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Abstract

Background: Crescentic glomerulonephritis results from pradiférg cells in Bowman's capsule and formation of
crescents. It is classified in three major grodpgi-Glomerular basement membrane (anti GBM) atjbmediated,
Immune-complex mediated, and antineutrophil cy&pia antibody (ANCA)-associated glomerulonephritis.

Methods: This is a cross-sectional study of 87 biopsy-proeases of crescentic glomerulonephritis during
2011-2015 in a single center. They were classifitd six groups: Lupus nephritis, Immunoglobulin(i§A)
nephropathy, ANCA-associated glomerulonephritisitaming of cCANCA and pANCA vasculitis), Goodpagtur
syndrome, Cryoglobulinemia, and Poststreptocodcahgrulonephritis (PSGN).

Findings: Of 87 renal biopsy, 62% were males. The mean agelipatients groups was 36 + 17 years.
Frequency distribution of the groups in our studgrevas follow: IgA nephropathy (41.3%), Lupus néghr
(36.7%), ANCA-associated glomerulonephritis (16%podpasture syndrome (2.2%), Cryoglobulinemia
(2.2%), and PSGN (1.1%). Mean and median of sem@atioine and proteinuria were 2 + 1 mg/dl (Med&@an
1mg/dl) and 1930 + 830 mg/day (Median = 2000mg/day) this study, we found a significant positive
correlation between the number of crescents andRge 0.001), additionally we found a positive asation
between the proportion of crescents and serumicieat(P = 0.007), however, there were no significa
correlation between the proportion of crescentsmntkinuria (P > 0.050).

Conclusion: This study reveals the importance of relationdigitween the proportion of crescents and serum
creatinine .Therefore the proportion of crescents imfluence the prognosis of the disease. Thigareh
approved most prevalence reason for crescenticegldomephritis was IgA nephropathy. This study stidkne
role of renal biopsy in early diagnosis of crestegtomerulonephritis while this study showed thesifive
correlation between crescents and serum creatinine.
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