1734 FTHREF 2014 55 A% 43 4% 14

010 B 1% I A7 9 B 4 ot 4 1 i A4 1 i /N AR
R 2D 1 2 98 Y 2 T

ZHE VR ERTARA A 2, 7w EE
(L7 BRERABRARERAEEA, &7 5300212, F BREABAEEXHTTH
H—ARERSBA  530022)

O OE.HH RARaTRaARETOWERAES L bR &y EER(TTP AR FHEL., AE ##
JEEEAERARKER 2010 4 1 A £ 2013 4 6 A &4 L TTP &3 28 4, B o2 IR A 1195 R ab 4k 2 30 B 4E 4
i B At PR LR e W At F e R B B b f B 0B B F AL A8 (ADAMTSI3) A= vWE A % 3547, &R (128 fl4F A % TTP & &
b3 EE vWE ke (VWE kb)), 24 &% vWF 3k M (vWF AR | ), vWF Rk fa b2 b £ AD-
AMTSI13 # 4k A MK, (2) vWF 44k a4 b 2 ADAMTSI3 4% 90 24K F vWF 424k [ b 20 Fo 4 2T B8 20,3 28 fo % AD-
AMTSI3 R F b4k 2 F A %3t 5 & L (P<<0.01), vWF kA b 3 vWE 34k A 19 B & T vWFE 3R 11 0k 20 o 4 B 5 1R
MILER 2 F A %t FEL(P<0.01), (328 Hl4 L M TTP 2t bt E # (PE) & ADAMTSI3 # R4 28 2t &, vWF 4k A
149 2 AR (P<<0.05), £5if vWF Rk AR A H TTP X m P2 2R . vWF ik THEALH @& H o ADAMTSI13,
it vWE L &% s, ¥rakmL At

SESRAA E A, e D ARIR D AR KON R B e AR BT AR R E M AR BT AR B S Rk

doi:10. 3969/j. issn. 1671-8348. 2014, 14. 019 XRkPRIRAD : A XERS1671-8348(2014)14-1734-03

The effects of anti von Willebrand factor antibody on idiopathic thrombotic thrombocytopenic purpura
Qin Naihui' ,Pei Zhengling® , Zhou Dali' .Qin li'  Huang Huipin'
(1. Laboratory Department sthe People’s Hospital of GuangXi Zhuang Autonomous Region , Nanning
Guangzi 530021, China; 2. Laboratory Department ,the First People's Hospital of
Nanning City of GuangXi Province , Nanning ,Guangxi 530022 ,China)

Abstract : Objective
purpura( TTP). Methods
2011 to June 2013,and 30 healthy persons as control group, ADAMTSI13 and vWF of two groups were detected. Results

To discuss the effect of von willebrand factor(vWF) antibody on idiopathic thrombotic thrombocytopenic

28 cases of idiopathic thrombotic thrombocytopenic purpura were selected in our hospital from January
3 cases of
patients were detected with positive vVWF antibody,vWF antibody negative in the remaining patients. 3 patients with positive vWF
antibody ADAMTSI13 antibodies were negative, ADAMTSI13 levels were lower than the normal value. The levels of ADAMTSI13 in
vWF antibody positive patients was significantly lower than that of vWF antibody negative patients and the control group, (P<C
0.01). vWF antibody positive patients plasma vWF antibody A was higher than vWF antibody negative and the control group(P<C
0. 01). In idiopathic TTP after PE ADAMTSI13 antigen increased significantly, vWF antibody and A levels decreased significantly
(P<<0.05). Conclusion vWF antibodies in idiopathic thrombotic thrombocytopenic plays an important role in the pathogenesis of
purpura,vWF antibody may affect patients ADAMTS13, promote vWF complex formation, effect of disease.
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tease;autoantibodies
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