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The purpose of the present study was to evauate the
effect of acute renal failure on gastric acid secretion, and to
measure plasma gastrin level in rats with acute uremic
syndrome induced by bilatera nephrectomy or by bilateral
ligation of the ureters. Combined results of these two
procedures throw some light on the role played by renal mass
in acute uremia. Also, the relationship of gastrin level with
acid secretion data was investigated.
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The stomach’s main secretory function is the production
of hydrochloric acid. Acid facilitates the digestion of protein
as well as the absorption of iron, calcium, vitamin B12, and
certain medications such as thyroxin (O'Connéll et al., 2005;
Hutchinson et al., 2007; Checchi et al., 2008; Den Elzen et
al., 2008 and Lahner et al., 2009). Gastric acid aso prevents
bacterial overgrowth and enteric infection (Zhu et al., 2006;
Leonard et al., 2007; Howell et al., 2010 and Lombardo et
al., 2010).

Since too much acid can overcome the mucosal defense
mechanisms and cause ulceration (Dimaline and Varro, 2007
and Nayeb-Hashemi and Kaunitz, 2009) and too little acid
causes bacteria overgrowth (Williams and McColl, 2006),
gastric acid secretion must be tightly regulated (Shulkes et al.,
2006).

Gastrointestinal  complications are  known to
commonly occur in patients with rena failure. A lot of
studies tried to define the association between renal failure and
gastrointestinal complications, however, the results were
conflicting (Etemad, 1998).
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The role of gastric acid secretion in the development of
gastroduodenal diseases in chronic rena failure (CRF) has
been examined (Ventkateswaren et al., 1972; Reisman et al.,
1976 and Gold et al., 1980). However, there has been
controversy on gastric acidity in CRF. Studies reported
increased (Ventkateswaren et al., 1972), normal (Reisman et
al., 1976 and Gold et al., 1980), or decreased (Muto et al.,
1985) acid secretion in CRF.

A number of clinical studies have demonstrated fasting
hypergastrinemia in azotaemia (Shapira et al., 1978; Gold et
al., 1980; Taylor et al., 1980 and Muto et al., 1985) although
other researchers have argued against this finding (Dent et al.,
1972 and Reisman et al., 1976). It remains undetermined
whether hypergastrinemia contributes to accelerated gastric
acid secretion or is a consequence of decreased acidity via a
feedback mechanism in CRF.

Besides the reported controversy regarding gastric acid
secretion associated with chronic uremia, the clinical
importance and the biological relevance of altered gastric
acidity and gastrin leve in acute renal failure are uncertain
because of lack of information. Therefore, the present study

was designed to investigate the possible changes in gastric acid
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secretory parameters in acute rena falure rat model,

highlighting the role of gastrin hormone in this respect.



