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2E

(15 5] PrdeE s, FRCEEER O PEEESE (D0ACs) N7 r T 1 S (PS),
TurAr C (PC), TrF hurbeyr (A1) {EHAEEICED X S e Eis b
ZoMERRET LI EFEETH D, ZE TOHFFET, DOACs WAR Fiziun
CHEMEIR A 2 R & 3 2K 2T H L7= PS 35 X O PC {1 T i Fh S8 AR L (2
IKE L CHABEER L, £72 AT IEMHRITAREEEEZ R 45 2 FEONIE
EEEH L84, DOACs OFEMEIC K-> THAEEE =~ T 2 ERRESN TN
L7223 T, PCIEMERIEICES L Cid, &RREREE Tl < ARG EEICEE S <
EMERERIE L WD 2 & FRAICHEIE STV 525, PS IEMERNEIZER L T
EAERGEEVEORIEN 2o o 7o OWERFR PS SR EAZHE T 5 Z & S H#HELE S
NT&E, T4, BARICBW TR OEREEEIC ISV 2 PS IEMERIER
HMRBFE ST,

[BR9] 3 FEEOEMELS X K+ Xa) PHFEIE (U —mFH 2 = x4
Ny, TEFHANY) A PS IEHEICKIETREICOWT, GAUEEEL B
ETOHBIAIEA I L, 1EROBEFERFRNEORIE & LLERFT L7-, 61T,
3 FHIH D Xa [HEFEFED PC B L AT IEMAEIC KITTREICOWT, ZNEHlE
JRELD HL 72 25 DS & O TR L 7=,

[kf5e & J5ik] *F5iE. 1) 3 FEO Xa BERIC X 2 PEBEEEEZZ T TV D
%#ﬁﬁru%ﬁ%iti#%m&%&ﬁ@$%um%( P 82 4. Ltk 70
%, PHER 68.514.0 %), 2) HHICY N—a XA EBA LR T
4L Utz, PSIEMEIL. EEEFFRTED 4 3R L OVEAEEED 1 K24 L
THIE L7z, PCIEME \@lﬁﬁ&@sﬁ%hiwAmﬁﬁﬁ@aﬁ%%ﬁ%
L CHIE LTz, AT i&M: EREEEAFEE TS 2 BEORKE (fro B
PR D < HIETE km/t/& % Xa K IHEICHES SHIEE @ Xa 35)
AL CHIE L,

[FER] VAN—oXxHh N FEiEd R ANURREE T, e by
REf] (PT) EiEMALE oy b a AR 7T AF U RERE] (APTT) 25 i Hh SR AR K AT
PICIER Lz, T ORERICRHST 2 L 912, GRERERIVE CTRIE L7 PS THM:AE
. U R—a XN FRET RPN UEZRA L TV EEICB W Tl R
FREEICIKAE L CmEa~ Lo, —., GRGEEIETHE Lz PS 1EMEEIX
STEHD Xa FAFEIKOWT NI b ELZ T o Tz,

3 FHHE DB [ PR A OB CHIE L 72 PCIEMEE X, & TY R—a X0
T, P IEAR RIS EE LR L, = REH 0 Tid, %
[ RFIAIVE CRIE L7z PC THMEMEDY 1 BIED A i PSR AR B & EAH B & 7~ 3-8 )
DIHOLITZN, AETIER o7z, T ESFV L, GeERFEETHIE L2



By WTHhoREKS PC IEMHMEICREEZ B X o7, —F, GRFEEEIC X
% 3 ORI CHIE L7z PCIEMAEIZ. 3 FED Xa [LEEKO W %
Bt e o T,

Xa 5 CHIE L7z AT VEMEE L. 3 FREE D Xa PHEEFR T o M o1 541 B 12
7L CTAEEZ R LTz, ba v B LR THIE Lz AT MBI 3 O Xa FH
FIONWTHNOEEGZ TR o7,

BHUC Y N—m N BEA LT BEICB T DEARIRO M T, EA
% M SRR R AZAIZ PT B L APTT OIER AR, FOREH., 3 FEO %
B R E ORI CHIE L7z PS SN T X CTHBEEEZ R LT, —FH., Ak
EETCHIE L7 PS JEMEMEIL. U N—a N8 A L AEE A D)o
Too F7z PCIEVEMEIX, BEEFFRIEICHESL 3 FEHORE CHIE LI2HE,
RTORFEICBNTY N—g XN BARIEEELZ R L, —FH, &k
BV 3 FEORIETHIE L PC IEMEMEIZ. XTI\ T N—n
XY NUEANC L AL EZRBO R T, FEFOIEMHERIERIELS L Xa [H
EIOMHAEGDORHICL > TRIGHER R | JEHEICEREZE LD EE X
LT,

[#5m] DOACs DREFETEMIT K3 2 M2 RIL, DOAC WiELZZ T TWHEHED
— MR 7R B E R A E TR B KT T, U A= E T RN
ZIRA L TWAEAS . ERERFMEICES S RIETHIE L2 PS IEMIE XA EE
D BaME PS RZIELE RIEET RGN H D, Ll SREEEICHK
3 < PSEMERIE TIEW TN O Xa FHEIRICIBWTH L Z TRV & 2 AR
ZeCHH LI L, £, UAR—a RN F T R UERFEC PC
IEME A ET DA XA S 2 kT 5 72 OIS BRI EZ M L, Xa HEEAR
FRED AT {EHERIEIX b e o B EL AT 2 0808 H 5, DOACs NIk FITiRd:
AT O %A d, BREEHIER A RIEORE BRI 2, FEEEORIE L
DIIGME?R & OIFNEAG D /8T A — 2 —Z 43232 L, DOACs Il HP i 2V
TLEZA I 7 TOREEES DOAC-stop ZHE 457 D5t SNEE TH
a3

i

[l

ERERE O PLEEE S (direct oral anticoagulants:DOACs) 1%, AFRTIX 2011
FATEHE AN S L, 2014 0 b IEFpEE ML B M E) (non—valvular atrial
fibrillation:NVAF) (2 X 2 MMzsHr, B PEIEME O FEAE T Bh % & OFF IR M2
FERRNE (venous thromboembolism:VTE) DVBIER EIZEHA N AIRE L 7 o 7=,
1 ZAERNOEEE RS & DOACs DYEMEMLZ 7R, DOACs [&, b o B0
MALEE X K1 (Xa) Zi®IRPICHEST 5 2 & ChiEgEER 2 ~d, 2 ETH0

2



G AT Y We— DR I BEEIE . L TR SR CE I T 7 U LR ED
B4 K RIS, DOACs 1P TR S B KOS m T 7
AN EFRT D, EMRRET= 2 ) L S EREE ShTWS U, £, U
N7 7 ) ATHARTEFICE 2B 20 IRARIECHNTHUEERE 2 R 035 81
T 5, BEAHILAD 2R EORAEH L, 2 OB IE 2 S L T
% P9, DOACs X, ZDHAIOMELMRIIZL T, her B flEK (Fehd

KFy) & Xa PHESK (Y _R—pXH Ny = REFH L. TEFHRY) (I
TEIND,

RN T I, BEE R IR T 5 BRI EFD & . BRI % B3 B HUEERE
DT L APRIN TN D720, MENICB O TSGR S5 2 L2
LAL, —EZOAT U ARENG & HIE e i 2 29 5, AR
(BN TERNZMARDER ST L O MAREEIR, BRx REBRER T & B{aryE
KOS D &0 FIET 5, MRIERRE &1, BIRELIERE D 2< Th
HARKE 2 0 I LRIET 2RIETH Y | WEMEL BRI S NS D, WG
P AR LR RNFB R EIRIC X D MARPERINO Z & TH D VIE OIRIEY A7
N, BEEERF-CHDL 72T 142 S (protein S:PS)., a5 A4 C
(protein C:PC), 7 F hr B (antithrombin:AT) DKRZIENZEIT B
%59, Zivh 3 ooBEMEMRMERRIL, 2019 4F 4 A 1 B REMEMARE &
L CHEHRICRE S, COREIITEMRIEHEIENERI NG L &7
27,

PS 1k, FFERZSI TAR< . MEPEAIN, BER, EBIEERR YT hREES R
%55 7RI 80kDa D EH > K RAFHERE S » 8 BT B, TEFE(LPC (APC)
DOHfEESE L UCIEMALSE vV /AT (FVa) ETEMALE VIII A7 (FVilla) % RiE
b9 252 LT, BEMEIEEREZRET S, PS 1L, MHTIEK 60% A3 A il 1
EADO—FTH D C4b fEAEE (C4BP) OHARE LT, 721 O 40% 73 iz
AL UTHAE LT\ B, APC HlERIRIE 2 A3 2 OILEHN PS 42T, Z O
BRI PS OIE F NI PS EMEDIE FIc o742 L2 bILTWh D, £, A5
IR LI K0 Hfh CABP SIS &\ HERER PS L C4BP & ASHE A L CIlEHER PS
AW Ly i PS TEHEAME T T 5 & STV, S 61, PS ILALHEE TR
A B B X — (tissue factor pathway inhibitor:TFPI) DK+ THH Y |
FXa RTEMEALES VII K (FVIIa) -TF EEERELHET 2FEH AL TS, PS
O I R B A TR 40 BRI TTH B, PC 1. TR TR S 540 754
62kDa D EX 2 v K (KMFHEDOE Y 7 0 s 7 —EHIBEKRThH S, PCIE, [MiEM
B L0 b a s RE D2 ) VS L b ey By Ko TR S I,
APC [ZEH S D, PS OMIFERIEHIC L 5T, APC IZAFAT 7 FVLEY &
Ca’ “DIFAETF T FVa $5 5O FVITIa #RIEL L, BEEIEMAL AL 5, PC O
A 1% 6~8 BEf &L FVIT CEEEAL 3~5 BFfE)) DA EH I > K (KfF



PEEEREIR 7 &L 0 A, AT 1X, I CAR SN D& 58kDa ot Y > 71
FT7T—H¥ AL X —Thb, hrrtr, FXa, EHEE IX K+ (FIXa).
Y7 vA I EDOBRERAF RO NNIBRBERD T ZAI L 1 xF 1L ITHEAR L.
O ZELET S, BEZOEMEICEVARSNZ e et BEbiC
AT LEAEREER LANE LSS, Fi2, AT [THMTIEZ O EXIGITY -
KDTHDLN, ~NY UOFEETFTIER 1,000 fFES 5, ~ XU U3 FEE
THZ LK be B UIEERNMEET D7D, ~N Y ObiEEREZ R
HE AT TEMEICHAE T D, AT OEEENEK) 65 FFfH Tod 2.,

EAVE AR 2 G e R RO R 7 ) —=0 TREEERT 554,
PS, PC B X O AT IEMHMEORIEIINETH S, FFIC, BISM PS KZIEILHAAN
O\EMEMARERK O P TR OBENEV, BARNCBT 2 RIEHEEIL 1-2%
THY . FBRINLKED 0.16-0.21% & HTH 5-10 fFmvy 0% 0 Z OFRIEMH
FENEWER & LT, PS Tokushima ZE% (PS p. Lys196Glu:PS K196E) D{EfE
NETOHND, HARAMIEBITSD PS KI96E 7 LIRASEEIL 0.9% 2 L Sbh
THEY . PS KI96E X pathogenic variant (JRJRMHELER) LEZz2z 5N Tn5b
14, 15)

BEME PS RZIEIT, FREERBEEEEEAEZ D, PS JURE (EAM - ifF
BE) & PSIEMEMEN & IR T B AR (1A, PS Hii&E (AR - b
HER) 1XEFH TH DA PS IEHMENME T 2780 5 WAy 735, JiUiEDh T
& WERER PS PR E & PS IEMEEAMK T 95 Ay RBE T IS N D, AIEIX
FUZ PS M L HUREDORIEIZ L - TWr&iL b, PS KI96E [X AL PS KZJEIZ
PR EAU, PS KI196E ~7 v #25KD PS {EMEAE DO -1 PS K196E FELRA H S
L0 B 16% K23, PS PFUREOK FIFFRD /vy, £/, PS K196E @ PS i&ME
OIK FITRE (16%IKF) THHID, 72z PS IEMELZIEMEICHIELTH,
PS K196E fRIN#H & W% & - mleetknid 5 19 . W\ishh PC RZIEIL. YO IREH
MEEERE LD, ZEAEDOHEE~TrEAKRE L TROLND, HAANIZ
BUFDFIESELIL 0. 13% EHEE S 4L, WK AIZEIT 5 0.2-0. 4% & IZIEFRFREE
TdH b, PC &5t (PROO) DOERICEL > THl xR &, fd PC IHMEMIZZ
< DA, IEFHD 30-60%RETH D, PC HiRE L IEMEE O G 0ME T3 5 5
AR (18 &, UREIFES T MEHEOAAME T 20 2% (I
A o2 FEICEIND Y, PC RZIEOBWNIL, FIC PCIEVEME & HURE
DREIZ L - T TdL, PC IEME PC FUREDLE (iEME) Z#HET 252 & T
R MR 2 XA TED, Lien-T, I8 PC RZIEIZX, HuUREDOHIED
TITRARSINDAREMENH 5, B AT RZIEDHF U < Akt gsE
Aa L, WE~TrEAERE L THREIND, AT BisF (SERPINCI) DZEF
ICE->THIERZ SN, AT OBMBIOEMEREE NG ENS, AARANCBITS



FIEBEIT 0. 16% & & 2 v, WCK ANDOFIESEEE (0. 02-0.2%) L FRIFEETH
Do ~NT BEEAROMA AT IEMEEIZIESR O 40-T0%F2E 2 R~9, BmisltE AT K
ZIEIL, PURECIEMEMEO® MR T T 2 EARE (18) & JUREILIER
f%é#%iﬁ@ﬁﬁ?fé > HLE (Hﬂ)’\ﬁéhé OALTE 5,
TEMEBALIC %ﬁﬁé&47 AR UHERENLIC R E AETHAA T K
u$uﬁﬁﬁm %ﬁb%ﬁﬁ@%%_%m%&if&47@3<mﬁ7
B A TNh ﬁéh\HﬂwgwkéMTwé(ﬁ8w@waTkér@»
X, EIT AT IEMHME & PUREOREIC L > TIThil s,

ZIVETOMSETIE, DOACs ZRH LT\ B IZE W T, RERFREEIC K
SHRIETHIE L7z PS B IO PC IEMEIX, DOACs D& L CHLAL D e HFH]
DIERNZEN I SEFNR IR AT L CTREMEE RS & S, £70, W AR
BIETH-> THOMEFIEDBE N L > T AT IEHMEAEE L R ENHH L
WESINTWD 22 0 LasL, PS fEMEIC W TIE, v E CREMIBREIC
SLTFHEUNDRERIEN 2o T2 d, R T A RT 4 Tk, PS i&ME
AT < WEHER PS PURBEZIE T2 Z LRI WD P, LIRTO#HE
IZBWTH, B PS HFUREOHEIC L 2BMEFRNIRENTND 09 Ji4E,
AFNZBNT, # PS IEMEEHIET 51O DOAKRIEE EZ W ZREN R T
HIH TR Sz %0 ) K 2 ICERRIEETEICEES <R PS IHHERIERIEK O W E
JFELZ T, B UG TIE, Ca¥ B XY VIREFE o Tl PS Ltk
?D APC B LN FVa & &2 — RO S8, APC (X PS MK+ & L C FVa & Ni&
MAb3 5, AEIZIZT—EBREIED FVa DEENTWDH®D, F—iT FVa 23
T%@kéht&%mm&%ﬁfé(%ﬁmmo%#ﬁmfiwykﬁo)

VIREAAET T, BfF FVa A FXa &t &bl m hrr BV % har B IiEHE
{95, s raresit her U RS IVE 2 5 L CREeT
e ZOROELMGBERT DI LTI - T, PS EEEZMEMICHIEST D, 20
BEFEITERIEE DN L Z I XD RO EFIHT D728, EEE R 2
EZTRNEESNTND,

ﬁﬁ%f@ﬁmm%%WW%%mﬁwT\%ﬁ’%%éhkA&%E%%ﬁ
AR AMHM LT, Xa PEEN PS IEMEIC KIETHEIC O W THE LT,
[FIRFIC, FREE O E B DE M L %@%ﬁafét L BERM DR SN
TV ERERE A R L T 52880 PS EMHERIERIEL VT, AT E
EDWE AT, S HIT, BEFRMEL L OEREEEEZ R LT85
ﬁ%%ﬁmbkpc%ﬁwﬁ\éﬁ%gﬁ%ﬁﬁkﬁézﬁﬁmﬁﬁ%ﬁwk
AT WEMERIE 24TV, Xa BHEFEDS PCVEME, AT {EMEZ L ZHIC IO
TR LD THRET S,



*HR L Fik

1. BFoexts:

XfEE U7 DOACs (X, Xa[HEMKRTHAL Y NX—a P = R, 7
XY AN THD, @IRKFMHIBIRGEIE RN £ 7213 N E oS k2@
BEFRT&H Y, NVAF £7201% VIE EZESnTnWaEFED I B, (1) §TIC Xa i
FIINZ K PR ERIE =2 T TV LA, (11) HL< Xa HEZEOE AL LG
THREERNRE Lz, ZOM%EIE, @RKFmFEEZERITE > TKR
AT TCHEm S GKERE S 530-2), BEANCT X TOBENLEBICL DA
TH—ARarvr ERELNTWS, 7 VT F=REN 2.0mg/dL 2 X,
SRERIATE B &Y 30mL/min/1. 73m* ¥ (Cockroft—Gault DUz L 5) DOEEIL
Brak Uiz, &fsfE PS, PC, AT RZIAEE2ITHLY VHREHUARIEBERE, MARSE D
A, EEOBERE, F/21dx 7 v —BiEER &2 S BE RS
L7,

2. FHERB L UWFEE
1) Xa FEERNREE ORMEERIL X CKREFEE

Xa FHEIRIZ XD PUEEEIRIE 21T TV D EEIT, Xa [HEENRE 2 FFHELL
WIZ 3.2% 7 =BT R U U LI AE I CTERRIM 24T - 72, B E B2 O
SYBfE L. ZAfMRIE A R L CF 2 — T2 L, IE £ TIHE-80°C TIRAF
L7z, BRELL72BF MV CTiE, M Xa PHFERRE, 7'n ha Bk
il (prothrombin time:PT). {&MALERy b v R 7 T A F K (activated
partial thromboplastin time:APTT). PS V&M (EEERFRIVE. S RISEE) .
PS HulsiiE, PC i&ME (BEEIRFRIVE, A RGEEE) . PC PURE, AT I&ME (hm v
EUREICESSHERE : e ik, Xa HPHEICESSHIEE : Xa
%) ket L,

2) FHICY R—ua XU EEAT S BEORERIG X ORFEE

FHIZ Xa BHEETH D U AN—a YN0 KD PEEERIEZ AT 5 7 4
DEBREEXGE LT, EARTEEAL 2 [ (2 AEEE., 4-8 BEE) O&F 3
B2 0 Bl A2 32506 U7z, BRI 3.2% 27 =BT b U 7 AR AE 2 VY,
U= PN ARE 2 RIS 21T o 72, Bl iE HIsm 0508 L
Tz M/ MRIMAEZ 437 U, HIE £ T-80°C TIRAE L 7=, TRELL 72 BB i & fiff
ALT, V=g XN RERIZIZBIT A0 Y N—a N2 EE . PT,
APTT, PS &M (BERERFEITE, S AERETE) . PC 1EME (BEEFFMIE. GAH
%) OEEE LT,



3) B FHIRESIE
Ot Xa FAFEIREE (U S—mXP 0 = RFH 0 7TEFRHAY)

3 FEEH D Xa PHEZHRIZ L D PUEEERIET OZ NN OB G EREL 72 IS
DNT, BHEANEG 22 Xa HEREF v ) 7 L—% —% M\, Biophen DiXal

(Hyphen BioMed) #ZffifA L CinH Xa FHEIREEZHEIE L-, AIEX. £
I e [ ) E 2L CS-5100 (A A w7 &) (T TEM L7,

@PT 5 X OVAPTT

PT JIERIKIZ Fr AR L S (Siemens), APTT JIERIKILT 7 F > FSL

(Siemens) ZMHA L. HIEITIE CS-5100 % A7z, FLUEHIPHIZ, PT 2% 10.6-
13.0 %, APTT 25 27.3-40.3 ¥ ThH 5,

@PS 1EME (B RFE)

Xa [HEIENARES 21T D PS IEMEEIZ KT 5 Xa BHEFKOLEOFMIL,
—ERAT ATV PS-Tay b (TA b Dy RS AR LT,
FHICY N—a X N 2E A LTCBEICBT 28 AR£O PS IHMHEMEISxT
% Xa [LEHKOEEBOIMIL, STAAAZ Z7uy hTaTrAr S (L),
Protein S Ac (Siemens). Hemoclot™ Protein S (Hyphen BioMed) @ 3 F&E¥HD
I A L COigt L7z, HIEIE CS-5100 T L 7=,

OfR PSTEM: (B RUEETER)

& PS IEMEIX, M7 e T Ay STEME “V /7 A RN (VTR HfEAL
THE Lo, ARIEIZIW L, MEFICHEET 2 EG8 PS 706 C4BP % ikt
SH, &2 TOPS #ilFfER PS & LT PS IEMAE 2 HIET 5,

& PS Hi =

W PS PUREIL, 77 v/ ABEELZFREET LV 7T AE— MR e T A
S EAE (/T AN ML, AREKIZBWTE, AEEPIZEREED
C4BP MFAEL TWDH 7w, IMAET OWFRER PS 13 C4BP L& L, =TD PS %
C4BP & DIEER PS & L7-fRIC, $1 PS-C4BP Hiff 2 M L Tk PS HUsl & 2 lE
T2,
©PC 1&EME (B RFE)

BRI E AR B L T 5L, STA-2 %7y hFus (v C (EHrye
). Protein C Reagent (Siemens). Hemoclot™ Protein C (Hyphen BioMed)
D 3T Lz, MIEIX CS-5100 TIHH L7z,

DPC {EM: (B REEEE)

ERRIEEEAZFRE LT HREILZ, TA T —AL S PC (FEKAT 4 V),
Biophen Protein C ( LRT ) ( Hyphen BioMed ) . Berichrom Protein C

(Siemens) @ 3 A L7, WEIX., SEBMKERE SHrEE =T 7L



A K 2000 (FEAKAT 4 Hv) ZAlH L <3 Lz, B R EE ORI E R
AT,
®PC &

PC HiREIL., 77 v 7 ABEEEZFH LTI L ET2—2 PCII (LSI A
TATUA) BEHALE,
QAT &M

AREEEEZFIE T 5 AT IEMEREREICIT 2 BEFET S, ey
PHEEVEMERERIK (Fr o B 3E) & LT Berichrom AT M (Siemens) % .
FXa PHEIEMHIERIE Xa E) ELTTAMTF—AL SAT I (BBKAT 44
V) EMER L,

3. MEHFEROMENT

WEEFFHIMEAT 121, STAT VIEW & 275 A (Abacus Concepts) A ffif L7-,
v OFERFMBREZ A LT, SMEOGIE TR & 7= R S K 15
ML HURBEDOSATFOFMEZ M L=, P < 0. 05 ITMEFFIAZEEHY & LT,

S

1. Xa [HEEARFT OXNREBE

NVAF £ 721 VIE O&FF 162 4 (B 82 4. Lotk 70 £4) DHE D Xa PHLESK
2 & D PR E R E & % TTb\f_ BEOFMEIT 68.5114.0 5% (FHJ£SD) T
bole, & 1ITHEEFIC LRBE X OAPHEDONREZ/RT, NVAF BE
123 £ D95 bH, 69 4 1% NVAF @ﬁ’(‘\ 38 4 X8R4 (chronic heart
failure:CHF) Z&fFL Tz, CHF &0fH 38 £ DBFE D H B, 22 4 I3hREE
OEPF DT (14 4 OBF IR AASIEGEE, 8 4 DB ITT 7 v — Atk
JMFESE) . 16 4 OB ITIERELOEZ & 0F L. 5 A IR EIR AR SE 2 & DF
L7me 1 THEH3ARBOGHEEREZEKL T D,

2. PTBEIVAPITIZHT AU N—mFH Ny, = FFHAy, TRV D
2 (X4

IZAFET 5 3 FEHD Xa BLESKDY PT B LY APTT (2 RIF 52 2 371 L
oo VN—mFH NN FHTT RETARUERALTWDEERETIE, PT BIO
APTT 23 i 1 SEAIIR FEARAF A BICHER L7z (IX] 4A, 4B, 4D, 4E), PT OIER
NI BFETHH 72D REFY AN THY, APTT LV H PT IZBWTEHIZ
BHEICHER L7- (X 4B; v = = 0.838, P < 0.001), [AAEIZ, APTT DIEE DM
LEECTHST-DIZ Y N—aXH N THY, PT KV APTT IZBWVWTEHIZ



PBHEICHER L7 (¥ 4D; r = 0.851, P < 0.001), — 5T, 7EXFH T
T (X 4C; v = 0.158, P = 0.396) F7=iX APTT (X 4F; r = 0.404, P =
0.062) DWW I b EEERFRIDVERE T, EE 5 X o7, PT, APTT (X &
H1Z Xa PHEIROFEIIC L - T, BEFFHOIERICERZTRD T,

3. PS BEMHEIZHTH I N—aFHh Ny = RFRHRV | TNV OEE
(5, % 2)
1) EEERHEE (K 5A-C: BH)

BEE AR & § o2 LC PS {EMEZHIE Lz, U 3—nmX
AR B IO REH /N0 PS JEMREICEE AL 52 | i 38R R AR
EEE 2o (U R—m%P 00 r=0.792, P=0.0001, = RFEH 0 ¢
= 0.616, 2 =0.002) (¥ 5A, 5B), —JF, 7 EFH 0% PS {HEHEE~DFE
RO (TEXFY N v =0.037, P=0.909) (X 5C), &E[EMREEE
2 X % PSTRMEAEIX, Xa BHEFHOFIIZ L > THIEMEICAZR 2RO T,

2) AREELE (BK5A-C: BH)

ARREEEAZFREE TR KA L TR PS IEMEMZ2NE LTz, 3 FEED
Xa PHEHIT, WITHoMmPEAREIZBWTHIR PS IEMHEME & AR MBEER
DI, WEE G5 X o7 (¥ 5A-C),

4. B PSHFUREICKHTHY N—uaFH "y = RV TEFIRVOE
# (X 5D-F., #2)
TT v AGEER R E T ORE LML L TR PS &L fE Lz, 31H
JAD Xa FHEHKIZ, WToOMFFEFREIZIBNTHiR PS filiis & A E R HE
T, BEEH X o7 (¥ 5D-F),

5. PC {EMMEICHT DY N—m IR = RFRY R0 TERINVORE
(6, 7. & 2)
1) EEERRE (X 6)

BEERFRE L L+ 5 3 FEHOMIELEH LT PC iEMHELHE Lz, V
N—aXxHh N NL, STA-RAX 7y h7FaT A C i3, Protein C Reagent
A3, Hemoclot™ Protein C #ZK o 3 FEHDFRIL T X TIZHT PC IEMAEIZR
BA bz, MHPSEARERAFRIIC PCIEMENEEZ R~ L7 (X 6A), FFIZ. STA-
2wy hTuT A C AN L THIE L7 PCIEMEEIT 3 FEEH DR
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Disease Cases
Non-valvular atrial fibrillation (NVAF) Total 123
NVAF 69
NVAF & CHF 16
NVAF & Hypertrophic cardiomyopathy 16
NVAF, CHF & Sick sinus syndrome 14
NVAF, CHF & Atherothrombotic cerebral infarction 8
VTE Total 34
DVT 28
DVT & NVAF 5

Retinal vein thrombosis
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'I_'hrc_)n_1b|n Factor Xa inhibitors
inhibitor
Methods
Dabigatran Rivaroxaban Edoxaban Apixaban
Chromogenic assay no effect* no effect no effect no effect
PS activity
Clotting assay false high* false high false high no effect
PS antigen Latex photometric immunoassay no effect* no effect no effect no effect
Chromogenic assay no effect® no effect no effect no effect
PC activity
Clotting assay false high* false high no effect no effect
PC antigen Latex photometric immunoassay no effect* no effect no effect no effect
Thrombin assay  false high* no effect no effect no effect
AT activity Chromogenic
assay
Xa assay no effect* false high false high false high




