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[ Abstract] Objectives. This is a case controls study used to determine the frequency of Interleukin-6 (-174
G/C) and hepcidin HAMP (-582A/G) gene polymorphisms among Sudanese patients with anemia of chronic kidney
disease treated with erythropoietin by using the Polymerase Chain Reaction-Restriction Fragment Length
Polymorphism (PCR/RFLP). Results. Significantly decreased levels in RBCS profile: RBCs count, Hb and PCVin
patients with CKD and RBCS profile were observed. The polymorphisms (SNP) of the IL-6 gene and hepcidin
(HAMP) gene promoter in Sudanese patients with ACKD were showed. the I1L-6 (-174G/C) (SNP) was present in
the hepcidin HAMP (-582A/G) (SNP) AA genotype 70 (35%), AG 23 (11.5) and GG 7 (3.5%) in 100 patients
dialysis dependent and AA 166 (41.5%), AG 34 (8.5%) and GG 0 (0%) in 200 control subjects, and the allele A are
more frequent in patients affected by ACKD.
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bp A1 111 bp LA K 50 bp. F B (] 1D . X T HAMP
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B ER 3k

50 bp DNA Ladder (501000 bp). Lane 1: GC heterozygote alleles
(bands at 54 bp, 111 bp,122 bp and 233 bp). Lane 2, 3, 4, 5, 6, 8: GG
homozygote alleles (bands at 54 bp and 233 bp). Lane 7: CC
homozygote alleles (bands at 54 bp, 111 bp and 122 bp).
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100 bp DNA Ladder (100— 1000 bp). Lane 1, 2, 3, 4, 6, 7: GG
homozygote alleles (bands at 90 bp and190 bp). Lane 8, 9, 10, 11: AG
heterozygote alleles (bands at 90 bp, 190 bp, and 200 bp). Lane 5: AA

homozygote alleles (band at 200 bp).
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cell/l

HB g/dl 10.62+2.4 12.5241.57  0.000°
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Participants
Genotype Total P value
Case Control
GG 78(52%)  164(53.3%)  (73.3%)
GC 18(12% 32(10.6% 22.6%
(12%)  32006%)  @26%)
CcC 4(2.6%) 4 (1.3%) (4%)
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{ii IL-6 F1 HAMP FE PR A1) 40 A f2 15 52 1, 55 1A

-7 -

TR, B MR ERES (RN P
4 0.747 F1P0.238) (£ 3) .
%3 W5t HAMP (-582A/ G) EFE SR E FERSHZ

Participants
Genotype Total P value
Case Control
AA 70(46.6%) 166(58.7%)  (68.6%)
AG 23(15.3%) 34(11.3%)  (26.6%) 6N
GG 7(4.6%) 0 (0%) (4.6%)
Total 100(66.7%) 200(69.3%) 300(100%)
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