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1. 13U&IC

Frila g 4OV 2 EGHE (COVID-19) (&#8 2
57 £ VA (SARS-CoV-2) 12 & % Sy 72 JEGE
TH Y, MR Z R P 55 8 EFERE (acute
respiratory distress syndrome: ARDS), Ifil#&ZE/IE % 5 |
SEITIEHONTWS. BHIRMEZERAE XA
BEEE D 8.0%~35.0%12, F 72T 2 & OBk i
BARED 1.9~21%12BZD 5N V. S SICHBEITIE
58% 2% MMM AR D b b E SR,
COVID-19 (Z#d THWIIAEY 27 TH A, Z 0l
TR X W L2 S T W R WS, SARS-CoV-2
YT X B RIS IEAL L BRI AE Y, BrUoEhC
P94 b A A A b — A% Neutrophil extracellular
traps (NETs) 12 & Z&EE VT, M/MGHTEILD
ERTWD Y ) VIRENUA (aPL) D 20
TwmeLTHEITONA.

2. COVID-19 &V » IBEH#F

MW OWFZE Y Tid COVID-19 ARz H % O aPL Hytk
FIL27.6% & WE SN2, ZOBORET TIE
aPL 13 52% & WIS S N5 Z i s
2. ZOWFRIE, ANV YF Y ¥ VPR (aCL)-IgM
M23%, KAT7 7 FINE) AMAAEER T E ba v
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FRVESE R

Y Uik (aPS/PT)-1gG 7%%24%, aPS/PT-IgM %% 18%
Tho7z. aPLIFEIEEZ QAL S TIHEIELE T
bEBEICHE IS (1), ICU AREREEF O
BaE® ik, 1 B O aPL ByPEE (single positive)
A¥67% T, 2 HiH aPL Btk (double positive) 2525%,
3 B aPL Bk (triple positive) #38% T& 1), aPL
Bt @ 9.5% 13 aPL Bt 2 30 H MNIZFEC L 7.
—77, FEHE B H T single positive ¥ 47.1% T,
double positive 33 & U triple positive 2% 11.1% 35 & TF
1.9% TR SN TEY, aCL2%33.7% TRtk T, i
B2GPI fiLfk (ap2GPI)-IgG, -IgM, B &L U-IgA IFZh
ZI8.7%, 29%BLU58%ThHho7". MKIER
aCL-IgG P tE# @ 27.3%, aCL-IgM Z 72 1% IgA @
45.5%12, & LT ap2GPI-IgA ® 27.3% 278D LT
Wiz ¥ BRIV S &2, FEE COVID-19 T IgA
2 7 A aPL OWMBEEAE <, KE MR & To
SARS-CoV-2 1%t 3 2 57 4 IV A BB A3 1 DO AR
2H LW REARB IR TR Y. V=T AT v Fa
7275 b (LA) Bpthsid 44.6~87% & IR <
W STV B, MR & OS5 ZWETIE R

3. COVID-19 &) CEREIAERE

APS Tl aPL 7% 12 38 DL gL < 2 B DL
ENDZEDVBWSRME %%, COVID-19 TlE—id
Yo aPL BptEDS R ST v W s, Bloffg '
TIEH OB T aCL FifnbmtE DR S T %,
COVID-19 THH & % aPL D MMAIEND B 513 A
HTHAHH, MBRESH COVID-19 BHE 2O R L
721gG % = 7 RTHEG-§ 5 L iIRIAESE % % L7z
LAY bd .
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#1 COVID-19 BEICBIT L4601 Y IRE IR

COVID-19 #H DO 5t R oy CIREBUER R (%) 2% Sk
COVID-19 Wi 56 45 18
JEARE COVID-19 3 69 433 19
ABE COVID-19 &% 53 50 19
ABE COVID-19 8% 172 52 7
HIE COVID-19 B3 29 55.2 20
HHE/EFE COVID-19 21 57.1 8
HEE COVID-19 B#H 19 52.6 21
(% ik 22)

#2 Hyperferritinemic syndrome & COVID-19 OFF D HL

WOl e suT =Y B VIR
J _ = V3
MWECOVID-19 ), BAATAMIE o vl bobmmn
BT 2 F Y s g s g e e s g
> 300 > 300 > 300 = 300 > 300

g7 = F i (ng/mL) (5,000 DL o> (10,000 2L o

(300~5,000)  (300~5,000) Srim) SriH) (300~5,000)
A N AV E =13 mE =13 T =13
JEGE N ) A — =1} 3 1o &5 T AR RE
JE 1 1 5 I &2
% i e W 1 1 1 E =1 3 =1} 3
ARDS =13 L1357 (13 FRHE (13
JHE R R NR i AR RE Hr AR NR
e NR i Hr AR Hr AR NR
MERE AR NR L1353 L35S = NR
I/ N A I~ R i L1357 o FRHE (13
A1l (13 13 (13 (13 (133
M i Bk AR RE [} o H AR NR
NK E VA K (1353 (133 (1353 (1353 NR
WEPEIL-2R (> 2,400 U/mL) (135 (1353 (1353 335 NR
T I e i NR (53 o WA NR
JFF b Hh& Hr AR &gz Hh&g &gz
5k i o Hr AR HhaERE (1353 Hr AR =33
ESR/CRP ZAt T =154 =1 HEE R HrEERE
ESR 1 T 1 ! 1
CRP 1 1 1 1 1

ARDS: acute respiratory distress syndrome, NK: natural killer, IL-2R: interleukin-2 receptor, ESR: erythrocytes sedimentation rate,
CRP: C-reactive protein, NR: not reported

(ZEH17)

H A AR 1 127 225
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APS IZBUT 5 e t¥y b B TId 223, aPL I
X % I I R R B ER O TE PRI BE 5 LR IR 7
MRS, wARTEEALICPE O BB TS X OV NETs
Wk e &1 X B IMBTBRASEE ShTwns B9, =
DO COVID-19 DIty E P L T 5. 4§
IZ, ARDS R fili #& 4 ke e % e AR & 3 2 BlE A
APS (CAPS)' 13, RIS X 2 2 W 469
LS FMNIRC X B HERIE 2 e 55 10,
CAPS (X MARPEBUNMAERE (TMA) O—RlE Sh,
COVID-19 & OB E 2T 2 iz% Y. %
72, CAPS R A AT 1 Vi (AOSD) 7% & D %
JEFRRECIE 7 =) F U REREE 25 2 LS
NTHBY, Hyperferritinemic Syndrome (HFS) &9
WEAES 5 7. FHER COVID-19 TId HFS & iR
JERRPMAF LA LA TAZ 2RI NB Y (F
2)'7, BEJIENER & 7 5 COVID-19 D5 HEMFR I
DBEIRDLLDEEZLND.

4. ¥EhHJIZ

COVID-19 OIFRED —EBICIE aPL 255 L T %
WRETEIZE <, APS OIRRE L OBPED F\ve. TWH
DIFRED M B X 02 I HE ) MARETE O fF I o
2 COVID-19 B £ 2D EPHEDE P LD T
WAHIREED D B .
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