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1. Slides with specific substrate 4. Incubation with anti-lgs marked with FITC

Negative
control

2. Incubation with test and control serums 5. Washing

(=2 GO CAAD S CAACS

3. Washing

6. Visualization using fluorescence microscopy
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Fixatives:
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[IF using HEp-2
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v v v
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Induced by With/without
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Follow-up at 1-
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AntlI-DNA
Anti-Histone




Organ-specific diseases

Infections

Hashimoto’s thyroiditis ...........ccccccevvnnnn.. 46%
Graves-Basedow disease................... 50%
Autoimmune primary cholangitis................. 30%
Autoimmune hepatitis...........cccooeeeeeennnns 63%-91%
Primary biliary cirrhosis.........ccccccoeveiieeennns 10%-40%
Primary pulmonary artery hypertension....... 40%
Idiopathic pulmonary fibrosis........................ 10%
Multiple sclerosis.........ccccceevvvvvvviciineenen, 5%-10%

Idiopathic thrombocytopenic purpura......20%-30%

Viruses: HIV, HCV, EBV, CMV, PV B19,
Chronic bacterial infections
Mycobacterial infections

Drugs

Neoplasms

Hydralazine, Procainamide, Immunomodulators,
Antithyroids, Isoniazid, Beta-blockers, Minocycline,
Penicillamine

Hematologic diseases
Solid tumors (adenocarcinomas)
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Identifies 95% of SLE, SS, S}S, and controls
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Solomon DH et al.
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Kumar, et al. Diagnostic Pathology 2009, 4: 1-10.
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