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S 09,5 Autoantibody/Antigens ol yold (695!
sk aiud 10 39290 k55 (5T
Polynucleotides Double-Stranded DNA | Homogenous
Single-Stranded DNA Homogenous
RNA Partly Nucleolar
Histones H1, H2A, H2B, H3, H4, | Homogenous
H2A-H2B complex
Ribonucleoproteins of the | Ul-nRNP Coarse-granular, Nucleoli Negative
Nucleoplasm (EN A) Sm (Smi th) Coarse-granular, Nucleoli Negative
Granular
5S-A (Ro) Granular
SS-B (La)

Antigens of the Nucleolus

U3-nRNP/Fibrillarin
RNA-Polymerase 1
PM-Scl (PM-1)
7-2-RNP (To)
4-6-S-RNA
Nucleolus Organiser

Nucleoli granular
Nucleoli granular
Nucleoli homogenous
Nucleoli homogenous
Nucleoli homogenous
Nucleoli 1-2dots

Centromeres Kinetochore proteins Typical granular
Other Proteins Scl_70 Almost homogenous,nucleoli enhanced
Cyclin (PCNA) Granular, 50% 10times brighter
Nuclear Granula Nuclear dots
K“ Reticular
Mf'l Fine granular
Mi-2 Fine granular
Lamins Nuclear membrane
e gl polais | é Sleds (]
Cell organells Mitocondria Granular, compact
Ribosomes Fine granular, compact
Golgi apparatus Paranuclear, latticed granular
Lysosomes Fine to coarse droplet-like
Cytosckeletal Actin Fiber bundle
Vimentin Fine fiber construction
Cytokeratin Filaments
Other Proteins Jo-1 Granular, compact
PL-7 Fine granular, almost homogenous
PL-12

Fine granular, almost homogenous

soie (31598 Pl slds (T

Mitosis Structure

Centriols

Spindle fibers
Separation zone
Chromosome-associated
antigens (MSA-3)

1-2 dots: directed towards
poles

Fibers on centriole
Florescence in median level
Perichromosomal
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Autoantibody

Disease (frequency of autoantibody)

Comments

RF

ANA

Anti-dsDNA

Anti-ssDNA

Anti-histone

Anti-Sm

Anti-U1 snRNP

Anti-Ro (anti-SS-A)

Anti-La (anti-SS-B)

Anti-ribosome

Anti-centromere or
CENP-B
Anti-topoisomerase
| (anti-Scl-70)
Anti-Jo1

c-ANCA (PR-3)

p-ANCA (MPO)

Rheumatoid arthritis (80%), other
connective tissue diseases

Systemic lupus erythematosus (99%),
drug-induced lupus (100%), other
connective tissue diseases

Systemic lupus erythematosus (60-
%)

Infrequent

Drug-induced lupus (90%), systemic
lupus erythematosus (50%)

Systemic lupus erythematosus (20 to
40%)

Systemic lupus erythematosus (30 to
40%), mixed connective tissue disease
(95-100%)

RA & Overlap Syndrome (3%)

Sjogren's syndrome (40-95%), systemic

lupus erythematosus (20-60%),
Neonatal Lupus Syndrome (100%)

Sjogren's syndrome (40-95%), systemic

lupus erythematosus (10 to 20%)

Systemic lupus erythematosus (10 to
20%)

Scleroderma (22 to 36%)
Limited Form of PSS (80-95%)
Scleroderma (25 to 75%)

Polymyositis and dermatomyositis
(30%)
Wegener's granulomatosis (>90%)

Wegener's granulomatosis (10%),
microscopic polyangiitis, glomerulonephritis

\#

Sensitive but not specific for rheumatoid
arthritis; correlates with prognosis of
disease severity (not disease activity)
Sensitive but not specific for connective
tissue diseases; correlates poorly with
disease activity

Specific but not sensitive for systemic
lupus erythematosus; correlates with lupus
nephritis and disease activity

Nonspecific and of little clinical utility
Sensitive but not specific for drug-induced
lupus

Specific but not sensitive for systemic
lupus erythematosus

Associated with disease activity in
systemic lupus erythematosus

Associated with photosensitive skin rash,
pulmonary disease and lymphopenia in
systemic lupus erythematosus

Associated with late-onset systemic lupus

erythematosus, secondary Sjogren's

syndrome and neonatal lupus syndrome
Highly specific but not sensitive for
systemic lupus erythematosus; associated
with lupus psychosis

Associated with CREST syndrome and
Raynaud's phenomenon

Highly specific but not sensitive for
scleroderma

Associated with pulmonary fibrosis and
Raynaud's phenomenon

Highly specific and sensitive for Wegener's
granulomatosis; correlates with disease
activity

Sensitivity and specificity quite low in
Wegener's granulomatosis
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Autoimmune Diseases Tests

*Hepatic profile

*  Rheumatology

¢ RHERD *Anti-AMA-M2

+  Anti-dsDNA IgG OAntE—LKM—l -Th!‘ro]d profile
e ANti-ANA-SS e Anti-LC-1 *Anti-a-Tg

- Anti-ENA-6S - S *Anti-a-TPO

. Anti-SS-A 'Antf-Cardfol!p!n lgG *Thyroglobulin

. ANtISS-B OAntE—Cardloilpm leM *Celiac profile

. Anti-snBNP-c lAntf—R2 Glyco 1gG *Anti-tTg IgA

. ARtU170 s Anti-B2 Glyco IgM *Anti-tTg IgG

S ARELSH: 'AN(.:A GBM *Anti-Gliadin IgA
o ppace 'AntE—MPD N *Anti-Gliadin 1gG
. Anti-scl 70 ¢ Anti-PR3 Sensitive *Diabetes

. AntiCenpB s Anti-GBM *Anti-Insulin

eCrohn Disease
s Anti-ASCA IgA
s Anti-ASCA IgG
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*  Anti-RA / CP detect
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