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with thrombospondin type 1 motif, member 13, ADAMTSI3)
e Z BT RERE A , ML Y von Willebrand [H] - (v-WF) I Fff
M/ ISR 12 38 AR TC R VI 1, 7 R it/ AR s 2D s
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(ZRB) , R E IR ARGE

BE B, 28 27,2024 4R 2 H 2 AAMRIES, T2 H
12 HH RS B2 5,2 A 15 BRI G BIEER N,
BB, 17 H R RSN, 515 ELIE, 2 & B
B 8 x 107 /L, T4 YL i T 1 /NS B PR AR A 2
MM/ ETE 2 38 x 10°/L,2 H 20 H 2T AR EE B
Wiz, ABEETEE B R, JOXTE RS , A A iARAE
BLIMAR , T IR AR R BE AR T B BB X R, BTG
HEHL, T BUE , O I IE A AR TE 7 o Bl AGAE : CT /RIS BT N
RIS s R K S VEeis WL 1, 2140010 3. 13 x 10°/L,
ML HE(HGB)96. 4 o/ L, lil/MR(PLT)33. 4 x 10°/L, N A i
AW (ALT)85. 4 U/L, K| 14 & R % i ( AST) 68.9 U/L,
MIRLTE 88. 7 wmol/L, F IR 2 16. 1 wmol/L, [A]#EHZT
R 72. 6pmol/L, y-45 2 It 5% ik g 64. 4 U/L, 3| R I 1 il
(LDH)1 777 mmol/L, C J5 3 % 11 ( CRP) 9 mg/L, [ 4% 2 Jsi
(PCT)0.09 ng/mL, N K3 i fili 471 ik 618 pg/mL, ABEi2 W
@ufi/ RS> A R 7 IR 7 R I /AR s 5
Pi7 QNPT I iSRG, OMiE
Y @I

ABEsE 1| REgmbe 7 LD 8w 2P R Ry, F
fRUPBE 5 mg YL ; BT AR [ (Coombs ) i35 .
IR B, PCT 0. 09 ng/mL, J& Y% 12 Wi 8 i A B Ao Sk /i
MRI 7R TEH] Wkt , DL 2,
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B FORREE LRSI ) T R 1 AT R IR
HJE + , & - 64. 539 pg/mL, .31 54. 5 mm/h, PCT Fl [
I E 6 FhE AW I, A0 S rT RETEAIR

55 3 RABH BVVIR BT 5, TR 0E S v 0 2, B
AT IR, 5835 HOEAR: 2 0 5 VARG A < H ) 140 mmH, O, 15
ANMITT A 15 x 10/ L i 5 00 I 40 3% 22 JE IR 25 . i
ANBECHT A B BTV BURBUARTE B O BEIRUA B .

55 4 REFVIA BIRFE R MR AR, AIFE R,
IR, THIRJE Je 80 mg, 1 Yk/d | F i B IF 4040l TU, I
300 mL, JREHL: PRIBREH  HLLER + JREF + o

95 REH MLTYEE A JFOE R, BEM I E R, D-— %
PRICHEAT PRI B, R BLE I8 Y BE L ( disseminated in-
travascular coagulation, DIC) iZWi K A 2, S ohfE 3£
EE FRFIBLL R IR WUEF K- IE & AFF S LR T 25 5
LA BRI, & B 5E TTP, 3%k ADAMTS13 JE[RN Y, 5
WP I 2 4 4 000 mL, B4 ) 1 I R AL R R4S I B R TE
JR R AER T, WK 3, J UK o, 45 A AT BE
O U 7 e R AR P B o BB SRR R L AR A A
Wz EAZAENE 2 SN RN 7a] IR LA, A S R
WS W LR G IE 2T .
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556 ~7 REVUIRZS BE— 2040, 1P 2, 52 75 fili &7
CT 7Rl g AL BT 4% 22, WLIAT 4, T 4R Y B s #44, HL PCT
THEASLE , w5 AR N5 B AR A Ko Be)e 5 H 3T L
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K4 2024 %2 F 27 B CT
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fRF 5, WA 20 25T HUFEK AL 20 mg, K A5 A S e Bk
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55 13 KRB E AR A8 57, WIAT 5, ADAMTSI3 4k
PSR 7 8 HBLA & 728 57, 28 S i 2 . 987 +13G > A
(FE) BB 8 AN TR Ir A & 755 13 ik G i A&
RAN A BhEE

AGCACCTGGTGAGTCTGCCGGCGGTGGCCTGGG ATTG PRI
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R B TTP () S FLIRAE” R 25 D i/ MR s D
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O QIIN= g e 1N e N 1 RZ SO WA T S A e 1 ]
VM, Coombs X 50 B 1% , & R R 45 R4 & TTP £ ;5
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PLASMIC P43 R8s 014 7 43, 478 TTP 35 75 KUK,
AL 5H] TTP ¥ MR 8 275 1iE (hemolytic uremic syndrome,
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LW TIP3 I R G A8 45 SAIE 9 H M it 4 vk TTP
( congenital -TTP,c-TTP) (3,41

&1 TTP By %554 &
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Bkt E +/ - - +/ -
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nucleotide polymorphism variation,SNPV) , X & SNPV 1 50%
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