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[Abstract] von Willebrand factor has a great significance in the progress of hemostasis and thrombokinesis,
the deficiency of von Willebrand factor will result in von Willebrand disease, and its activity will obviously increase
in the patients with thrombotic thrombocytopenic purpura, coronary heart disease, the infiltration and diversion of
tumor, diabetic nephropathy. The review articles will discuss the research progress of von Willebrand factor and

above-mentioned diseases relation.
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A #2 4 1% 1M B 5% ( thrombotic microangiopathy, TMA), &
—RKULBHSFRND/MEE BRI AR
B0 AE 4000 I 5 PR ZEPE AR , DA R ol /A D 4 g
( thrombotic thrombocytopenic purpura, TTP) B A% Mo ¥ ¥
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HET vWF EEENREBTHERNEESRN. ARKE
REEHBNEGEBEME WF KB 317K vWF
EBEHEBNRE . Terraube BV AT F vWF £
B RaEE IR, BB ARBENEBHENM, &
7R YWF & W s s e, X9 vWF EARE R 58 b
AT B2 S R PR S R B A
5 VWFSMREER

VAR AN BERARH & B 9 20 o T o P B R
GARBYRRN , vWF AN ILE AR AERGH EER
B BRABEMOEN KO THROLATIZM, SR
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