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ARCHE il 6 JE 1l 4E — AR BL 8 ) 25 45 1iE (hypoprothrom-
binemia-lupus anticoagulant syndrome , HLAS) & —Fh 475k 55 00
FRRAE , T2 LB, RO IRIEHTEEY) (LA) FHYER 8L
RN E A R o M A 4 BE i 58 )5 4T 4 (antiprothrombin,
aPT) ,iZPuik 5 EE i i 5 ( prothrombin, F 11 ) 25 & 5 8k B,
HETTS | E AR EE I B J5L ML AE . LA % WL SLE %, LA "]l
SO /MR SR AR TR AR 8 5 25 I T R L PEAS EE 1 C X
MR TV B 1 PR VIR K3 | 490 o] 4 V5 i 0 P 55 5 | e
A T U B L FRATA B 1 ] L HLAS S5 i,
S i TR BE 2, BAGE T

1 #ibs % rt

BL, 2,13 % B “SLE” Ji 52, T4 B Rl WHa T,
BABSFREME AT 2019 E G F - A&t £7,2020 429 A
18 HEE“ & m, | K, M B 1R AR B2 RIT . il
36 °C, .03 100 R/ 4354, IFI 20 YR/ 5344, — MRG0 i T,
FLMER , FAE % £, W AR T R, 4 B v SR Uk B 45 5k L B g
K,BOEEH, B, FEA KR, LW TL . WBC 3.69%
10°/L;RBC 2.80x10"/L; Hb 69 g/L; PLT 36x10°/L, #EIfi
fi S B[] (PT) 18.80 s( &% X [H] 10~ 14 ) , #E il g )t [ B
FREALLLAE (INR) 1.57(ZH X [H] 0.8~ 1.2) 5 {E Ak H 4358 i
GBS (APTT) 71.20 s( &% X i) 22.0~38.0 s) ; - 4: &
HIR(Fib) 2.40 o/L( &% X [H] 2.0~4.0 /L) ; & 1l i i [7]
(TT) 17.5 s (ZF# X [a] 14.0~21.0 s) ; D-dimer 0.37 mg/L
DDU(Z:# X[ 0~1 mg/L DDU)

ABE AR E LI LA JRA 3% 2 1E 5255 K e
HFra e 45 58, %4 HLAS 2, T 9 H 18 HA 74
AR K1 10 mg LIS, Brfit§ ey 5K 0.5 mg #5005
9 H 19 HZ 20 H &0 & /R 1 AEYT i, B & KR
M3 200 mL, & ¥F RBC 2 U, v o 2 4E i AR T4, oA
RN ;9 H 21 BB JLH R ELE i, 8K, i 5 2k
B2 AT B SR GIZD) |, ) 1k il 5 [R] B 45 3 37 6 vk o
M3 300 mL I-HIBEJE 1 g WA Y7523 H RS THEA R
K1 10 mg LT 13K, JE A BSIR K JE#A i 25 mg/¥K (3
W/ H) ARIGYFE 25 B S AR T I, &2 7% 1 # A, WBC
7.53%x10°/L; RBC 3.30x10"*/L;Hb 85 g/L,PLT 84x10°/L;
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BE AR, R E R R, BR(AET PO ERIERERE PSR K% 271000)

M4 80, PT 15.40 s, INR 1.28; APTT 41.30 s; Fib 2.00 ¢/L;TT
20.00 s;D-dimer 0.41 mg/L DDU , £ TR T8 43 S ARAE L7 5%
T HB

2 LR/
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- PT  APTT  DRVVT  DRVVT DRVVT
) (s)  (s) fii#(s) HiZ(s) M
PP 188 71.2 129.5 62.9 2.06
NPP 129 29.0 38.0 36.5 1.04

PP+NPP(1:1) 14.0 76.0 125.9 46.0 2.74

PP, B3E M3 s NPP IEH IR A I ; PP+NPP (1:1) , &K IfiL
WRIEHIRAIME 1:1 84 ;RI-PT=(14.0-12.9) x100/18.8 = 5.85<
10, 4 1F ; RI-APTT = ( 76.0-29.0) x100/71.2=66.01> 15, K 2| iF .
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|2 BRI TG PEAI A4S
LR (%)

i [ Wn 1516 i ZHZ X[ (%)
FII 18.0 18.0 50~150
FV 81.8 81.8 50~150
FVI 103.8 103.8 50~150
FX 83.8 83.8 50~150
FVIl 17.9 103.8 50~150
FIX 20.9 72.1 50~150
FXI 19.0 72.3 50~150
FXI 16.7 60.0 50~150

2.3 HAth [\ BrpUiA R E T PLOBEIR LA
(ACA) :141.3 RU/mL;#i B2 BEE I T ik (B2GP T )-IgM:
83.4 RU/mL, 4 B2GP 1 -IgG: 84.5 RU/mL; DRVVT fii 7
129.5 s,DRVVT #4112 62.9 s, DRVVT L {#:2.06; F 11 #5il4 «
0 BU/mL; FVII# %7 :0 BU/mL,
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RRHRRE , LI AR Iy APTT #1 PT 4K, %5 LA
15 PERRAR , L& AT G Y LA aPT 370 W I Ik 22 24 98 — 6 1l %
AP (aPS/PT) G ABTLEEY) . aPT W F 2 F
T - — X 5 DA T S 7 P 1 5 AT g — Tl %3 i
PEEIAR o aPT 7SRl B30 50 L I 26 2535 M 7E MR N 5 3
25 IR AT PIIG , BTEIEIOLIR P B2 R e Wk, R L 28 4 2 &
GEWs R A Bt i HLAS JL#E £ L . HLAS Rz
KB Wi T 3 A LA bR, B0 LA BEE 5 o Al 535
A B I S s A B

HLAS H L F DA I 1 A& 26 8L, Horp Bz ik s oft A
H L2 D, R e R a5 FILASS 66 I i i 37 1 22 A
40% AR s 24 I BTG /N T 10% ), 7T 5 1R 11 4k 38 5%
PP R L7 LB R O O i DS LA LA A, ) 9 1
SR T2 A3 IF L/ IR U0t 2 e e R 2%, HLAS B 98 £ 0 1
4G B B ey R g SE, JL2E HLAS fs UL B8 &
TR, HR O B B e , KR 10% 19955 61 oK A& 3R
KB

A B LREAE“ SLE” 95 58 247, Bk N ) B &t il i2
WIT . SIS KA KB, LA BV, APTT PT %, %6 1M By 5
M IARARG , HU A 6 L PRI 355 4, LB It DR T 0 4
FAME, AL BREA S 2" X “& " £, /545
HLAS 2 Wi, 7546, 1z B L& FF PLT 12>, 51t A\ $iRGE
HLAS 253 AE R E A AR 2% 5 LR A /i
BEEG H AR 6. WL T Akl UL AR 2 KD v
IR B MR YT BRI AN BIAR, IR RGBT R IR R AR
TE KA P bR T 455 , B R 1 I, ME T B o SEER A
W% B, APTT 4% iR LD 7 (FVIL FIX \F XTI FXI) 5 % B¢
B, BV EUAIE R AR A2 5 R0 1216 TR BRI RGN 335 44
WREIEH X PV EILR T LA XF APTT s280 /9 48, L HAE1S
SLIRE R, BN S B BRI RS, AR 2 T
KRS, RAEMIFELIETLE S R B H94550” (Rosner In-
dex,RT) "' Y47, 25 5 % 3. PT 4 iF , APTT # 2 1F ; I FLIE
A I3 20 1E 5230 (9 APTT DRVVT HU {8 A AR & 1 APTT
I DRVVT LUAH IR IZ LG FRA “ IR IEBL Bk i A 20
%7 WDSE IS (S0 A 58 04 T, 7 55 8 % 1 Tt 22 ik
— 3 05 I G 5 aPT. aPS/PT 551 ¥4 B &€ ¥ 19 bt Bt 18
AU WA ZI S AR RN B2-CPI fiikg %,

SR R HLAS, 2 B [ B, UG 8608, XPRE iR IT
BRI 5 17 B B G5 A0 5G9 HLAS S5 W A 5 I &, 1 38 X
AT T RPEM R SRR SR RREHTRIT . AL
HRYT IR, IR R TR AR B P R/, B
Ah LA B IR YR R A, A B I3 R 9T R
HLAS ()83, BRI 1 AT .
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