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comitantly with methyldops could be interpreted as indicating an
sdditional causal factor; however, the isolated rechalienges with
methyldopa implicate this drug as the sole causally related agent.
In addition, in Patient 3, the medication taken afier methyldops
was » diuretic, presumsably a thistide, which was not associsted
wuh symptoms of colitis.

The recent Journal article on s proposed mechanism of action in
melb/..iopa-tnduced autoimmune hemolytic anemia® ptmuded vl
to look for cases of avtoimmune hemolytic anemis in patients with
uleerative colitia. Indecd, aithough the combination is rare, »
number of cases have been reporied and were recently reviewed
with additional case presentations by Aliman et sl.* Thus, it is pos-
sible that the mechanism of methyldopa-induced colitis may be
similar to that propused for hemolytic anemia in the article by
Kirtland ¢t 8.
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PERICARDIAL MESOTHELIOMA AFTER EXPOSURE
TO ASBESTOS

T W Editor: In her anticle on malignant mesothelioma in the July
24 istue,’ Antman suates that “No pasocistion between pericardial
mesothelioma and asbestios exposure has been rcpomd.“ However,

lioma of the pericardium arising alter direct apylut ]
and Giberglass 10 the pericardium.? T he tumior was “diagnosed 15
years after the cpicardiai surface had been dusted with 300 mg of
asbeatos in an attempt 16 improve cardinc circulmtinn in o patient
with anginu pectoris Anmber tepny, which appesied aler
Animan's review, described a primary pericordial mesoll

that occurred in 8 60.vear-old man 30 years aficr he had been ex-
poud 10 asbestos n a shipvard i ounsng World WWar 113 In both
caes, amphibolic 83besios iotes were resdentificd in r tissues by means

of eiectron diflraction and energy-dispcrsive x-fay. analytic tech-

niques. Pericardisl mesothelioma may rarely vecur as i compliva-

tion dexp«urg to asbestos many years belore the patient’s clinical
presentation.
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GLYCOSYLATED HEMOGLOBIN WITH INSULINOMA

T e Editor: In their letter in the issue of December 11 Freed-
man et al. suggest that in the evaluation of fasting hypoglycemia,
determination of hemoglobin A, (HbA,) is a more practical proce-
dure than serisl glucose estimations duving s prolonged fast.! They
base their conclusion on the case of a patient with an insulinoma
whose low preoperative HbA, value returned 1o normal four weeks
alier resection of the tumor,

We have measured glycosylated hemoglobin preoperatively in 13
patients with aurgically confirmed insulinoma by means of & chro-
matographic technique using prepoured columns (Isolab, Akron,
Ohio). None of the paticnts was taking diazoxide. HbA, levels
sanged from 5.2 10 6.6 per cent {mean, $.940.5 per cent). None of
the 12 patients’ values were below the range seen in 30 nondiabetic
subjects (4.5 10 8.9 per cent; mean, 6.511.2).

The use of HbA, in the evalustion of hypogiycemia has not been
systematically addressed in the medical literature, although con-
flicting comments were made during discussion of » series of pre-
sentations on glycosylated hemoglobin! Gabbay stated that
hemoglobin A, levels were not below normial in a population with
hypoglycemia but did not give specific data, whercas Soeldner
noted that two patients with nmulmoml had hemoglobin A levels
below normal.

Although we have recentlty demonsirated that O . wr mean
plasna glucose levels were signilicantly lower than ral in 13
other patients with insulinoma under conditions simulating normal
activity (7843 va. 9724 mg per deciliter, $<0.01), the degree of
deviation from normal is much greater in patients with poorly con.
walled dhiabictes.t B bccomes readily appircan, theiefore, why 1A,
fevels muy be quite elevated in o patient with uncunirulled disbeies
and yet not be consistently below the normal range in 8 patient with
an insulinoma,

We conclude that glycosylated hemoglobin levels are not consis-
tently low 1n patients with insulinoma and that the HbA, test.is not
reliable in sceeening for this disorder, In reacling 3 dusgnmis of s
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