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1. (IUBHIC

2019 4 12 HIZHEIZ BT, severe acute respi-
ratory syndrome coronavirus 2 (SARS-CoV-2) ZX %
Bl aa 7 AV AKGYE (coronavirus disease 2019:
COVID-19) 23FAEL, B IRV FIv s Lo
72. COVID-19 (3 fifi D JHE (2 #2 K §~ B JE B R I £
FEIRZ 95 A%, #2020 4 4 A2, HJE COVID-19
BHED 25% D FIR MR A2 G0 L, LIZLIESE
WERDZEpEsns?. 2oREAKORED
W &, COVID-19 B 3 &t [ 2 % (COVID-19-
associated coagulopathy: CAC) &\ ) &K S 1L
7z, CAC I IBHEE M M &ER  (disseminated intra-
vascular coagulation: DIC) T® 7 <, Ik i
[5E  (thrombotic microangiopathy: TMA) T 72 \»
2=— HRWRE R Y, THEE O DICHIli R
BB L7z TMA] LEEShTws . MGRD, D-
dimer ® 15, HEFTIET 0 Far Vg ob
TORERNFRD SNLH, Wi b KiildEo DIC
KD SWET, 747 7 VidE THIMERIE
v, ERS AR IR 2 0 DIC WAL IS
L BTRILZVEENE V. —F7, CACIETMA
OB RL, 74O COVID-19 BEDF — + 73—
TIZABNS, WliZe & Of/NIAE R M/ E il
REBDY. F72, TMA O TH% LDHOD L
5%, ADAMTSI3 D& T bh b Y. L
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L, TMA @ X 9 (2B AR M ER R U I MR A 1%
Ao Y, BEH MM RIZHRE LT TMA
RN E L A0 LIS TWES.

CACOELRFERIZ, 1) 74 VAKX BHMENE
B 2) WEERIGERIERD, 3) MEEIREE S
bz ® BEERELE, POy ey EEDTER,
TFar A v CERDOIT, $) YIRESURD A%
EThDHOT. 0 XD m5E T TSR D iF
AL E N D Z EAFR SN, FEEE, COVID-19 HE
T, IS A MR R T 5 platelet factor
4 (PF4), extracellular vesicle D IMLHEE R, MM/ E
T ® phosphatidylserine, P-selectin DFEIRD L5 7 &,
RN T/ STTE AL 2 R 3 5 35 23401
555 A#IiTId, RilE L7 COVID-19 O
REIZBIT A IMVMROB S22V T, LD TAI.

2. IM/MR(E SARS-CoV-2 Ik » TEEEME X
hdanh?

[ DICHI MR ICBRF L 72 TMA] TH T,
PIRAERN CTIVMEHA LA E R ST L FRE
%%, SARS-CoV-2 | & A /MK O 3% O 16 ML %
FlEwD7Zh 9 ? $72, SARS-CoV-2 ASIL/MKE
WIS BUTEETE I R WD EA ) H?

SARS-CoV-2 RNA 7% COVID-19 & ® il /MK T
PCRICE DM S 7z & vy 2 5 5. 2021
4 Agbani 513, 3WIGA A—Y ¥ T, ICU AED
COVID-19 B # O iFPE LML /MR N IZ SARS-CoV-2 %
Bl U722, 2022 4F Zhu 5012 X 5 &, PCR,
MM, BTHEMEEH AR
COVID-19 3 20 %4 19 44 @ 1L /N BX 12 SARS-
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CoV-2 RNA %Mt S 7=4%, A5 22 £ D /MR
TRIRTHRIN SN o2, F—1+ 7Y —T
i, B MioOBERERE D SARS-CoV-2 IZEG L T
W7z 72, SARS-CoV-2 &G/ ML G EAZ Bk
LEEESN, ZOFTIANRERET T &/
CHER STz, BEMMISZDOFEE~Y 70
Ty —=VICAAIN, LR DEYEILT D IEKIC
HAHIZLLREEIN, 51T, SARS-CoV-2 fi
HRIMEPNCER D A E T 5 BT HMETEOR
EhdHs Y. Lo L, 2021 4 Bury HiE, 24 A0
COVID-19 &% (5 NMF ICU) D /MR % FH v,
RT-PCR R J&E D 5\ digital PCR TF7 > Td, SARS-
CoV-2 BRI XN o7z HE LTS Y. &
20D L) EIEERRwEEZ R, Pl
HEIED 5\ ITIET COVID-19 BHTid, M/ MIH
2 SARS-CoV2 i T B L EZ b b.

I YNRU—T%FFDORNA 7 A VA TH S SARS-
CoV-2 1%, TOEMICHEIT S SHEMADS, HEDR
HE#fl 2 ¥ a7 uas5 4 F —+¥ transmembrane serine
protease 2 (TMPRSS2) 12 & - CTUIKr S, & DWrii
%% angiotensin-converting enzyme 2 (ACE2) 2456 L
THIRBMIZRAT 5. /MO G b [ % 72
EDLDEA D M. Zhang S, MU/ S 2%
ACE2 & TMPRSS2 ® mRNA 23388 L N7z & #Hiis L
TW52Y MV 11213 ACE2 RNA b & 113 5681
FaWVETLEENL WS Koupenova & 1&
YIAY y7ay b ERERETREE AD bk
MTD ACE & TMPRSS2 DIH % /R L7228, Al
Lo TELDOENH o7, mRNA OFBLUTMZET
&7, BZHMoMIIZIHEBIT % ACE2 241 & 20
DT AAZEZEZ NS, T4 VAR TIXZ
DACE2 2 LT, HbwiE~Arui—54 7 )

WZHEB L2 A VAR T & ki, /MR EL
DAENL EHER SN TS, MiCAEAET 5 B
|2 SARS-CoV-2 &G LC, Z0F FM/MRLIZE] &
M2 E VI FL B D Y. EALIRIE emperipolesis
EWFIEN B HFRER 7 S oM & Sk AGA TV & HE
b, fRARA IO 5 ASEALERNICEL D A S
NBDS, ZOBITY A N AR TFAERIKNICHEH A
FNWHEEDH LY. ACE2 USHC Y, CD147,
glycoprotein (GP) Ib, CD26 7%, IfiL/Mi_ L. SARS-

CoV-2 DZFMEE LTHIL & DHiiEAdH 5 20,

7 AV AR H B XA MVMGEELIZ S % #
FIZDOWTHER%. Zhang 1%, SARS-CoV-2 7 1 )V
ARTZDLD, HDHWESHEAD, AT IT=

12 & % E4E D potentiation KX FEO 2 &, Ifi/h
MK GPIIb/IMIa i 1L R P-selectin DI % EHe 35 &
&, 747 7 v E oA R R A 2 2
T 5L EWE LTS 'Y Maugeri 513, SARS-
CoV-2 ZIL/MRICINZ % &, AL IRIE L %2 5
High Mobility Group Box 1 (HMGB1) B i/ =
mwmpm@mwﬁm M/MEA VWE O (i

2&%) ARBHLNLEH, VaryEeF U s
EE#E¢W@%%E£?&&%%LTm%.:ﬂ
5O FUBIPL CD147 HURTHHI SN L Z L2, S
BOAZARE LTHRELTWS I LT 2 2,
—7, ZEAE )Y FIZE B TR VBT D
I ENTWwAb. Koupenova S, D AFh7M
IMEBT R b=V A% L, ZOBOBRH KL
/MR 2 G AL 5 &G LTwvs .

PLE, SERERE T, M/ - BEAERIC SARS-
CoV-2 DELY JAADRD SN LD, ZHK ACE2 D
FRBNLERH D, BARAR, CDI47 % ERD%
BROHFAEDRBREINT WS, T4V AKT, I
S |HADEEAENC X 2 M/IMUEEIL D W25 0,
Bl & 22 % M/MREFE O ERIZOWTIE, I vk rd
AEBHRVETD, BN EBRHFEICE - T
XEHALSTRD H s,

3. SARS-CoV-2 B DEFAEEICL > TERE
S h 2 m/iGEME

TANVAKTFEHAETIE R L, 74 VAT B8
RO & ) B S5 M IME LR 12D W T
Bz (K1),

1) NETs, #{&(C&K 20/ MEMSE (BUlERRRS)

COVID-19 HHEBH T, MF N IHIRO LA
VRO LN, MR CSa B b L, FL
WK D EEAL 2SR X % 2. Skendros b I3
SARS-CoV-2 28F & L T mannan-binding lectin (MBL)
L EIHEA L THIRL 7 F U RBEDSEE L S L, pE
A S NTz CSa AUFHERZIEVEAL L, ALEER T (tissue

H A AR 1k L7 23 5
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HIT-like mechanism ‘

Sepsis-like mechanism
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‘ / Histones
- Z\ © 3a

UL-VWFM

| TMA-like mechanism |

GPIb/IX/V
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SARS-CoV-2

Direct activation by
SARS-CoV-2

1 COVID-19 |2 BT 5 i/ i
SARS-CoV-2 |2 X 2 SO M/MMEMELOM, &7 4 WV AHERT 5, BIERKE, ~/3) VREEI/NMOGRAE (HIT),
MRS BEERE (TMA) 12X ) ZRIGISTEM L S . BUIERSRRE T, NETs DIEH (NETosis) B2 NETs &
IS s N7z, e X b Rk C3a BENENDI/IMILEZFEK, Toll-like receptor 2, 4 (TLR2,4) & C3a %k (C3aR)
4 L CVMRE TGS 5. IEACSH Ko—EIZToH 4 b X DB G2 AW TER S 7.
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factor: TF) DA & TF % 1 - 72 neutrophil extracel-
lular traps (NETs) ORBUIHAE L2 2 & 2 L7z,
TF ASEERE R AL L T U7 b e v v asifivig
ZUMEALT 5. S SICHIARIGTELTHE Uz C3a %,
histone 7% & ML/MIEPEILYE % 454 L TV % NETs
(IR S PEAE S 5. PRI ML S 512 NETs
DA %R AT S positive feedback loop & 7% 5.
2) Unusually large von Willebrand factor multimers
(UL-VWFM) (2 & 3 I/ iR5EH(E (TMA #R7558)
COVID-19 IZBIFAHA b AH AL VA F—ATHL
7z, 1L-8, TNFa, IL-6/soluble IL-6 receptor complex
(&, MEFNE A RI# L T, Weibel-Palade bodies 7 &
UL-VWFM % fit th % & % 2 3l UL-VWFM I3
ADAMTSI13 |2 & V) @ L 7% 70 YW S b 28,
IL-6 %% ADAMTS 13 {if 1 % 301§ % 723, UL-VWFM
AME N FIZER LT, Mi/MRA RS L CRuMiL

FIRVE S Bc

IR Z T 5 2 & T, TMABIHEZ 23 5.
Sinkovits 5 & Navy 5%, COVID-19 8% C, WIHEE
W2 LTl ADAMTS-13 i HEAME T L, VWE 5t
FERLEE (37— UG ATz L%
W L7225 X500, MR BREELE R
C3a/C3 S A LT 722 e ik o ii A LI
7 AV RGBT OHER M8 < A3, AR PR X
MENEREL2 7251, VWEFORUE 2 REST S &
EZohb.
3) MAEICKBEME (AN CEREM/ MR E
(heparin-induced thrombocytopenia: HIT) £ 5E)
HIT (&, ¥TPF4/ /%Y ¥ PiAR A% Fe 52 #1K Fey
receptor IIA (FcyRIIA) (Z##HA L CIL/IMK % &ML
52T, M/MLOTHEERA & MRELE T Z i
FTHRETHSH. COVID-19 I2BWT, HUOFHEH
FAET 5 EDREENTYS Y. Navy b OHE
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2L % &, HIT A EE S N7z 6 4D HJE COVID-19
BEoMFEE, e b=V 7 v AT, ~%)
¥ IMAFE M A G TEAL S % 2%, 2 OGTELIE
FeyRIIA O HHIHLAK TV.3 12 & 0 k) & 7= 2,
FeyRUA (ZMRBAIE Fe 2B THH 2 &h b, Biam
BNIEPUR DG L2 BUR L& Lz v, BIRT
EH A%, BEMFICIEPS EOPUEI I S NS
ZENS, SHEH - BUS AAPURE AR FeyRIIA
CREE LT, MR EFEEILL Tnd Ln) A b—
V=R SN DA, EHEOEMIZZ . Althaus
(& COVID-19 B D 1gG 4745, FeyRIA KA,
M/ 7 B b= ARG (phatidylserine D3 H,
I bV R THEEM OB L) ERET S
TERBELEY. 265 W05 2 ORI AE A
PRHSIMIR 2 TGS 5 2 & 2RI L T 5.

4. i/ REE(Z COVID-19 BB ERERE (CAC)
IZE®D ?

CAC TIZT A VA H &R ZIUIHRT 2 ARG
X0, M/MUIEE L S, YRR E S 7
2 MBI R RERIG 2 ES 2 V. #lzi, i
N TE AL ISR > TR R EIC RIS R B
HMGBI1 %, Hii & 172 PF4 1X NETs % 5383 5 2.
HMGBI1 % PF4 B8 2 3¢ 5 ME N D~ 3 Y
VREEICREALTT Y F b a v ¥ ORE = S
L Ciiefmz RS 4. m/MaEEbicfE-> T
Hi9~ % CDA40 ligand X P-selectin (LI IRz % 15 1:AL
5. DEREAD L, PU/MIIEIE CAC DFFR)3E
ERVELIIICEZTL 5.

L2 L7235, # 15000 AD COVID-19 ABtEH
W LCTAE) Yol E e L2EERT v &
2 bIL#EER, RECOVERY Ik B &, TAEY ¥
(& 28 H OW I DFE LR A2 A N T IS Bl o fifi
JHEE & ZBEDRD S h o720 ZoERE L
T, TTIEAN) YR ERRG ENTVB LA, Bt
MR DB & & 7 % PUoe s mARH R #5 % 4
FLVWERIIL TS, HEH VI, M/MIIAC X
% AT B R Wil el Bt 2 A9 RE AL IC T %2 C° b 5 1] i
PR, PUM/IMEIEZ BT % 5 4 3 ¥ ZHE VTR
TxEZFTW S, o 578 AD COVID-19 Abedi#

WA B BUM/MREE (7 A Y ¥, P2Y12 BHEH])
EPUBERESE (KT8 v, BRI PUEEE 5E)
DORFNZET HERWIZE TS, 50 HEOAAF L Pl
AN ORI B 7 e o 722 ZAUcH LTH
B2 L7228 E L, 50 HBROAEGEZOEEHD
FHEICEMTH-7. ZOH LTI, exhausted
platelets & WV 9 F X HARINT WD, FEIED
COVID-19 3 Tl&, AN TH/MUSEEILA A T
TWbEWIHIEL OREVDH SH205, BRI LIlin
vitro THIE COVID-19 BE DI/ filE+ 5 &,
B BBDEE LT b & vy wEarsd s 2. B
Z5 L, BERNTOEMER 2 MUE LD 729512,
S 5 7% ARIBUTSUG L 7 v exhausted platelets (27 >
TWbEEZ 52 5. FRZI/MID phosphatidylserine
FHAHHI SN D Lo b H Y, BEEEED b
UA=ZiE izl vwhrb Lizw, DXy, 4
7 < & H AT L2 HAE COVID-19 Tid, Ui/
DRFEDR RV EHERENT WS,

5. £&0

CAC IZB WV B I/MUEE Lo & LT, SARS-
CoV2 IZ X 2 EZEDOIWEMAL (SEH, BIILET
FR—=T ) RBEINRTWSY, ACE2 DIEHLIZ
IV AEBELNTELT, GPIbX CDI47 72
ENDOZHEROBG-2K &\, SARS-CoV-2 1259
B HEARBOB A & 2 /MOE AL & LCid, 1)
NETs R fifkiC & 2 AL (loimsiER B, 2) UL-
VWF 12 X BiEMEE (TMA L), 3) PURIUAES
I X B (HITHEB) 2555, Lo L, $ill
/IR IZ COVID-19 B O Tt R0 12 5 19 N\ TR 4
HOA M EE A NITET, FEIE COVID-19 BHF 1T
B1F % exhausted platelets 5D ¥ 4 I ¥ 7Hh—H
LEZ NI

FH ORI (COol) DR -
vkl - BIRWITE (B (B S8R
CLECSTROLSI A 54 L &)

A B

-1

Z DMDFEH DR DO BZR
ARG XFEFRNE B U TR TN SRS L O
A % L

H A AR 1 L7 23 5
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