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Laboratory Assessment of von Willebrand Factor for Classification
of von Willebrand Disease
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Hong Bock Lee, M.D.*, Do Yeun Oh, M.D.**, Seonyang Park, M.D.,
Byeong Kook Kim, M.D., Noe Kyeong Kim, M.D.

Depariment of Internal Medicine, Koree Velerans Hospital®,
Liepariment of Internal Medicine, Seonchurhyang University College of Medicine®*
tepartment of Internal Medicine, Seoul National University College of Medicine

Background: Von Willebrand Disease(vWD) appears to be the most commonly diag-
nosed hereditary bleeding disorder. We set up laboratory methods for the correct di-
agnosis of vWD.

Methods: We diagnosed 12 patients who had von Willebrand factor(vWF) antigen
levels below 60% as vWD. Adding 2 family members, 14 patients were studied.
Results : Bleeding times were prolonged over 4 minutes in 4 patients. Ristocetin-in-
duced platelet aggregation data were compatible with vWD in 3 patients. vWF anti-
gen levels were (-57% and vWF ristocetin cofactor activities were 0-74%. Multimer
analysis of vWF revealed that one family | had the type I vWD.

Conclusion: We expect increasing numbers of vWD patients will be detected with
correct subclassification in the future.

I{av_w'c-rd:a ;_'\T.D-n Willebrand Disease, von Willebrand factor, Ristocetin-induced Platelet Ag-

gregation, von Willebrand factor Antigen, Ristocetin Cofactor activity, Multimer
Analysis of von Willebrand factor
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Fig. 1. vWF . Ag by Rocket Immunoeletrophoresis( A. Standard, Undiluted B. Stan-
dard, 1:2 diuted C. Standard, 1:4 D. Standard, 1:8 E. Standard, 1:16 F. Case
10, pre-DDAVP G. Case 10, post-DDAVP H. Case 12, pre-DDAVP |. Case 12, post
-DDAVP J. Case 11, pre-DDAVP K. Case 11, post-DDAVP L. Case 1 M. Case 1
-2 N. Case 1-1).
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Fig. 2. Standard of vWF:RCo(1. Normal Plasma, 1:8 diluted 2. 1:4 diluted 3. 1:2 di-

luted 4. Undiluted).
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E T 2o AAE9 ol o Table 1),

RIPAL 6914 Aldsisied 3w+ ADP,
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vWEIRCoe 109gels Halsls] 0%-T4% 7=
& kel EEnh 2 TelM T4%E =2 @e 1
o (Table 1).

vWF I A vWFIRCoAle| o=
J3L(P=0175)2 4% AA} ¢4

Malumer B4 FdE 18 7FF 339 o3 A
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Wn v A4 bande FFEHA gt
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Table 1. Laboratory Data of vWD Patients

Case BT vWF:Ag(%) vWF:RCo(%)
= : o
1-1 ND 0 0
1-2 ND ] 0
2 4'30" 47 19
3 10" < 0 0
4 4'30" 33 23
5 r 16 46
5 330" 57 98
7 ND 19 74
5 ND 0 32
9 ND 37 ND
10 ND 5 ND
11 ND 45 ND
12 ND 5 ND

ND=nDL.d—ﬂnE

Table 2. RIPA Data of VWD Patrantsl{% )

Case ADP Epinephrine Cullng&n Ristocetin

1 67 o1 76.5 8

2 76 80 T3 16

3 ND ND ND 11

4 27 27 a3 56

5 60.5 12.5 94 A8

ﬁ 0 75 60 &0
ND= -not done
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