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The Clinical Utility of the Autoimmune Target Test for Neurologic Disease
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Department of Laboratory Medicine, Hanyang University Medical Center, Seoul, Korea

Background: Many studies have reported the association between several anti-neuronal antibodies and neurologic diseases. However, there is
no useful autoantibody screening test for neurologic diseases unlike the antinuclear antibody test for rheumatologic diseases. Hence, we investi-
gated the clinical utility of the autoimmune target (AIT) test as screening test for autoantibodies in neurologic diseases.

Methods: We retrospectively analyzed the results of the AIT test for 375 serum samples of patients diagnosed with several neurologic diseases
such as motor neuron disease (MND), amyotrophic lateral sclerosis (ALS), Parkinson’s disease (PD), encephalopathy (EC), polyneuropathy (PN),

cerebral ischemic attack, encephalitis, myelitis, epilepsy, and stroke.

Results: The overall positive rate of the AIT test in aforementioned diseases was 77.9%. The positive rates for MND, ALS, PD, EC, PN, and the

others were 81.3%, 83.9%, 84.8%, 59.3%, 73%, and 75%, respectively.

Conclusions: Our results indicate high positive rates in the AIT test. We believe that the AIT test has potential application for autoantibody
screening in the neurologic diseases. We look forward to last as the study about relations between the results of the AIT test and the specific anti-

bodies for neurologic diseases.
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Table 1. Positive rates of the AlT test for neurologic diseases

Cases (N) Positive (N) Positive rate (%)

MND 91 74 813
ALS 87 73 839
PD 66 56 84.8
EC 54 32 593
PN 37 27 73

Others® 40 30 75

Total 375 292 779

*Others: cerebral ischemic attack, encephalitis, myelitis, epilepsy, and stroke.
Abbreviations: AT, autoimmune target; MND, motor neuron disease; ALS, amyo-
trophic lateral sclerosis; PD, Parkinson's disease; EC, encephalopathy; PN, polyneu-
ropathy.
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Table 2. Distribution of titers as seen in the AIT test for neurologic diseases

Titers MND ALS PD EC PN Others* Total
Negative 17 (18.79%) 14 (16.19%) 10 (15.2%) 22 (40.7%) 10 (27%) 10 (25%) 83 (22.1%)
1:20 9 (9.9%) 6 (6.9%) 3 (4.5%) 6 (11.19%) 6 (16.2%) 6 (15%) 36 (9.6%)
1:40 20 (21.9%) 25 (28.7%) 14 (21.2%) 8 (14.8%) 4.(10.8%) 4.(10%) 75 (20%)
1:80 29 (31.9%) 29 (33.3%) 19 (28.8%) 10 (18.5%) 9 (24.3%) 9 (22.5%) 105 (28%)
1:160 10 (11%) 11 (12.6%) 11 (16.7%) 4 (7.4%) 2 (5.4%) 6 (15%) 44 (11.7%)
1:320 3 (3.3%) 1(1.19%) 4(6.1%) 1 (1.9%) 6 (16.2%) 3 (7.5%) 18 (4.8%)
1:640 2 (2.29%) 0 2 (3%) 2 (3.7%) 0 0 6 (1.6%)
1:1,280 1(1.1%) 0 0 1(1.9%) 0 2 (5%) 4(1.1%)
=1:2,560 0 1(1.19%) 3 (4.5%) 0 0 0 4(1.1%)
Total 91 87 66 54 37 40 375

*Others: cerebral ischemic attack, encephalitis, myelitis, epilepsy, and stroke.

Abbreviations: AlT, autoimmune target; MND, motor neuron disease; ALS, amyotrophic lateral sclerosis; PD, Parkinson's disease; EC, encephalopathy; PN, polyneuropathy.

Table 3. Distribution of immunofluorescence patterns as seen in the AlT test for neurologic diseases

Patterns MND ALS PD EC PN Others* Total
Speckled 23 21 19 12 6 8 89
MTOC-MT 9 13 4 7 6 4 43
IF 6 16 6 6 4 2 40
Cytoplasmic 2 1 1 0 1 2 7
Speckled + MTOC-MT " 4 6 1 3 8 33
Speckled + IF 8 7 9 2 1 1 28
Speckled + Others* 3 3 5 0 1 3 15
MTOC-MT + Others* 2 1 2 0 1 0 6
IF + Others* 1 2 0 1 2 0 6
Others' 9 5 4 3 2 2 25

*others: cerebral ischemic attack, encephalitis, myelitis, epilepsy, and stroke; *others: diffuse granular, homogeneous, nucleolar with fine speckled, discrete granular, discrete
speckled, nuclear dots, Golgi, GiM, centriole, cytoplasmic discrete granular, mitochondria, nucleolar with fine speckled + cytoplasmic, discrete granular + cytoplasmic..
Abbreviations: AlT, autoimmune target; MND, motor neuron disease; ALS, amyotrophic lateral sclerosis; PD, Parkinson's disease; EC, encephalopathy; PN, polyneuropathy;

MTOC-MT, microtubule organizing center-microtubule; IF, intermediate filament.
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