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Table 1 Autoantibodies and immune complexes in patients
with Behcet's disease
total male female complete incomplete
ALA 17/31(54.8) 9/16(56.3) 8/15(53.3) 4/13(30.8) 13/18(72.2)
ANA 9/66(13.6) 4/37(10.8) 5/29(17.2) 1/38( 2.6) 8/28(28.6)
TGHA 2/33( 6.1) 1/17( 5.9) 1/16( 6.3) 0/17( 0 ) 2/16(12.5)
MCHA 5/36(13.9) 3/16(18.8) 2/20(10.0) 1/17( 5.9) 4/19(21.1)
RF 1/66( 1.5) 1/37( 2.7) 0/29( 0 ) 1/38( 2.6} 0/28( 0 )
Clg-RIA 1/19( 5.3) 1/12( 8.3) 0/7 (0 ) 0/6 (O ) 1/13( 7.7)
Kg-RIA 8/19(42.1) 4/12(33.3) 4/7 (57.1) 2/6 (33.3) 6/13(46.2)
()=%
Table 2 Antinuclear antibody in patients with Behget’s disease
case sex age staining pattern titer major symptom drugs
1 M 40 speckled X16 EN STH 20mg
2 M 47 speckled X32 (-) )
3 M 31 speckled X2 ) )
4 M 30 speckled X2 ocular attack (-)
5 F 37 speckled X16 aphtha, GU Colch. 0.5mg
6 F 45 diffuse X32 EN, GU (&)
7 F 55 speckled X32 &) Colch. 1mg
8 F 43 speckled X8 (-) Colch. 0.5mg
9 F 27  diffuse,speckled aphtha, GU ()
M : male F : female EN : erythema nodosum
GU : genital ulcer STH : steroid hormone
Colch. : colchicine
. Ol & MR B & IR
) . ~—F =z RN FEH%cytotoxicity 1323.6
o i +18.9%TH N, EHA6.5+5 5% L AR
: ICEE#RL7 (P<0.001). SLE Ti349.8+
> : 27.4%, RA T1313.6+18.5%, HBs HiEk4
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Fig. 1 Antilymphocyte antibody in patients with
Behget's disease and other diseases
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Table 3 Cytotoxic activity of antilymphocyte
antibody appeared in patients with
Behget's disease

target cell

case age sex type T cell non-T cell
1 35 F c *) )
2 30 M c (=) +
3 40 F c ) +
4 30 M c (=) o)
3 37 F 1 (=) Q)
6 40 M I (-) )
! 43 F 1 ) o)
8 43 M I 1S €0
2 35 M I ) -+
10 45 F 1 +) -+
11 23 M 1 + (€3]
12 27 M I =) )
13 49 F I -) “+)
14 30 M I ) )
15 31 F I + +
F : female M : male
C : complete I : incomplete
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Fig. 2 Decreased percent cytotoxicity after
ConA treatment of sera obtained from
patients with Behget's disease
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Fig. 3 Relationship between antilymphocyte antibody and other
laboratory data in patients with Behget’s disease

Table 4 Relationship between antinuclear anti-
body(ANA) and antilymphocyte anti-
body(ALA) in patients with Behget’s

disease
ANA
ALA (+) (=)
(+) 8 13
(=) 1 16

TV cytotoxicity # 72 FH, RUALH
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Fig. 4 Percent cytotoxicity of antilymphocyte antibody
and various drug therapy
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Studies on the immunological abnormalities in patients
with Behcet's disease.
Part 2. Autoantibodies and immune complexes in patients with

Behcet's disease.
Michinori YAMAMOTO

The Third Department of Internal Medicine, Okayama University Medical School.
(Director: Prof. T. Ofuji, Prof. Z. Ota)

The incidence of various autoantibodies and immune complexes in 66 patients with
Behget's disease was studied.

(1) Antilymphocyte antibody(ALA) was detected in 17(54.8%) out of 31 cases,
antinuclear antibody(ANA) in 9(13.6%) out of 66 cases, antithyroglobulin antibody
(TGHA) in 2(6.1%) out of 33 cases, antimicrosomal antibody(MCHA) in 5(13.9%) out of
36 cases and rheumatoid factor(RF) in 1(1.5%) out of 66 cases. These antibodies tended
to be found in the incomplete type of Behcet’'s disease.

(2) Immune complexes were detected in 1(5.3%) out of 19 cases by Clq solid-phase
radioimmunoassay and in 8(42.1%) out of 19 cases by conglutinin solid-phase radio-
immunoassay, demonstrating a considerable difference in sensitivity depending on the
assay system.

(3) Antinuclear antibody was found often in the cases without steroid therapy.
The staining pattern was speckled, and the titer was low, up to 32 fold.

(4) Antilymphocyte antibody was of a lower titer than SLE but-showed the same
titer as the patients positive for HBs antigen. The immunoglobulin class was mainly
IgM, and 6 out of 15 cases showed cytotoxicity against T cell. ALA was not inversely
proportional to the peripheral blood lymphocyte count and showed low values in patients
administered steroid hormone.

Autoantibodies such as ALA and immune complexes were detected in patients with
Behcet’s disease, suggesting that the autoimmunization mechanism existed in patients
with Behget's disease. ALA was found at the high incidence of 72.2% in the incomplete
type of Behget's disease. Thus, it appears necessary to restudy this disease from the
standpoint of viral infection.



