would provide valuable information on the potential effect of coronary angioplasty on the progression and/or regression of coronary
artery disease in dilated and nondilated arteries.
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fying possible biases. as are methods of statistical adjustment. Both
matching and adjustment
require
that the prognostic
information
that was available to prescribing
physicians
be incorporated
into
the study. The real questian is
whether the quality of information
from the medical record in the
study by Psaty and colleagues was
sufficiently high to contral confaunding.
Analogous
cansiderations apply ta prospective
cohort
studies.
Dr. Kaplan defers adecision
on the safety of calcium channel
blockers until the results of randomized
controlled
trials
are
available.
Unfortunately.
public
apprehension about calcium channe I blockers J may affect the success of patient recruitment and retention
in trials such as The
Antihypertensive
and Lipid-Lowering Treatment to Prevent Heart
Attack (ALL HAT)."' Rather than
dis miss da ta from observational
studies as .. fiawed"
because of
potential bias. it seems preferable
to explore the bias empirically and
account for it in the interpretation
of study results.

Bias in Case-Control Srudies of
Calcium Antagonists
We agree with Kaplan's argument I that patients
prescribed
calcium amaganists
in arecent
case-contral study by Psaty and
colleagues 2 had a higher base line
risk for acute myocardial infarction than patients prescribed ß
blockers ar diuretics. Controlling
for differences in clinical characteristics that infiuence choice of
drug and risk of acute myocardial
infarction is critical to assuring the
validity of risk estimates in any
study. not just case-control studies.
Kaplan overemphasizes
the
need for comparability
between
cases and controls. Case-control
differences
arise naturally as a
result of the higher incidence of
disease in people who possess
predisposing characteristics.
Enforced comparability.
through
matching of cases and controls. is
an excellent technique for recti380
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Long QT Syndrome Associated
With Syndactyly in a Female
We read with great interest the
report by Marks er all of 2 female
patients with the new association
of syndactyly with the long QT
syndrome. The same authors 2 had
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described similar cases originally,
but only in males. Their patients
were also noted to have intermittent 2: I atrioventricular
block as
weil as congenital cardiac abnormalities. We wish to draw attention to the fact that our observatiun
of syndactyly of the hands and feet
associated with the long QT syn.
drome in a black female infant had
already been pubJished in 1992.3
This child also had a patent ductus
arteriosus. which was the cardiac
lesion noted in the 3 males and in
I of the 2 females documented bv
Marks et al.1.2 There was no e,Jdence of 2: I atrioventricular bloc:,
in the electrocardiogram
and Hoi·
ter recordings in our patient. HO\vever. she did have episodes of sinus bradvcardia (50 to 55 beats/
min ). The final outcome of our patient is unknown. as she was lost
to follow-up.
Soloman E. Levin, MD
Johannesburg.
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Considerations About Plasma
Fibrinogen Concentration and the
Cardiovascular Risk: Combined
: Evidence from the GRIPS and
i ECAT Srudies
According to findings from the
recently published European Concerted Action on Thrombosis and
disabilities (ECA T) study I fibrinogen is strongly
and independently associated with the risk af
myocardial infarction and sudden
death, particularly in patients with
preexisting
coronary
artery disease (CAD). In this group of patients. the relationship of plasma
fibrinogen levels to the incidence
of acute coronary syndrome was
stronger than that of low-density
lipoprotein
cholesterol.
which
seems to be in contrast to the findings of other prospective
stud-

ies.:·J However. these studies 2.3
1.00i~~_,
I
.
were performed on subjects withI
out clinically overt cardiovascular
I
FIGURE1. GRIPS 10-year follow-up:
diseases at study entry. This may
Event-free survival curves for fatal or
indicate that fibrinogen is effecnonfatal myocardial infarction or
~I 0.95
rive in promoting mechanisms for sudden coronary death (acute coroC
.:ute coronary occlusions on the nary events) in the fifth (broken line)
~
or first to fourth (solid line) quintile of
blSis of otherwise induced preexthe plasma fibrinogen distribution reisting coronary sclerosis rather
lated to the duration of follow-up.
than on the chronie process of corSolid line, fibrinogen <432 mg/dl;
broken line, fibrinogen >432 mg/dI.
onary atherosclerosis itself.
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We tried to support this hypothesis by considering some reyears
cent findings from the Goettingen
Risk Incidence and Prevalenee
<:,tudy (GRIPS),.1 a prospective
second half of follow-up (years 6 PROCAM study in healthy men. ,;rrerioscler
Thromh 1994: 14:54-59
Erratum. ,;rrerinseler
Jhort study of 5,790 men aged 40
to 10) (odds ratio 1.03; 95% CI
Thwl1lb 1994: 14' 13921.
3. Cremer P. :-lage! D. Labrot B. \1ann H. Muche
0.87 to 1.21). (3) No signifieant
,0 59.9 years without eardiovasR, Elster H. Seidel D. Lipoprotein Lp( a) as prediccular diseases at baseline.
association
between
fibrinogen
tor of myocardial infarctiol1 in comparison [0 fibrinBased on 5- and 10-year foland the development
of ehronie
ogen. LDL cholesterol and other nsk factors: results
from [he GÖttingen Risk Incic.knce amt Prevalence
low-up investigations
(response
CAD without aeute myoeardial
ElIr J Clin 100'e.H 1994;24,444Study (GRIPS).
infarction was found in the GRIPS
rate 97.4% ), the relation between
453.
fibrinogen and the incidenee of
4. Retzingcr GS, Adsorption and coagulability of
study population.
tibrinogen nn J.theromarous lipid surfaces. Arterio·
In accordance
with reeently
aeute ~oronary events (fatal and
,cla Thwmh Vasc Riol 1995: 15:786-792.
findnonfatal myocardial infarction as published pathophysiologie
":ell as sudden coronary death: n ings,4 these epidemiologic
and
clinical data from ECA TI and
, 299) was characterized by the
GRIPS3 give support to the hy- Avoiding Unnecessary
r'oIJowing findings: (I) The anRadionuclide Exercise
nual ineidenee of aeute eoronary
pothesis that fibrinogen is a particularly important risk factor for Stress Testing
events was markedly inereased
acute
coronary events in patients
from 14/year in the earlier part of
the follow-up period to 27 /year in with overt CAD or asymptomatic
The recent artiele by Stein et
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