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Za v i R HE B i 3% vWF
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[ ZE] BH HiTaHERaEdafed B aLmEAF (vWF)fe o g b 2% B F 2 88 (vWF-CP,
X% ADAMTSI3) # R K P TR X L TNE SLRERLTFEH R, FiE RABOITBAAR, AR
W7 H 64 ) BoPE T AT 5L B B AR A R I 4 24 Bl AR AR IRAR T B (A B NE R Bt BE )M A TR, BERE gk
B % (ELISA) M % 2 3 F vWF 3R AP ADAMTSI3 #RAKF, PrA & F 475 #F 4 90 X4 mRS #F4, &
J Logistic ®1 )3 5 #7 vWF F= ADAMTSI3 4t R KT 56 49 % %, & A Pearson 48 % 5 #7 vWF R AKF 5 AD-
AMTSI3 R A Fog £ £, G582 IEM0 5 8 &2 ADAMTSI3 #u/RK-F 2 F K F 2828 (P <0.05) ,vWF 3R
KEFREDTAHBA(P<0.05), FH LR EHA ADAMTSI3 R KFLE VWF RBRKFERZFFARE(r
= -0.226,P=0.034) , vWF #TRK-F FHbEm AR5 EMREELEEREHLX, Hie LBHEEILEE WWF
FRAFF &, ADAMTSI3 o RAKF AR &P RE A2 8 & & vWF 3R AT+ 5 ADAMTSI3 " BRAKFERZ fi48
%, BA & vWF 3R Z o Bk % 69 S0 Im Ak 5t % 4 s K%,
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[ ABSTRACT] Aim To explore the changes of plasma von willebrand factor (vWF) and von willebrand factor-clea-
ving protease ( ADAMTSI13) antigen levels in acute cerebral infarction (ACI) and the relationship between these changes
and prognosis of ACI. Methods This was a case-control study, patients who received treatment were included. 64
patients with ACI were enrolled as the cases, 24 healthy persons were enrolled as the controls.  The expression of plasma
vWF and ADAMTSI3 levels in patients and controls were measured by enzyme linked immunosorbent assay( ELISA).  All
patients were followed up to evaluate mRS score of 90-day.  The correlation was analysed by Pearson correlation analysis.
vWF antigen levels, ADAMTSI3 antigen levels and their relation with the prognosis of ACI were analysed by the Logistic re-
gression. Results ADAMTSI3 antigen levels in patients with ACI were significantly lower than control group( P <
0.05) ,vWF antigen levels were significantly higher than that of control group(P <0.05). ADAMTSI3 antigen levels was
significantly and negatively correlated with vWF antigen levels in patients with ACI(r = -0.226,P =0.034). vWF anti-
gen levels, hypertension, sex was associated with the prognosis of patients with ACI. Conclusion In patients with
ACI,vWF antigen levels rise and ADAMTSI3 antigen levels reduce. ADAMTSI13 antigen level is significantly and nega-
tively correlated with vWF antigen levels in patients with ACI.  Patients with high vWF antigen levels or hypertension have

poor prognosis in ACI.

S MERBESE (acute cerebral infarction, ACI) 42 H JE WA B, o A 2H 2R 2 5 T 0 R ( the
HTEGR AR S AU T FAR i g, 7™ H 52 ) JR A e K recombinant tissue type plasminogen activator, rt-PA )
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(A 1S, o8 30 43 £ 5 J B R] D 149 3 Jok BEL 2 mT LA 4R
%, AEJE T 259 B 1) 26 7 ™ A& BRI, B 10%
()RR T LAAR 5, A B 2 — ol 20 Ik o A 1 9
SRR R &7 2RI LR ) 75% , kIR R BEE
AR B G IR A0, A L 2 SR ER A ZH 2 el T
I AR 10 e = 10 & A Bl 0 PR IR B, 5 I %) i R
11557 PR 1 8l Jok s A s b BRE B | X e ke 4 T 40k & i
I, A8 PR AR I A B (VW) 7E I/ 3R
£ K AR T pi ek A v ke 1) JE AR, 2 8l Bk i A 1Y
FER S, BT MR 0 PR 20 M SN B
TSR BB, 175 S 05 B P /R R A T LA N B
T W ST B, 35 Aol 0 A 2E — A 0 98 PN B 4
IPIHE R vWF 2 BAK (UL-WWF) ' K
vWE Z2 SRR AR TR BN R, it 5 Al it A s P
T4 B (VWF-CP) , FR ADAMTS13, J& ¥ vWF
LS5 UIRER 4B E AR, ADAMTSI3 i it %4
fift VWE Z2 A4 T /MRS PRz 4R A R
JE s R R BT, DT S2E 222 1 #1556 0o il 24 v
FRE SRR EY, HATR T 200 o B &
vWF Fl ADAMTS13 4t Ji= 7K ~F- 19 22 46 F01 15 7% AH D¢
W A A B — BN S5 . AHFSE F 2R
SRR E vWE BT K & ADAMTSI3 $it i
AR AR AR TS B, LL B vWE  ADAMTS13 $t 57K F
F1 vWEF/ADAMTS13 AR 5 2R I A £8 2 1 1Y

1 M&5F%

1.1 HRXMKR

R FRIEMNGS Bl B4, L A ERAERA Y
64 Bl AMMERAH , KHAE24h 57T XN, H 21
B, 443 1], 4 44 ~ 84 % | F 34 64.94 = 10. 13
B E R B 15 Bl R4 24 ) A R AE
M ER EF, B8 B, & 16 ], F4# 41 ~88 ¥ | F
#167.28 £10.83 ¥ @k im A H 6 B, PrA im
H: (1) BB & R R RRR RS
Fo IR B R 0 BT R R %
QBEEFEEEARRS AT AR LEENAR
FREIR 3 Bk 37 B A A R R ;5 (3) N AT AR A
mMRRE Y B b AT X%
Hrs(4)I 6 AN A A M S AU SR
(5) MR,
1.2 MmirARE

AMREREE(AF24h~T AN)XREZHE
1 4.0 mL, %t B 4 B4 & 41 B At # kit B T EDTA

MENFnE s ETEETH#E 30 mn~2h, T
2000 r/min O F BN 20 min 2 B MK A EE
T -80C k4 K17,
1.3 ®ilFA*E

vWF 370 & K F 8 A 0 % Fl = 44Kk & & ELISA
1% B & B B FEAT A I ; ADAMTS13 )&
AT B9 A R F = HUHR k% ELISA 3%, % R Al &
UL B FAT A
1.4 EiHEALIE

iz Jf| SPSS18. 0 4t it 5 AT 9 AT AL, 3t
BB Uy s R, MRFURFRARATHELN ¢ £
I ,P<0.05 § z7HEEE, vWF LR K F fr
ADAMTS13 L& KT 89 48 % 1 #F 58 % | Pearson 4
KA, VLR P <0.05 H A 3o A, TG A X 2
#r & il Logistic Bl V7 -4, L& 1 A 30 & & o %
vWF ,ADAMTS13 370 & K -F & vWF/ADAMTS13 &
ERTMAEE, L9 Kth mRS T ENERT &,
BAL = 2K Logistic Bl 3 F A xR A L EHAT
P i+ H 8% (OR) # OR 95% CI, P <0. 05
HNERFRBENK,

2 # B

2.1 BHEEXRERLLE
SVPERGREZE 2H B AR R C SO AR (hs-

CRP) | {1 ML Fo ) 25 R b | I AS 5 — i Pk 22 57

TRFEME(P>0.05;%1),

R AABREERBRILE

Table 1. Comparison of baseline data between the
two groups

_— X HRZH 2R
AT (n=24) (n=64)
(S 64.94 +10.13  67.28 +10.83  >0.05
B2 (#) 8/16 21/43 >0.05

e I (3] 6/24(25.0%) 15/64(23.4%) >0.05

hs-CRP( mg/L) 2.93 +1.39 3.00£1.47  >0.05
23 i 1085 ( mmol /1) 5.10 +£0.72 4.97 £0. 65 >0.05
HHl =1 (mmol /L) 1.47 £0.36 1.53+0.41  >0.05
S A E B ( mmol /L) 4.42 £0.74 4.68 +0. 83 >0.05

2.2 vWF #1 ADAMTS13 /R 7K F

SUERNAEFEZH vWF Bt B K e T R i
ADAMTS13 HiJE A T X B4, vWF/ADAMTS13
Fefim TXF A, 2R A gt # 8 L (P <0.05;%
2),
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®2. WAME vWF, ADAMTSI3 #i 5 7k F & vWF/AD-
AMTSI13 Ltk

Table 2. Plasma vWF,ADAMTS13 and the ratio of vWF/
ADAMTSI13 between the two groups

(=B Xof I 2H AENRESEH P

vWF HL5 (pe/L)
ADAMTSI3 Hi ) ( mg/L)

102.56 £14.70 156.82 +19.90 0. 005
36.33 +£7.42 15.17 £7.04  0.000

vWF/ADAMTS13 30.04 £15.78 114.74 +74.94 0. 000

2.3  Pearson XS

2Pk ki A% A8 H R H vWEF LR K SE 5 AD-
AMTS13 HUJFKF- 2 B AAHSE (r = - 0.226,P =
0.034)
2.4 Logistic BlJF 4 #f

SRV S I R SE £ 3 S A DGR R DL &
P R AE ER 2 1 vWE | ADAMTS13 $it J5 7K S K
vWE/ADAMTS13 Lt B 7 2 Bl il 48 &, L 90 K iy
mRS PFHER S R AZ 5 (mRS Wk >2 B AR,
AR 1;mRS Wy <2 WiJa B, WMEN 0) , #r —
5325 Logistic 1] 17 %5 27 455 70 o i ¥ A0 o A7 R K
gER R PER | B LERS  vWEF B K 5 B 90
K mRS PR A 56, B & 000 3 s % 2 A &
vWF HLJF K 1 #2490 K mRS PEAM 85, TG K
FE; e PEH 90 K mRS PR AR (£ 3) .

% 3. Logistic BEIJ39 &R

Table 3. Logistic regression analysis results

SN OR 95% CI P

A 0.968 0.907 ~1.033 0.329
el 0.089 0.013 ~0.602 0.013
Wz SR 6.092 0.915 ~40. 558 0. 062
55 I 6.915 1.238 ~38.625 0.028

vWF PR (pe/L) 1.002 1.000 ~1.004 0.012
ADAMTS13 i JFUKE (mg/L) 1.003 0.989 ~1.018 0. 666

vWF/ADAMTS13 0.533 0.266 ~1.069 0.076
3 4t i

UTARSR, A rp I R AR R BB AR TS T
i 2 v BB AR A B AR T R TR A
I e, DR A A 3R ARG 5k T AR AT
ZRLE, BEH r-PA LEI R RL T, 573 S i A
SEREE R BN R AR 4, (HJE H T ri-PA =A% A I [8]
T T i RS, A5 32 24 0 14 1O 52 B R AT

FERT G TR v, Bt i /0N A R A 245 ) o el = DS
AR BB IR EE /AR P2Y12 A2 A3 4 57 S A% 7
GAAFTEARCNER) SZ B, [ B34 hn T St s 1
JRURS: - BV 2 L EZ 58 it it 40 1 590 (4610 G s LR )
XA i SR 1 570 CRIAR TS BE TR VB ) -t AN BE sk
B P I A AU I S A A T A )
TG AFAENREN , 75 B FRATT T 4 kb 1 i 2 M i A o 28
TR RS 9 B A BEBIL AR , I PR T B2 B B3R 97 i
A2 L

WF9E K& BE vWF 7 1R T i A vh & 45 24
FH & T AR E 1 /Il i 266 6 R 2R 4 171 JE B A4
T IR B4 T 1 2 1 a2 PN B2 440 4 B 22 K 43 T o
) vWEF(UL-yWF) ") S 850 #5998 s i, &5
SEAR JE Y K A L W BVE S BE I Y R T
REM ARSI A AL bR 54, K P n Jz e i 787 P 2 44
b A7 0 R R g IR A ORI SAIR T HI W TS
MIPEM 5 bR 2 —"1 0 BRI B R 2 3
ADAMTS13 F3AT 1B T LU X vWF 2RIk K
NIRRT vWEF 2 BRAK 5 P KT R s AL/
M R BT RE 77, DT 52 Ml 1L A4 1) T2 B, EL A B 1Y)
T R LY R

PRI BLR ,vWF 5 ADAMTS13 /K445 % —
Fhh 25 P-4 , 117 ADAMTS13 Fl vWF ZKEF3E e 4 28
FETTBE SR HE AR T I, W98 5 76 /N B Bh A
R R B YW /0N BUZE K m 3 Jik BEL W7 24
h 5 Bk AR AL TR KA 22 DR sl S 17 Ol A S A8 T B AR
ANER . TRIEHAFF S 28 1) BB A o A5 B /N B 2 o 78
A ADAMTSI3 AT DA%/ ik A6 1 AR, $2 77 AD-
AMTS13 7K, mT A4 /0N 4 58 1 B ] 22 0E
52 ADAMTS13 A] A i (98 i,

— I RTRETERFZE O UESE vWF JE A & A B
Bfak R, H SR PHXIE T R R EY), H
flF 5 T RIRENESE T W HUR K A kR
B i, I HL vWE HUR KA [R) A oo TR R
R, 2R A G 2R S, DR T AR
Bl P AS T R vWE KRR S, BT &
PR B vWE P KT % 15 5] —
W45, H T ADAMTSI3 1] DL 24 f# K 5 F 1)
VW, JEZZ A TE ), A B B B dose i RAEH,
I ADAMTS13 5500 i 145795 95 1) OC R AR A2 G
Matsukawa'"®' Fll Chion'®’ 4 3 1 1 2 4.0 UL 3E
(AMI) B3 12 ADAMTS13 /K878 4k, 45 51 s
Sk U LA BE B ADAMTS13 7K - i 1% T ) B
4 ,vWF/ADAMTSI3 &3 & TX IR, 6T 2tk
FEVE % vWF F1 ADAMTS13 28 AL i BF o8 5570
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Andersson 252V B 5E & R vWF HT K 19 T 5 A
ADAMTS13 i S5-I BRI 2 3G I A v 1) 2 A2 K
B, X A FRA TR M3 vWF HLJF/KFE 5 ADAMTSI3
P A A] 19 06 R B AL T B 2K

AT R BT 2 RAE (&0 7 RN &
F A vWF P IKFEF ADAMTS13 45 J5 7K S 1) 48
RAEIL ., BFFE & B, S e E 8 3 1 vWF B K
-5 B2 R A EE B TR R L O T HE B A AT
SV JRE I X W B K B S, AR 5T ]
ERHAGHIN 1 G i A B0 S8 o AN R 1 R i € O
AR, 2 020 1 AT BT 28 3 4 R R 41 v il
C RMEMKFIEEZESR, SIS E A 2K
VW T = 1 S AT B Sy - 2 B 45 B8 S 10 i 37 3
JIEEEL RS VI T 5 S 2 0%y B IR R
TRTBCHE N 5 35 L 65 2T 48 28 (4 88 225 il 48 sy 5
A e TS I A e = I A S O
VWF R vWE BECA L, 580l 2 vWEF
KB ETHE , FACERY vWF A S 1 /N A ZH B
RAE fRIEM AT YK B T R A
FERY K

[, #F 5% % B 2P ik A B8 R E I 2K AD-
AMTS13 BT JE K55 0 BEAT A L2 B 35 F R,
H T ADAMTS13 £ 5 K fift K4y F & () vWF, ffi 15
VWF B2 F B B AR , 4 /N A RE 0 %, AT
RAEU PR RE S, L S b A BE R AD-
AMTS13 K SEREARE . 8T ADAMTSI3 i JF/KF-
T RERG SRR 2 AT AT K 4 301, BE B ml S 5
A5 P B 4, il vWF 22 SRR RS ok, G 3 oK
 ADAMTSI3 24 vWF Z R4k, (= FERm, &
Fuf h ADAMTS13 5 & 5 55— Fh i B ml B
S AR B LR PR - 3 2o 2R S PR R ML O E
ADAMTS13 [ i Tl i s 410 i BE 36 1 e R 9 34
ADAMTS13 /KRS B, Bl A8 s EE
IAFBUNFEFE M K A, 308 5 3505 1 i A BE 7R
H ADAMTSI13 Ht Ji 7K B 1 LA i PR 22 KR
BRI R FE UESE

AWFFEAE Pearson A4 A 1 7R, vWF $T i
JKF-5 ADAMTS13 Hilr /K2 i ARG, X 522
HTARIFIE 25 R A — B, PR AS [R) R0 D 3 A8 [ ]
e S A R 2 5 X — S5 KRR TR
BRI FE SR U S, (] B R AT A9 AF 2 52 e i A
B vWF LB K SE 5 ADAMTSI3 $i J5 /K SE /Y He
{H(EP vWE/ADAMTS13) B & i X AR, 2 R A G
IES-98

WF5E > 30 & B vWT PUJFEKE T ADAMTS13 4t
JFACER AR 5 2B R E TR R, =
JG Logistic [MIIH 43 #7785 vWE HLJEKF | i %
i 5 EE I 90 KA RIS AHIE (mRS >2 48) . H
FABGE R REAS 2 KR, 1224518 75 2R AR A il Xt
HEFIEUESE

ZE LTI ARBFGE L K 64 5] 22k ki 45 AT £
HH 24 BIHE 2ERNEEE A K vWE PR AT R
ADAMTS13 Hi K-, 45 SRS, 2t A At 5 25 1
M3 vWF $t 57K 52 T+, ADAMTS13 $it 5K
BT, 25 A5 FE L, 2K vWF $E KT
5 ADAMTSI3 $it JiKkF 2 B ¢, BHA &
vWE HUJFIK - e I s 52 A 2 P ik 1 2E A8 3 90
RIS KA,
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