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ALT
ANA
ANCA
a-ANCA
ANF
AST
c-ANCA
CAP5S7
CIC
CRP
CSS
DBP
FGS
FSGS
GBM
GN

GS-ANA

HBsAg
HLE
IBD .
IgAN
HF
IVIg
Lo
MGN
MPA
MPGN

ABBRE VIATIONS

Alanine amino transferase
Anti-nuclear antibodies
Antineutrophil cytoptasmic amtibodies
atypical antineutrophil cytoplasmic antibodies
Atrial natriuretic factor
Aspartate amino transferase
Cytoplamic antineutrophil cytoplasmic antibody

Cationic antimicrobial protein 57

;. Circulating immune complex

C- reactive protein

' Churg;Strauss__ syndrome

Diastolic blood:.pressure

Focal global sclerosis

Focal segmental glomerulosclerosis
Glomerular basement membrane
Glomerulonephritis

Granulocyte - specifit antinuclear éntibody
Hepatitis B surface antigen |
Human leucocyte elastase

Inflammatory bowel diseas

Immunoglobulin A nephropathy

Indirect Immunofilnorescence

Intravenous immunoglobulin’

Lactate dehydeogenase

"~ Membranous glomerulonephritis

Microscopic polyart;aritis

Membrano-proliferative glomerhlonephritis
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: ._f\/IPO . Myeloperoxidase
ENSZGN o Meciotizing crescentic glomerulonephritis
PAN ' Polyarteritis nodosa
}P-ANCA Perinuclear antineutrophil cytoplasmic antibody
PBS Phosphate - buffered saline
Ia?};? : . Plasma exchange
lF;RS | Proteinase 3
P‘SGN -' * Post streptococcal glomerulonephritis :
PTU Propylthiouracil L
. RA _ " Rheumatoid arthritis
R!:PGN Rap.id progressive glomerulonephritis
RLt\ . Radio - immuno assay |
SBE Subacute bacterial endocarditis
SI.:;E o Systemic lupus erythematosus
T!S Trimethoprim / Sulfamethoxazole
W.-’EC _ . Wegener’s granulomatosus.
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Introduction and aim of the work.

Introduction :

Anti-neutrophil cytoplasmic antibodies (ANCA) are heterogeneous group
of autoantibodies with a wide and diverse range of clinical associations. In
vasculitis  the diagnostic utility of proteinase 3 (PR3)-ANCA and
myeloperoxidase-ANCA for Wegener’s granulomatosis and microscopic
polyangiitis, respectively, is now well established. Because of their significance
as tools for diagnosis and prognosis, these autoantibodies have been analyzed
extensively as markers for underlying immunopathologenic disturbances (Gross
and Csernok, 1995).

Renal vasculitis frequently presents itself as rapidly progressive
glomerulonephritis. (GN), but its diagnosis-may be hampered by the difficulty in
demonstrating classic vasculitic Jesions in renal biopsy specimens.

Early diagnosis of remal vasculitis has been greatly enhanced by the
advent of antineutrophil cytoplasinic autoantibodies (ANCA):(Wen,1994).
ANCA are not only the markers for vasculitis but may also play a role in the
pathogenesis by activating the neutrophils to attack target blood vessels (Wen,
1994}, ANCA-associated vasculitis responds well to steroid and / or
cyclophosphamide therapy. Renal failure in these patients is frequently
reversible if treated early. Long term patient.and kidney survival rate are good
with proper treatment and far better than of the other causes of rapidly
progressive glomerulonephritis (Wen, 1994).

De Oliviera et al, 1995, had demonstrated that changes in ANCA
concentration- may reflect changes in disease activity as patients whom ANCA
were detectable one year or more after treatment, were at particudar risk of
ctinical relapse. Also the temporal relationship between changes in ANCA
concentration and clinical relapse varied considerably between patients.

Aim of Work :

This work aimd at examining the prevalence and clinical association of
ANCA in patients with giomerulonephritis to detect the risk of relapse and to
determine the need for frequent clinical review besides the possible use of
ANCA as a marker for continning maintenance immunosuppression therapy.
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