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Serum Immunosuppressive Acidic Protein (IAP)
in Inflammatory Ocular Disease
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Abstract

The titer of serum immunosuppressive acidic protein (IAP) was determined by the method of
single radial immunodiffusion (Matsuda et al) in Behget’s disease, sarcoidosis, tuberculosis, toxoplas-
mosis, etiology-unknown anterior uveitis (granulomatous, non-granulomatous), allergic conjun-
ctivitis and scleritis. The titer of IAP in these diseases except allergic conjunctivitis was significantly
higher than in normal controls. In all the diseases studied, the titer during the active stage was
significantly higher than that during the inactive stage. The titer in Behget’s disease was significantly
higher than that in sarcoidosis, particularly during the active stage. In three cases of Behcet’s disease,
the titer was increased markedly a few days before the ocular attacks. There was no difference in the
titer between etiology-unknown granulomatous and non-granulomatous anterior uveitis. [AP may be
useful as a clinical index in inflammatory ocular diseases. (Acta Soc Ophthalmol Jpn 94 : 688—692, 1990)
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Table 1 IAP in Behget’s disease and sarcoidosis

g‘;é;’f ga?ﬁ;ﬁ{as mean+S.D,

Control 61 61 | 348.9% 70.9
Behget’s disease | 39 58 972.11215.2*

Active 28 28 | 697.2+228 2* 1:'—’

Inactive 30 30 | 462.0t129.0* j il
Sarcoidosis 40 54 | 474.8+140.2* I

Active 31 31 [521.2+148.1° S

Inactive 23 23 |412.3+ 9g.g***""

* 1 p<0.0001, ** : p<0.001, *** : p<0.05 (unit : ©g/ml)

The titer of IAP in Behget's disease and sarcoidosis
were both significantly higher than that in the controls
by Student’s t-test (p< 0.0001). This trend was also found
in the active stage (p<0.0001) and in the inactive stage
(Behget : p<0.0001, sarcoidosis : p<0.005). The titer in
the active stage was significantly higher than that in the
inactive stage (Behget : p<0.0001, sarcoidosis : p<0.005).
The titer in Behget's disease was significantly higher
than that in sarcoidosis (p<(.0001) and the significant
difference was also seen in their active stages (p<0.001).

Table 2 IAP in active and inactive stages of same

patient
stage ggéé’f mean+S.D,
Behget active 19 1609.5+128.1 1
inactive | 19 |412.6+ 82.5 -
Sarcoidosis active 13 |572.1%114.3 ¢
inactive | 13 |413.0%+ 83.8 -
Tuberculosis active 7 |503.0+167.8 il
inactive | 7 [407.1£120.0 -
Toxoplasmosis active 5 |482.0%+109.1 T
inactive 5 [394.0% 72.2 -
Granulomatous uveitis | active 10 |469.0% 90.6 3,
inactive | 10 [370.0% 67.9 -
Non-granulomatous | active 8 |478.8%+ 78.5 4
uveitis inactive | 8 |380.5+ 66.5 -
Allergic _ active 11 |373.6% 62.3
Conjunctivitis inactive | 11 |335.5+ 52.3 J
Scleritis active 4 [647.5%127.5 e
inactive 4 |542.5%135.8 -

* 1 p<0.0001, ** : p<0.005, *** : p<0.01,
heeR 1p<0.05 (unit : zg/ml)
Significant difference was found between active and
inactive stages of each disease group by paired t-test.
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Figure IAP titer before ocular attack in Behget's
disease. In three cases of Behcet's disease, IAP
titer was markedly increased a few days before
the ocular attacks.

Table 3 IAP in tuberculosis and toxoplasmosis

E;gé;’f sNa(r)ngli;s mean+S.D.

Control A 61 61 348.9% 70.9
Tuberculosis 7 14 455.1+153.5*

Active 7 T 503.0+167.8* 7

Inactive 7 7 407.1£120.0%***
Toxoplasmosis 5 10 438.0+£102.4**

Active 5 5 482.0+109.1** Vi

Inactive 5 5 394.0+ 72.2 -

* :p<0.0001, ** : p<0.001, *** : p<0.005,
ses 2 p<0.05 (unit ; gg/ml)
Significant difference between the controls and each
disease is shown. There was a significant difference bet-
ween the active and inactive stages in each disease by
paired t-test.
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Table 4 IAP in etiology-unknown anterior uveitis

No. of | No. of
cases | samples meant3.D.
Control 61 61 348.9+ 70.9
Granulomatous uveitis | 28 39 420.5£117.7*
Active 23 23 454.9%102 .4‘:|‘
Inactive 16 16 378.1+ 79.5 -
Non-granulomatous "
aveitis 20 32 425.1+108.0
Active 19 19 466.81+102.1%
Inactive 13 13 390.4%= 66.3 &
* 1 p<0.0001, ** : p<0.025 (unit : gg/ml)

Significant difference between the controls and each
disease group is shown. Between the active and inactive
stages in both groups, there was a significant difference
(p<0.025).

Table 5 ITAP in allergic conjunctivitis and scleritis

No. of| Do s | mesntsn

Control 61 61 348.9+ 70.9

Allergic conjunctivitis 27 38 351.8% 77.6
Active 27 27 358.5t 84.9

Inactive 11 11 335.5+ 52.3
Scleritis 6 10 562.9+142.2**
Active 6 6 576.51+144.7°
Inactive 4 4 542.5+135.9**

* : p<0.0001, ** : p<0.001 (unit : pg/ml)

The significant difference between the controls and
the disease group is shown. Allergic conjunctivitis sho-
wed no significant difference. No significant difference
was found between the stages of each disease.
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