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INTRODUCTION

Helicobacter pylori is a gram-negative micreoaerophilic
bacillus which was isolated from antral mucosa. Colonization
of gastric mucosa by HE.P. 1is asscciated with antral
gastritis, peptic ulcer disease and non ulcer dyspepsia. But
the rele of H.P. in the pathogenesis of peptic ulcer disease

remains unclear.

Uremic patients whether on maintenance dialysis or not
are prone to devalop GIT complications. The gastric mucosa
of patients with CRF by its high urea concentration was
postulated to he an attractive nich for H.P. coleonization,
and this was supposed to be partially responsible for the

GIT symptoms in these patients.
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ATM OF THE WORK

This study aims to determine the prevalence of
endoscopic and histopathological gastroducodenitis and its
relation tg the presence of H.P. organism in patients with
chronic renal failure whether under regular dialysis or not,

and compare these results to the prevalence of H.P. in

patients with non uleer dyspepsia and normal Kkidney

function. "
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CHRONIC RENAL FAILURE

Systemic Consequences of CRF

Natural histery
* gtaging

CRF is a ceontinuous process that begins when some
nephrons are lost and ends when the remaining nephron
population can no longer sustain life. Clinicians generally
recognize three or four stages of CRF that merge intc one
ancther. The‘first stage may be called renal insufficiency.
GFR is reduced and azotemia is present, as well as nocturia
& mild anaemia. Some authorities divide this stage into two,
labelling the early period, when GFR is 50% or more of
normal as the phase of diminished renal reserve. The
rationale for this distinction is that the modest serum
creatinine elevation may escape recognition. We believe it
is better to realize that if creatinine concentration is 1.5
mg/dl, whereas normal 1s 1 mg/dl GRF has been reduced to

1/1.5 or 67% of normal {(Maher, 1975).

The second stage is that of renal failure, where the
kidneys no lenger regulate the volume and the composition of
extracellular fluid adeguately, and hypocalcaemia, hyper-
phosphatemia and acidemia appear. Hyperkalemia can occcur,

although it is usually prevented by extra-renal adaptation,



