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INTRODUCTION 

Diabetic neuropathy is now regarded as the most common cause 
of neuropathy in the Western World. (Green et al,l990) 
Diabetic neuropathy contributes to many cases of limb amputation 
and erectile impotence in diabetic patients, and as such remains 
unsolved medical problem of enormous proportions. 
Diabetic neuropathy is actually composed of several distinct 
syndromes with different anatomical distribution • clinical course 
and possibly underlying pathogenetic mechanisms (Green et al • 
1990). 

The overall prevalence of diabetic neuropathy is uncertain but 
appears to parallel the duration and severity of hyperglycaemia in 
both insulin dependent diabetes {IDD) and non insulin dependent 
diabetes (NIDD) . It's rarely found before the fifth year of diabetes 
except in NIDD where preexisting asymptomatic hyperglycaemia is 
difficult to exclude and it ultimately affects up to 500/o of patients 
with long-duration diabetes mellitus (Sima et al,l990). 
Diabetic neuropathy complicates the secondary forms of diabetes 
such as those resulting from pancreatectomy , non alcoholic 
pancreatitis and hemachromatosis (Thomas et al ,1987); A finding 
that supports a common pathogenetic mechanisms for diabetic 
neuropathy involving hyperglycaemia and I or insulin deficiency . 

A close link between severity and I or duration of hyperglycaemia 
with the development of diabetic neuropathy would support 
intensified diabetic control as potential preventive measure and 
implicate glucose or insulin related metabolic factors as important 
pathogenic elements in the disease process . 

Gastric neuropathy secondary to diabetes was first described by 
Rundles in 1945. and became widely recognized after 1958 when 
Kassander dubbed the condition "Gastroparesis Diabeticorum" 
(Kassander, 1958) . 
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Patients with gastric motility problems usually have an associated 
peripheral neuropathy or combined peripheral and autonomic 
neuropathies (Olouberman, 1977); However, gastroparesis may 
be the only manifestation of their neuropathy. 

Before making the clinical diagnosis of gastroparesis diabeticorum 
mechanical gastric outlet obstruction or presence of gastric bezoar 
should be excluded (Green et al ,1990). 
It's the emptying of indigestible solids that seems to demonstrate 
the most profound abnonnalities in gastric emptying (Feldman et al 
1984) ; Thus troublesome post-prandial hypoglycaemia and then 
hyperglycaemia are more likely to occur with solid foods in cases 
of diabetic gastroparesis (Green et al , 1990) 
This occurs because of abnormalities ofthe interdigestive migratory 
motor complex , a finding similar to that found after surgical 
vagotomy (Malagelada et al, 1980). 
Pharmacological and histological evidence for vagal denervation 
has been demonstrated in patients with diabetic gastroparesis 
(Feldman et al , 1983) ; Although other contributory factors as 
hyperglycaemia and hormonal changes have been suggested . 
(Malagelada et al , 1986) 

Ultrasound has been used to measure gastric volume providing 
non- invasive determination of gastric emptying time . 

The medical management of patients with gastric hypomotility 
usually includes the administration of prokinetic agents ; Although 
antiemetic phenothiazines or bethanechol may provide some relief; 
The latter don't accelerate gastric emptying in the vast majority of 
patients and often produce unacceptable side effects (Sleisenger, 
1989) 

AIM OF TilE WORK 
The aim of this work is to study the effect of diabetic control 

and the prokinetic drugs on the gastric motility in diabetic patients . 
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I DIABETIC NEUROPATHY 
I 
I ! PATHOGENESIS 

(A) Biochemical , pathobiology 
and pathophysiology of diabetic 

neuropathy 
(Metabolic hypothesis) 

Neuropathy and other long tenn complications of diabetes are 
now generally thought to result :from the interaction of multiple : 
metabolic, genetic and environmental factors (Green et al, 1990). 

The observations that poorer metabolic control is a risk factor 
for the development of neuropathy and that more vigorous 
metabolic treatment improves nerve function in diabetic subjects 
and that hyperglycaemia and its metabolic consequences have been 
linked to abnormal nerve function and biochemistry in laboratory 
animals, have lead to search for possible biochemical mechanisms 
by which insulin decrease and I or hyperglycaemia might adversely 
affect peripheral nerve (Green et al, 1990). 

At present there are four distinct but not usually exclusive and 
possibly interrelated metabolic hypothesis for the pathogenesis of 
diabetic neuropathy which include : 

(a) Sorbitol-myoinositol Na+-K +-A TPase 
hypothesis 

(b) Hypoxia-ischaemic hypothesis 
(c) Non enzymatic glycation hypothesis 
(d) Insulin I neuronotrophism I axonal transport 

hypothesis . 
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