Letters

over, these antibodies recognized B2-
glycoprotein 1 or B2-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 (1).

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 1 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

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
HbA, . <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 HbA, levels and postprandial hy-
perglycemia. However, patients had an
average HbA, <9%, and after 16 weeks

of treatment, HbA _ 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 HbA, and in to-
tal daily insulin dose. It must be consid-
ered that the main HbA,_ at entry to the
study was <7%. Gomez Pérez et al. (4)
reported in 1992 significant reductions in
fasting and postprandial glycemia but not
significant differences in HbA,_ 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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Reply to Selby et al.

n the April issue of Diabetes Care, the

article, “Risk factors for lower extrem-

ity amputation in persons with diabe-
tes,” by Selby et al., discusses risk factors
that are evaluated in the database, includ-
ing smoking status, serum cholesterol and
creatinine, blood pressure, height, weight,
obesity, and other complications such as
neuropathy, stroke, retinopathy, protein-
uria, and myocardial infarction. Periph-
eral vascular disease and its relation to
smoking is mentioned in the discussion.
However, no data were presented for ev-
idence of peripheral vascular disease. 1
found no reference to symptoms (claudi-
cation), signs (decreased pulses), and/or
noninvasive testing (Doppler pressures
and wave forms, and Tc Po, values) in this
article.

Numerous articles, old and new,
have discussed the importance of the as-
sessment of the peripheral vascular status
to foot salvage. The references listed be-
low are only a small sample from a vast
amount of literature on this important
subject. There are diabetic patients in
whom detection of surgically treatable pe-
ripheral vascular disease might lead to
foot salvage or permit more distal surgical
amputations.

Letters

Vascular evaluation is an essential
component of assessment of diabetic low-
er-extremity disease. Clinicians should be
aware of the relevance of peripheral vas-
cular disease to lower-extremity amputa-
tions.

ALICE N. BESSMAN, MD

From the Rancho Los Amigos Medical Center,
Downey; and the University of Southern California,
School of Medicine, Los Angeles, California.

Address correspondence to Alice N. Bessman,
MD, Rancho Los Amigos Medical Center, 7601 E.
Imperial Highway, Room 256 H.B., Downey, CA
90242.

References

1. Bessman AN, Kasim S: Diabetic foot infec-
tions in the elderly. Geriatrics 40:54-63,
1985

2. Levin ME, Sicard GA: Evaluating and treat-
ing diabetic peripheral vascular disease,
part L. Clin Diabetes 5:62-70, 1987

3. Rosenblum BI, Pomposelli FB, Giurini JM,
Gibbons GW, Freeman DV, Chirzan ]S,
Campbell DR, Habershaw GM, Logerfo
FW: Maximizing foot salvage by a com-
bined approach to foot ischemia and neu-
ropathic ulceration in patients with diabe-
tes. Diabetes Care 17:983-987, 1994

DiaBeTEs CARE, VOLUME 19, NUMBER 1, JANUARY 1996

95

202 Iudy €0 uo 1sanb Aq Jpd'y6-L-61/008% 71/ 76/1/6 | 4Pd-B]011IE/IED/UIOD IBYIISA|IS BPE//:d)Y WO PBPEOIUMOQ



