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Blood pressure and glaucoma

The paper by Meyer et al in this issue of the BJ7O (p 864)
adds another intriguing piece to the puzzle that represents
the relation between blood pressure and glaucoma. Unfor-
tunately, it often seems that we have an increasing number
of pieces but less overall picture.
As long ago as 1857, von Graefe reported a patient with

glaucomatous optic neuropathy but with a normal
intraocular pressure (IOP), implying-even then-that
glaucoma was about more than simply raised intraocular
pressure.' Wolff,2 in 1947, speculated that glaucoma was

the result of optic nerve ischaemia while Duke-Elder' con-

sidered arteriosclerosis to be an important factor in open
angle glaucoma.

Systemic hypertension has been implicated for many
years as a risk factor for developing glaucoma45 but results
have been plagued by the use of single blood pressure
measurements (the 'white coat effect') and the bias of hos-
pital based studies. Major advances in our understanding
of the relation have only come about with the advent of
large scale population based surveys and 24 hour ambula-
tory blood pressure monitoring.
We have known for some years that systemic blood pres-

sure and IOP were significantly correlated and this has
been confirmed by the Baltimore Eye Study.6 However, the
association between blood pressure and glaucoma is not so

clear cut. The Baltimore Eye Study did show a small posi-
tive association of primary open angle glaucoma with
higher systolic and diastolic blood pressure, the relation
was non-linear and the systolic threshold was at 130 mm
Hg-above which the risk increased. They also suggested,
by using age as a surrogate for duration of systemic hyper-
tension, a protective effect of hypertension in those under
60 and an adverse effect among those over 70 with respect
to primary open angle glaucoma. The Rotterdam study7
found an association between primary open angle glau-
coma and systolic blood pressure but not normal tension
glaucoma (perhaps explained by the blood pressure-IOP
association), while the Barbados Eye Study8 concluded
that high blood pressure alone was not a risk factor for pri-
mary open angle glaucoma but did indicate, like the Fram-
ingham Eye Study,9 that people with field defects had sig-
nificantly decreased blood pressure/IOP ratios.

Simply comparing blood pressure in individuals with
and without glaucoma is never going to give us a definitive
answer. This led the Baltimore Eye Study investigators to

calculate vascular perfusion pressure in their subjects-this
being the blood pressure (systolic, diastolic, or mean)
minus the IOP-and showed that the lower the diastolic

perfusion pressure the higher the prevalence of primary
open angle glaucoma.6 In fact, subjects with diastolic per-
fusion pressures below 30 mm Hg had an age adjusted risk
of POAG six times higher than those with pressures of 50
mm Hg or greater.
However, the blood pressure measurements in the Balti-

more Eye Study consisted of only two readings 5 minutes
apart. It has been shown consistently that 24 hour ambula-
tory blood pressure monitoring gives lower readings than
routine clinic measurements and correlates very well with
direct intra-arterial recordings.10 There have now been a
number of studies of 24 hour blood pressure monitoring in
glaucomatous patients and the results are important.
Hayreh et al 10 compared 24 hour blood pressures in

patients with normal tension glaucoma, primary open
angle glaucoma, and anterior ischaemic optic neuropathy
and found a larger drop in mean systolic and diastolic
blood pressure at night in the group with normal tension.
This concept of 'nocturnal dips' in blood pressure has only
come to light using 24 hour blood pressure readings and is
now well recognised by cardiovascular physicians. Studies
have shown that if hypertensive patients have their diasto-
lic blood pressure reduced below a critical level then their
rate of adverse cardiac events increases." Hayreh et ato extra-
polated this to suggest that a similar process could occur in
the optic nerve head and ocular ischaemic disorders.
Graham et al 12 showed that all nocturnal blood pressure

variables were lower in (normal tension glaucoma or
primary open angle glaucoma) patients with progressive
field loss than in those with stable fields. Bechetoille and
Bresson-Dumont" found a lower diastolic and systolic
blood pressure in patients with normal tension glaucoma
compared with those with primary open angle glaucoma
and a greater percentage of diurnal low readings in the
former group. Kaiser et al " also indicated that arterial
hypotension was a risk factor for glaucomatous damage.
The paper by Meyer et al also shows that patients with nor-
mal tension glaucoma have larger nocturnal blood pressure
drops than normal controls.
Two potential confounders of any of these studies are

the use of systemic and/or ocular antihypertensives by the
subjects being studied. Hayreh et al "' showed a significant
association between visual field loss and nocturnal
hypotension in patients taking systemic antihypertensive
medications. Graham et al's paper'2 suggested that the noc-
turnal dip was exacerbated by systemic antihypertensives,
but did not show an effect caused by topical , blockers.
The association of nocturnal blood pressure dips and
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visual field loss seems very plausible. Twenty four hour
blood pressure monitoring has shown that the vast major-
ity of the population have their lowest blood pressure dur-
ing sleep usually between 2 and 4 am (that is, nocturnal
dips in blood pressure are physiological) but, of course, not
everyone has progressive field loss. What may be different
about those who lose field is that they have exaggerated
nocturnal dips, which in some people seem to occur natu-
rally while in others it may be the result of antihypertensive
medications.'2 It is not inconceivable that this exaggerated
drop could act on an already compromised optic nerve
head and reduce ocular blood flow below a critical level. If
large areas of infarction occurred, the picture would be of
an anterior ischaemic optic neuropathy while a number of
subclinical insults may eventually produce the picture of
glaucomatous field loss. Certainly the evidence that the
'dippers' are at increased risk of field loss is growing.
We are all aware that IOP is the major risk factor for

glaucomatous field loss but this does not explain field loss
progression in those with IOP less than 21 mm Hg or lack
of progression in those with IOP in the high 20s or 30s.
Perfusion pressure is a link between blood pressure and
IOP ( blood pressure-IOP) and subsequently with blood
flow (blood flow = perfusion pressure/resistance). Thus, a
drop in perfusion pressure can be caused by a drop in
blood pressure or rise in IOP and it is tempting to conclude
that this balance determines whether field loss occurs. But
what of the effect of vascular resistance? Tielsch et al 6
speculated that their results, which showed hypertension
protecting people from primary open angle glaucoma
under the age of 60 but being detrimental over 70,
indicated that initially raised blood pressure increased ocu-
lar blood flow (if their assumption was true that the older
the subject the longer he had been hypertensive). Later,
after a prolonged blood pressure rise, small vessel damage
occurs and so there is increased resistance to flow with a
reduction in ocular blood flow and subsequent ganglion
cell loss. Thus, it is possible that those patients who have
been hypertensive for some years have optic nerves that are
experiencing both nocturnal drops in perfusion pressure
and progressive hypertension induced vascular resistance,
both of which decrease ocular blood flow.

Interestingly, reduced ocular blood velocities and
increased vascular resistance have been demonstrated in
the central retinal arteries of patients with glaucomatous
field loss compared with controls.'5 A similar inequality

existed for the less or undamaged eye in those with field
loss in the fellow eye. Further, seemingly undamaged
fellow eyes of those with glaucoma have been shown to
have a reduced blood flow velocity and increased resistance
indicating that circulatory abnormalities may precede
glaucomatous damage.'6

So, should we be checking the blood pressure of all the
patients in the glaucoma clinic and suggesting alterations
to their medications ifthe diastolic pressure is too low? The
answer is, of course, that we need more evidence.

SCOFF FRASER
RICHARD WORMALD
ROGER HITCHINGS

Moorfields Eye Hospital, City Road,
London EC1V 2PD

1 Graefe A von. Amaurose mit Sehnervenexcavation. Graefes Arch Ophthalmol
1857;3:484.

2 Wolff E. Schnabel's cavernous atrophy. Trans Ophrhalmol UK 1947;67:133-9.
3 Duke-Elder S. The problems of simple glaucoma. Trans Ophthamol Soc UK

1962;82:307-13.
4 Kummell R Untersuchungen uber Glaukom und Blutdruck. Arch Ophthal-

mol Leipzig 1911;79:183-209.
5 Leighton DA, Phillips CI. Systemic blood pressure in open-angle glaucoma,

low tension glaucoma, and the normal eye. BrJ Ophthalmol 1972;56:447-
53.

6 Tielsch JM, Katz J, Sommer A, Quigley HA, Javitt JC. Hypertension,
perfusion pressure and primary open-angle glaucoma. Arch Ophthalmol
1995;113:216-21.

7 Dielmans I, Vingerling JR, Algra D, Hofman A, Grobbee DE, de Jong
PTVM. Primary open angle glaucoma, intraocular pressure and systemic
blood pressure in the general elderly population. Ophthalmology 1995;102:
54-60.

8 Leske MC, Conell AMS,Wu S-Y, Hyman LG, Schachat AP. Risk factors for
openangle glaucoma. The Barbados Eye Study. Arch Ophthalmol 1995;113:
918-24.

9 Leske MC, Pogdor MJ. Intraocular pressure, cardiovascular risk variables
and visual field defects. AmJIEpidemiol 1983;118:280-7.

10 Hayreh SS, Zimmerman B, Podhajsky P, Alward WLM. Nocturnal arterial
hypotension and its role in optic nerve head and ocular ischemic disorders.
AmJ Ophthalmol 1994;117:603-24.

11 Floras JS. Antihypertensive treatment, myocardial infarction and nocturnal
myocardial ischaemia. Lancet 1988;ii:994-6.

12 Graham SL, Drance SM, Wijsman K, Douglas GR, Mikelberg FS. Ambula-
tory blood pressure monitoring in laucoma. Ophthalmology 1995;102:61-9.

13 Bechetoille A, Bresson-Dumont H. Diurnal and nocturnal blood pressure
drops in patients with focal ischemic glaucoma. Graefes Arch Clin Exp Oph-
thalmol 1994;232:675-9.

14 Kaiser HJ, FlammerJ, GrafT, Stumpfig D. Systemic blood pressure in glau-
coma patients. Graefes Arch Clin Exp Ophthalmol 1993;231:677-80.

15 Nicolela MT, Drance SM, Rankin SJA, Buckley AR, Walman BE. Color
Doppler imaging in patients with asymmetric glaucoma and unilateral
visual field loss. AmJI Ophthalmol 1996;121:502-10.

16 Landau K, Winterkorn JMS, Mailloux LU, Vetter W, Napolitano B.
24-Hour blood pressure monitoring in patients with anterior ischemic optic
neuropathy. Arch Ophthalmol 1996;114:570-5.

859


