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TABLE 1: Effectof acute and chronic administrations of placebo astemizole and terfenadine on blood glucose (g%).
(Data are X + SEM)
Placebo (n=10) Astemizole (n=10) Terfenadine (n=10)
Basal 88.20 £ 4.63 86.50 + 4.89 87.10 + 4.63
Acute administration 89.80 + 3.10 79.70 £ 5.05 79.00 +5.57*
Chronic administration 87.40 + 4.09 75.70 + 3.16 71.70 £ 7.45%*
n = number of patients in each group; *P < 0.05; **P < 0.02 vs basal value; * =P < 0.05 vs placebo at i‘espective intervals.

as compared to its basal reading (P < 0.05 and
P <.0.02 respectively) and also as compared to
placebo on acute and chronic dosings (P < 0.05
and P < 0.5 respectively). Similarly, the
astemizole also caused a drop in blood glucose
level as compared to its basal level and placebo
on acute and chronic administrations, though
the results were not statistcally significant. No
other adverse drug reaction occured during the
study.

From the present study, it is evident that
acute or chronic use of terfenadine and
astemizole may cause hypoglycemia. The three
groups were almost homogenous in disease state
and patient characteristics. No other drug was

administered to any patient. The exact
mechanism involved in the blood glucose
lowering effects of these drugs in still unclear.
However, antidiabetic, sulphonylurea produces
a decrease in blood glucose by blocking the
pancreas ATP potassium channel (7).
Terfenadine has also been reported to block an
outward (delayed) rectifier potassium channel
in the heart, leading to the production of
ventricular arrhythmias (4, 5). We hypothesize
that terfenadine-induced hypoglycemia could
be due to blockade of potassium channels in
the pancreas. Further investigations are
required to establish the exact mechanism of
hypoglycemia.
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