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COVID-19-associated coagulopathy and thrombosis
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1. SARS-CoV-2 (C & 2 ffifEE & BE &ML

COVID-19 DJE[H 7 £ )V A TH % SARS-CoV-2 I,
11 B b B~ BUFNPE A5 <, i & Tl i B 1
EANLERLX2Y. $4hbDb, COVID-19 2B
BIRZEOF PN Lz L EMMmE CHh 5 & &
ZAUXIRRE 2 P L3 TR bRz o i 1C
0, =775 bEEMET L, 1RGN
B2 D 53 AL AP E S 7T acute respiratory distress
syndrome (ARDS) ([ZEWOBIRHEDTEK S, [H
RELZ A 5 L2 I BRI OREE L, &tk A
L BHBANOKRGBER 7 4 7Y OFTH, #Buk
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%¥iE (low elasticity-type) 1%, Z DU X %
PSP D I A~ v F LR 3 5 MG L D
bbE8NBEEZBNTWS Y. ERICMAT,
fiiliifaL ¥ 5~ b~z 77— 3 SARS-CoV-2 D
y—ry e, MK OB RKIEEY A b
HA VR E AL TR RS 2 G E5 2 LI
k. ELUTHRMICETZT 4 7Y il 1
THA & L5 urokinase-type plasminogen activator (u-
PA) 12X AMEBEOIEMALTHR S I, BG4
5N LD D-dimer FADERK E 2o Twb & HE
fRIhTwsd (M1).

2. DIC & COVID-19-associated coagulopathy

COVID-19 IZBWTHh LN A EE[HEHH (COVID-19-
associated coagulopathy: CAC) &, HXILiEME DIC %
N—=—2IZLTEZNIHEDIES L 2B, Thbb,
JEGR RIE I 2 565 5 SIEMET A M A A oA,
HIEIMAE (immunothrombosis) 2R, FiRDIGHEAL,
MAE N & v o 78R 7 A = X A3
FHCTHHELTWD, Lah o> ThLBEM#T LR
RECIE, BEEMASE IS LT IMOEd, 74
T o E ORI, Tatu r e VREOER
RENPLHELCHROOLNS., MRAMEFICE L TR
ALZHBERT VDI, COVID-19 DWW 1E D-dimer
DOEEMUNDREERF DAL NITL WILT, Th
WOV TR EGIRIC A SN BB 2 KT 7
RIE, BUNIARTERZ L TWwW b EFB S hTn
%Y. COVID-19 ¥ BT 5 A Bt & LAl
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%8 X D2 A L7z SARS-CoV-2 I angiotensin converting enzyme 2 (ACE2) %4 L C 11 BUAlifE LRz fAE, BiflaL 7> b~

yua7y—3, MildEHmE Nl

EHe L, ZhLThorkd

BEEZ L7259, TS X o THALZHREEDOIT, Mille

W JEHE, féﬂ‘ﬂiﬁllr"glj‘]mlf"ﬁ‘ﬁk’?’hid‘ﬂjmlﬁ‘ HE S NS, T A & L RE S P O TCAE & A F o THOARIINS ok LItiZE
BRI T 5. FMNEREDORRE 2T 1 7)) VI3 LB A & i £ 1 urinary-type plasminogen activator (u-PA)
XY pEER, MENCBEITLE 7470 Y@EEMELTHESNS. 707 7=V THEESND FREEY A T
HA X)) SEROMBIIE A FFE L, UFrpEka il L T Neutrophil extracellular traps (NETs) B & F5E S 2 &L ShTwb

FRICRIFTSAEZ KL 72 O L CTHREST 5 Z & AT
5. LA, MEcksEMEER (viscoelastic
test) (2B THEETCAEIREDTRD Db 2 & Hvily
ENDEHITHoTWEY, ThE747) /7>
DY & MR OTEEALE B L 72 o & #ifE S h
TWa, L LR TREREFETT S L, IMAEE
DIC & [AIRR L 7H B 1 o [ S5 2 SO U 7o AR S %
Y5 EHI2% Y, overt DIC HMEZ /23 & 9 i
BB LIED 5. X o TCACIE [P FERED
REEND, HIHVIIENIC L 225 MEORFIEE
{LIRTE] T& % DIC OHikE CTHE T X 2R L E 2
TWwh. ZLTCOVID-19 IZBWTH, SARS-CoV-2
WIS LB L U7y b~ a7 7 — Y OMEN
FRIUTLY, F& L THRREEINEEIL S,
WL LTHELS P v E YA PAR-1 24 LTl
MR A P % 03 L C AR )\ & 353 5 A 7
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ZAAIE, IEICDIC & HETH L. /v u 77—
UHBEEAET DHRIEET A S A Vid, RKEEL EDIC
Be[E A A r — N &8 &, BOmAES: DIC 128\ T
AONDRIEMBEDTEEA Lkt L Tnw L, 727210
LIFLIEEY LiFehsH A b A4 2 A b —LD%
RAOMEIZoWTIE, IS MERE ARG O
MuEE T YBIkENEZ 3D 00,
(DWDw’ﬁwf&%né%rﬁ%4Lﬁ4‘

wE, TolRE Y RIEOEA & KT 5 L
1/10~1/100 BEETH b, F 72FBIaRiH CTlizko
ARZERLIZLEVIHEDALN LW E2HX
MLTEZARETHS ).
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[XI2 COVID-19-associated coagulopathy @3 &4 B
COVID-19 Tid~ 7 17 7 — T O SARS-CoV-2 JEHIZ X % kK (tissue factor: TF) FEHLITHi & &9 2 SHRBEE O EAL
DIMAEEZIEO EH L %> T A, BEEHALOMEREE LTHELR ba v ¥ VISP @ protease activated receptor 1
(PAR-1) %A L CHEMILoPtREZ KT S8, KEEZHmIEL. S 5ICM/MIETEEL L TIRIERICEHFS T4 2
L% % . 2NN Z T angiotensin converting enzyme 2 (ACE2) % 41 L CIMAE PIRZ A IZ e L 72 SARS-CoV-2 I AIZ
@ Weibel-Palade body %* 5 @ von Willebrand factor (VWF) X angiopoietin 2 DR Z #l# L, angiopoietin 2 1ZZ D2 KT
5 Tie2 L OG- L TCRIEDMRPRNEMILO 7 R M — X, MEEBEOTUHEZ FHEST 5. F 72 &G ACE2
DF V¥ 2L —3 3 I angiotensin II (AngII) @ angiotensin i (Ang 1_7) ANOLEW AP L, A NGHE, PR REE

EOELE D LT LIRS,

3. Angiotensin converting enzyme 2 Z N+ 9 2 A&
HEEZ (L & T DO mEIMmEHEERE

SARS-CoV-2 | angiotensin converting enzyme (ACE)
2% L CMENEMIBICERT 5. LD
COVID-19 Ti& ACE2 OFEEEAM T L, angiotensin 11
7 angiotensin |, ~ D Z A FE S, KR
angiotensin | , 23H o T\ % MAEYLR, PUIIERKREDS
FESNDZ LIZ%D. S 512 SARS-CoV-2 DL
WEEANDREGE, WEZHINE D Weibel-Palade body (217
i & LT\ % von Willebrand factor (VWF) R&eH 45
VIII [K-F-, angiopoietin 2, P-selectin 7c & D % 112
L, MUMCKHiAS - Be4E 2 A3 5. Angiopoietin 2 &
TOZEETH D Tie2 L OFEEA LT, EHIFIC
H 515 angiopoietin 1 & Tie2 & DAE A THA LN PL
JRENEHI R MG FEPI AR, A5 vk PSR %

WOHENCER L, NS LT 5 CTRIERIG R
M4 E Mo 2R sEs (K2).

DX HEEIZXD, COVID-19 (2B Wit
BB BEE L UNIARTEIE S AR SNA T b, 4
%)) thrombotic microangiopathy (TMA) FHLOJREE 4
g SNz #EDNZ COVID-19 I2B W T H Hifkoih
PEItL R ADAMTS13 DR T 25A H N5 2 L IFHIET
H 505, TMA OFETDH 5 I/ MR R0 i o F2
FHERWEE L, ThbizwnTnd ISR
RIEZEALTH Y, SO BT IIE & PN Bz
ELWZDODBRYTHS D Y.

fi1lZ COVID-19 IZB W THEEREVWOIZE ) YV IRE
HAROMBTH 5. Zhid COVID-19 T, #HEH
RBFER B AR LN WA ITB W TH NI L X
Lo LT HERERBIORENAOLNSL LD,
WhPIEH LD, LA LEBRICV—TAT ¥
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F3a7 77 ¥ kR anti-B,-glycoprotein I HUKDFfEREIZ
WESINTV2H00, kOB EN G EEIE
AT ThHY, EBEIZEOREMBRTERIZES LT
WHDPERIZAHTH 5.

4. fvmAE & RARRRARMAE

WUMAEIC BT HMiZEROFEE E LTROZ WD
R EIRIMAS (deep vein thrombosis: DVT) T
%. COVID-19 2BV T DVT O EWEPREEDA <
AR, ZOBEEITHERED T T 10%REE, HEiE
Wb L 40%ITKREINTWAS. L7225 TICU
B BTN BCRR OVl B i o A o) FE i S L 7
HHEZoTWwa, £ LTARBIZBW TS T
A8 RG22V —F 212479 2 &R
BB A FI4 A I2B0ThiERshTwz Y. L
ML THEHTIREZ LI, PR PG ERE
% 9EhE LT b MigERE O BB KR & L TEw
LV HFETHS. COVID-19 2BV TIEDVT D2
FALLIANC, MBI P AR U 7 BN e 23 5
KLOOHHIZHRE T S Z & ThiZk % X727, in
situ thrombosis DHHEN TN L FHESINTHBY,
C D& BMERIEY CTREICBWT, LIFL
VX DX A e XIS LA o BB IR Y A & L C i
EMNAb. Insitu thrombosis % Fh {72 121%, HIZAY
) Y OEEMERTETOMIBTIEIA T THY, |
JEAZ B B JHE DI & MENEZIRENLEETH D
AIRRICHES v, Lo TE BRI IOL ) &
HIROBBHLEII o T EBbhD, 727210
R CHRA D TREZ &1L, Mok
% D-dimer 28 1E# M EBROAFLL EIZHIN 5 & v

H3 B 6T

WIS RZACTHEIL, MICIHRERAZ L & bRk
AN PIEE R R 2 E L T 2L EER D,
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COVID-19 [ZMARFEDNA Y A7 TH Y, FHMIY
YN PEBERLEONR THL. Thi & bl
SARS-CoV-2 D F7z % BERyIZ, Miifle bRz & s N Kz
M TH 5 Z & %3k LT OLRER 2GR %
ELNETH D, RIE L BEARELY R S5
LTl & 2o T B 2 B IFIRIIEYE DIC & AT
HY, TOFHFTHRE) - FLTEAT2OHK
M ICIERARE S NS 2 L 2 HifF T 5.
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