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match insulin doses with requirements.
This is not possible with subcutaneous in-
sulin, and before-meal, bedtime, and
middle-of-the-night blood glucose mea-
surements should be sufficient for most
patients who are eating. When certain
patterns develop, such as supplements
being required frequently or hypoglyce-
mia occurring at the same time several
days in a row, an adjustment in the usual
dose is indicated. However, we would not
recommend changing intermediate or
long-lasting insulin based on a single
blood glucose measurement outside of
the target range.

We strongly agree with the com-
ments regarding sliding-scale algorithms,
and we now have two enthusiastic con-
demnations of this practice in a peer-
review journal.
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Diabetes in the
Egyptian Deserts
A very low prevalence

E pidemiological studies in different
countries have frequently identified
differences in prevalence rates of di-

abetes in rural compared with urban ar-
eas. These differences are sometimes
small and sometimes big.

In Egypt during a recent series of
diabetes epidemiology and socioeco-
nomic studies (1-3), an interesting ob-
servation revealed great differences in
prevalences of diabetes in different geo-
graphical areas that still belong to the
rural sector. Thus, we had to distinguish
rural agricultural from rural desert com-

munities. The striking point was an ex-
tremely low prevalence of diabetes in the
rural desert areas compared with the rural
agricultural areas and much more so
when compared with the urban areas.

In deserts east and west of the Nile
Valley, a great proportion of the popula-
tion is Bedouin nomads or semi-nomads.
Although peripheral desert inhabitants
constitute only 1.2% of the total popula-
tion of Egypt, they live quite dispersed
throughout 96% of the total area of the
country (4). The low prevalence of diabe-
tes in these rural desert areas (1.8% of the
population >30 years of age) is in con-
trast with a distinctively higher preva-
lence in the rural agricultural areas along
the Nile Valley and its delta (6.5%), and
there is a much higher prevalence in the
urban areas of the country (11.8%).

Further analysis of the prevalence
rates showed that diabetes is even less
prevalent in the Western Desert (1.59%)
than the Eastern Desert, including Sinai
(1.98%).

Certain protective elements against
the development of diabetes must therefore
prevail among inhabitants of the Egyptian
deserts. These could be related to envi-
ronmental factors, genetic factors, or
both. The very special lifestyle of the Be-
douins, which involves more active exer-
cise, lower total caloric food consump-
tion, less obesity, less stress, lower
consumption of drugs, and possibly sev-
eral other environmental conditions, may
be the protective agent or agents, like the
general trend in rural communities.

It is tempting, however, to look
for a genetic factor underlying this low
prevalence of diabetes in the desert areas.
Variation in the prevalence rates among
different ethnic groups in one country and
the effect of ethnic admixtures on such
rates have been frequently used as indi-
rect evidence of genetic background.

In Egypt, ethnic admixtures re-
sulting from populations migrating into
the country are quite interesting (5,6).
The majority of the Egyptians inhabiting
the narrow Nile Valley constitute a ho-
mogenous group that has been influenced
little by ethnic admixtures from invaders
(Greeks, Romans, Persians, Crusades,
and Turks), especially in the north.

Ethnic admixtures in the Eastern
Desert were influenced by migration of
Arab tribes from Arabia in the north and
by other tribes (Ababda and Bisharia)
from Sudan in the south. In the Western

Desert, ethnic admixture came from Arab
tribes migrating into the northern part
and from Berbers coming from the west-
ern into the southern part.

It may be possible in the future, by
doing further studies, to reveal differences
in genetic indicators that correlate with
these ethnic differences. We may then be
able to define how much the protective
element against diabetes among the Egyp-
tian desert inhabitants is genetic; other-
wise, it is all environmental.
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Antiphospholipid
Syndrome in a
Patient With Type I
Diabetes Presenting
as Retinal Artery
Occlusion

Antiphospholipid syndrome (APS)
refers to a positive test for lupus an-
ticoagulant or anticardiolipin anti-

bodies (aCL) associated with clinical
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Figure 1—Fluoresceinic angiography showing occlusion oj a branch oj the right retinal artery.

manifestations of thrombotic events. It
can be secondary to systemic lupus ery-
thematosus or other connective tissue dis-
eases, or it can be primary. The presence
of transient antiphospholipid antibodies
without evidence of thrombosis has been
described in other entities, mainly infec-
tious diseases (1). An increased frequency
of aCL has been demonstrated in a heter-
ogenous group of diabetic patients (2)
and also in a small group of type I diabetic
children and adolescents (3). We present
a patient with type I diabetes who devel-
oped an APS, an association that has not
been previously described.

A 41-year-old man was admitted
with a 1-month history of visual scotoma
and a 3-year history of sudden partial vi-
sual losses of an average of 5-10 min oc-
curring 3-6 times per year. In the above
event, the visual loss was permanent for 1
month. He had amblyopia in his left eye
since childhood. By the age of 24, he had
developed type I diabetes, and the gluca-
gon test showed nondetectable C-
peptide. From 6 months before admis-
sion, the patient was known to have slight
background retinopathy, hypertension,
and microalbuminuria. At admission, his
blood pressure was 140/90 mmHg, and
fundoscopy disclosed a few microaneu-
rysms and exudates. Fluorescein angiog-
raphy showed occlusion of one branch of
the central right retinal artery (Fig. 1).

Fasting blood glucose was 12
mmol/1; HbAlc, 9.8% (normal value
<6%); cholesterol, 5.3 mmol/1; serum

creatinine, 88 /mmol/1; and urinary albu-
min excretion, 91 /u,g/min. Platelet count
was 100 X 109 per liter, prothrombin
time was 100%, activated partial throm-
boplastin time was 43 s/29 s, fibrinogen
level was 2.01 g/1, and aCL (determined
by enzyme-linked immunosorbent assay)
IgG was 251 GPL (normal <13) and IgM
was 237 MPL (normal <12). Lupus anti-
coagulant was detected by coagulation
assays. Antinuclear, anti-DNA double-
stranded, antiextractable nuclear anti-
gens, anti-Ro, anti-La, antithyroidal, and
antiparietal cell antibodies were all nega-
tive. Antiadrenal antibodies were weakly
positive. Islet cell antibodies (ICAs) were
positive with a titer of 160 Juvenile Dia-
betes Foundation units. Circulating im-
mune complexes (6 jag/ml, normal <1.5)
and hypocomplementemia (CH 50 181
UU, normal 400-600; C4 was undetect-
able and C3 was 53 mg/100 ml, normal
55-125) were present.

The supra-aortic ultrasound and
Doppler showed no atheromatous
plaques in carotid arteries. Vertebral ar-
teries were permeable. Transesophageal
echocardiography disclosed a patent fora-
men ovale. Right to left shunting was
demonstrated by visualization of micro-
bubbles passing through the atrial septum
after bolus injection of agitated normal sa-
line through an antecubital vein.

The patient was treated with
acetilsalicilic acid, inhibitors of the con-
verting enzyme of angiotensin and inten-
sified insulin therapy. Five months later,

he presented another episode of visual
loss, and occlusion in another branch of
the right retinal artery was demonstrated.
Blood pressure was 125/70 mmHg;
HbAlc, 5.9%; urinary albumin excretion,
2 /xg/min; and aCL remained high (IgG,
572 GPL and IgM, 132 MPL). At this time,
therapy with acetilsalicilic acid was
stopped and acenocoumarol was initi-
ated. Twelve months later, no more
thrombotic episodes were demonstrated.

In this patient, the diagnosis of
APS was based on the presence of lupus
anticoagulant and high titers of aCL coex-
isting with a thrombotic event. Thrombo-
cytopenia and hypocomplementemia,
usual findings in APS (1), were also de-
tected. The most common visual event of
APS is transitory or permanent visual loss
(4). It is caused by vascular occlusion in
the retina, choroid, optic nerve, or brain.

Diabetic patients are considered
to present a state of hypercoagulability.
In our case, fibrinogen levels were with-
in the normal range. The presence of
microalbuminuria and hypertension
were diagnosed only 6 months before
retinal occlusion happened, and amauro-
sis fugax episodes occurred 3 years ago
when blood pressure and albuminuria
were within normal values. There was
no atherosclerotic plaque on supra-aortic
ultrasound exploration. These facts sug-
gest that the antiphospholipid phenom-
ena played a major role in the thrombo-
sis. The source of emboli was not
known, but the patent foramen ovale
with right to left shunting raise the possi-
bility of paradoxical emboli of venous or-
igin.

Some facts could indicate an etio-
pathogenic association between APS and
type I diabetes in this patient. First, the
prevalence of aCL is increased in diabetes
and is associated with ICA positivity
(2,3). Second, the persistence of ICA in
long-standing type I diabetes is associated
with the presence of other autoimmune
diseases (5). This persistence may imply
the existence of a remaining /3-cell mass
and that insulitis has been demonstrated
in a case, suggesting the persistence of the
autoimmune process (6). Finally, insulitis
has been related with the appearance of
aCLin two experimental models of diabe-
tes. In AKR/J mice, insulitis and diabetes
were induced by streptozotocin adminis-
tration (7). In NOD mice, a model of
spontaneous autoimmune diabetes, a
high incidence of aCL was found. More-
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over, these antibodies recognized j32-
glycoprotein 1 or ]82-glycoprotein I-car-
diolipin complex (8). Patients with
antiphospholipid antibodies related to
autoimmune diseases show reactivity
against this protein, whereas patients with
transient antiphospholipid antibodies do
not(l) .

In conclusion, we have described
the association of type I diabetes and APS
in a patient who presented a retinal artery
occlusion. We consider that APS should
be taken into account in type I diabetic
patients with thrombotic events because
preventive therapy is readily available.
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Acarbose: In Search
for its Real
Indications in
Current Medical
Practice

C ontroversy exists regarding what
drug to use as the next therapeutic
step for patients with NIDDM when

diet alone does not achieve adequate gly-
cemic control or what drug to add for pa-
tients not controlled by a single drug or
insulin treatment. When two drugs are
similarly effective, the choice between them
is determined by adverse effects and costs.

Recently, several articles have ap-
peared regarding the benefits of acarbose
in clinical practice. Chiasson et al. (1)
compared acarbose against placebo in a
large group of patients with well-
controlled diabetes (mean glycosylated
HbAlc <8%) by diet alone, oral hypogly-
cemic agents, or insulin. The addition of
acarbose only modestly improved the
blood glucose control during 1 year of
therapy. This was associated with gastro-
intestinal side effects in a large number of
patients. The authors conclude that acar-
bose improved glycemic control in pa-
tients with NIDDM regardless of concur-
rent hypoglycemic medications. Coniff et
al. (2) studied the safety and efficacy of
three doses of acarbose compared with
placebo in NIDDM patients on dietary
therapy alone. Acarbose significantly re-
duced HbAlc levels and postprandial hy-
perglycemia. However, patients had an
average HbAlc <9%, and after 16 weeks

of treatment, HbAlc levels were similar in
both groups. In the July issue of Diabetes
Care, Coniff et al. (3) presented the re-
sults of using acarbose in conjunction
with diet and insulin therapy in insulin-
requiring type II diabetic patients. Treat-
ment with acarbose was associated with
significant reductions in HbAlc and in to-
tal daily insulin dose. It must be consid-
ered that the main HbAlc at entry to the
study was <7%. Gomez Perez et al. (4)
reported in 1992 significant reductions in
fasting and postprandial glycemia but not
significant differences in HbAlc in poorly
controlled NIDDM patients who had
acarbose added to sulfonylureas com-
pared with placebo.

From these studies, we may con-
clude that treatment with acarbose is a
safe and effective adjunct to dietary ther-
apy for the treatment of NIDDM and has a
low risk of serious side effects (particular-
ly hypoglycemia, weight gain, and/or hy-
perinsulinism) when compared with in-
sulin or sulfonylureas. Novel therapeutic
approaches that may improve metabolic
control and prognosis in diabetic patients
are always welcome. Acarbose, an inhibi-
tor of intestinal a-glucosidase, impairs
carbohydrate digestion and delays and
partially prevents absorption of carbohy-
drates. The main advantages of acarbose
are related to a diminished postprandial
increment in blood glycemia with dimin-
ished insulin requirements and overall
better glycemic control.

Many questions remain regarding
the clinical use of acarbose. Can it help
obese NIDDM patients in poor metabolic
control as a first-line drug? Is it worth-
while to add another drug to reduce post-
prandial glycemia and hyperinsulinism
when patients are in good metabolic con-
trol? Are the gastrointestinal effects severe
enough to produce low adherences dur-
ing long-term therapy? Can adding acar-
bose be useful in patients with secondary
failure to oral agents before starting them
on insulin? Hopefully, this last question will
be answered with a study that is currently
being carried out in our department.
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