FoVEHEIML TS, HE VI, MMM &
% MAR T 1 R0 il M B 555 2 i RE AL IC B2 T b B T
PER, PR Z BIGT 2 5 4 I ¥ 7RV
PEEZFF TS, Blo 578 AD COVID-19 ABtE#H

Wt A PSR (7 AE Y v, P2Y 12 FEA]D)
PR (KRS O, R PUEE 3E)
ORI T B ERNZET S, 50 HEOAELE L Pl
AN DRI BT 2 o 722 2SR L CH
B A L 72, 50 HEROAEGEEOEESH
HEICEETH 72, ZOHLTIE, exhausted
platelets £\ ) Z X H AR ENT WS, EIED
COVID-19 & Tld, AN TI/MUEEILAE L
TWbEWVI L OMENRDH LD, BN G EIlin
vitro CHIE COVID-19 BHF DIMI/MLE R T 5 &,
B BOBANRES LTV 5 &0 ) iihid 5 23,
Z 5 L, AR TOEMER % i MR LD 729012,
S5 7% 5 RIS L 72 W exhausted platelets (272 -
TW5b EEZ L Z 5. FFICI/IMRD phosphatidylserine
ZEHE L L v dEdH Y, BERED b
A= ZE iz vwrd iy, ULy, 4
7 & HHEAT L 72 HAE COVID-19 Tld, Ui/
ORED BV EHERIN TN 5.

5 £&8

CAC IZB W B /ML O & LT, SARS-
CoV-2 IZ X 2 HEOIHMEAL (S&HH, BEIZLLT
RE=YA) RBENTWASYS, ACE2 DFEHLIX
ARV AEHROLNTE ST, GPIb X CDI47 &
ENOZHEARDEG-H K E V. SARS-CoV-2 IZ3F 9
B HEARBOSIZ & 2 /MG AL & LCTid, 1)
NETs R #ifA1C & 2 AL (iiEgEe.), 2) UL-
VWE 12 & B3 (TMA EL), 3) PUEPTAREES
RIC X 2L HITER) 2H 5. LaL, bu
/M 1Z COVID-19 B H DT R R N TP
HOAHZEE RITE T, FEIE COVID-19 BHIZ
BT % exhausted platelets 5D % 4 I ¥ 73— H
LEZ BT

FHOF ML (COI) DRI :
Bk ERIRWFZE (WEER) (55 Wb 38 IR ok
CLECSTROLSI A 54 L~ R)

DD ZFFH DI L OB -
ARG FERNABIE U TR & B3EF & OFl
A 7 L

H A AR 1 127 25
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