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Summary : Human and porcine factor VI inhibitor titers were measured in the plasma
of 15 hemophilia A patients with inhibitor and binding fragment to human factor VI
polypeptide was analyzed by immunoblot method.

1. Human factor VIl inhibitor levels were 4-390 B.U/ml, and porcine factor VIl inhibitor
levels that were 0-58 B.U/ml were lower than inhibitor lebels to human factor VII. Cross
reactivity (ratio of porcine to human factor VII inhibitor titer) was 0-100 9.

2. Two cases with factor VIl inhibitor binding to 44 kDa fragment of human factor VI
heavy chain had low crossreactivity (0.5 %-0 %). One case with inhibitor binding to 44 kDa
fragment and 72 kDa fragment of human factor VII light chain had crossreactivity of 11 %.
10 cases with inhibitor binding to 72 kDa fragment had high crossreactivity (24-100 %).
Two cases with inhibitor binding to 44 kDa and B domain had crossreactivity of 1 % and
27%.

3. Hemostatic effect of the porcine factor VIl preparation was observed in 3 cases with
factor VI inhibitor. :

Index Terms

hemophilia A, human factor VIl inhibitor, porcine factor VI inhibitor, porcine factor VI
preparation (Hyate : C)
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Table 1. Inhibitor titer, crossreactivity and inhibitor binding fragments in 15 hemophilia

patients with factor VIII inhibitor

Patient Inhibitor titer (Bethenda U/ml) Crossreactivity (%) #* Inhibitor binding
No. Name Human Porcine fragments (kDa)
1 N.Ni 390 2 0.5 44 )

2 M.O. 363 40 11 44, 72

3 K.L 200 2 1 44, B domain

4 M. Na 176 58 24 72

5 M.T. 58 25 43 72

6 Y.O. 55 25 45 72

7 J.H. 44 29 66 72

8 K.M. 28 7 25 72

9 M.B. 15 8 53 72

10 N. K. 14 5 36 72

11 K.Y. 11 3 27 44, B domain

12 K.S. 6 2 33 72

13 H.H. 6 2 33 72

14 H.A. 6 0 0 44

15 Y. T. 4 4 100 72

*  Porcine factor VIII inhibitor titer
Human factor VIII inhibitor titer

X100 (%)
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Fig. 1. Autoradiograph of a nitrocellulose membrane
containing purified intact (NR) or thrombin
~treated factor VIII polypeptides (Th) trans-
ferred from a 4-15% polyacrylamide gradient
gel. After incubation with factor VIII in-
hibitor IgG of hemophilia A with inhibitor
(Patient No. 1, 2, 3 and 4), the membrane was
incubated with *I-labelled rabbit anti-mouse
IgG.

Table 2. Change in factor VIII inhibitor titer, treatment episodes and hemostatic efficacy

Patient Weeks after Inhibitor titer (B. U/ml) Crossreactivity (%) % Infusitns FVIIC(%) Hemostatic
No. Name infusion Human  Porcine Times/days Dose (U/Kg) Pre Post efficacy
3 K.L Preinfusion 200 2 1.0 2/2 53 <1 3.0 Good
1w 232 12.5 5.4
2w 208 22.5 10.8
4w 110 5 4.5
8w 65 3 4.6
10 N.K. preinfusion 14 5 35.7 1/1 310 <1 130 Excellent
1w 46 25 54.3
2w 300 103 34.3
4w 448 160 35.7
8w 219 90 41.1
14 Hz A. preinfusion 6 0 0 1/1 52 <1 15.0 Excellent
1w 9 1 11.1 ’
2w 23 2 8.7
4w 22 1.5 6.8
8w 13 1.5 11.5

#* Porcine factor VIII inhibitor titer

Human factor VIII inhibitor titer

X100 (%)
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. A hemophilia A (No. 3, K. I.) with factor VIII

inhibitor treated with porcine factor VIII
preparation.

O Human factor VIII inhibitor titer

@ Porcine factor VIII inhibitor titer

3 Infusion of porcine factor VIII preparation
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A hemophilia A (No. 10, N. K.) with factor
VIII inhibitor treated with porcine factor VIII
preparation.

O Human factor VIII inhibitor titer

@ Porcine factor VIII inhibitor titer

3 Infusion of porcine factor VIII preparation
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A hemophilia A (No. 14, H. A.) with factor
VIII inhibitor treated with porcine factor VIII
preparation.

O Human factor VIII inhibitor titer
@ Porcine factor VIII inhibitor titer
3 Infusion of porcine factor VIII preparation
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