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SHORT REPORTS
Cerebral ischaemia after nifedipine
treatment

Nifedipine, a calcium antagonist with strong vasodilating effects, is
particularly effective in the treatment of angina pectoris,' chronic
cardiac failure,2 and systemic hypertension.3 A low incidence of side
effects has been reported.3 Nevertheless, two recent reports draw
attention to the risk of pulmonary oedema4 and severe hypotension.9
We recently observed two patients who developed cerebral ischaemia
a few hours after taking nifedipine.

Case reports

Case 1-A 72-year-old man was admitted to hospital because of abrupt
onset of right hemiparesis and aphasia. Ten years before ischaemic heart
disease and slight diabetes mellitus had been diagnosed. He was treated with
medigoxin 100 ug, glibenclamide 2 5 mg, and phenformin 25 mg daily. An
electrocardiogram performed three days before admission showed atrial
fibrillation, ectopic sporadic ventricular contractions, incomplete left bundle
branch block, left ventricular hypertrophy, and signs of subendocardial isch-
aemia. For this reason, nifedipine 10 mg three times a day and hydrochloro-
thiazide 50 mg and amiloride 5 mg daily were added to treatment. On the
second day of treatment, two hours after taking a nifedipinie tablet, the
patient suffered aphasia and right-sided weakness which lasted for a few
minutes. The next morniing the patient took another nifedipine tablet, and one
hour later he developed the same disturbances. On admission to hospital the
systemic arterial pressure and the pulse rate were normal and there were no
clinical signs of cardiac failure. The neurological examination showed
aphasia and right hemiparesis. Findings on electrocardiogram were similar
to those previously noted. The chest radiograph showed slight pulmonary
congestion and an enlarged heart. An echocardiogram showed left atrial and
ventricular enlargement. Computed tomography showed an ischaemic area
in the left hemisphere. Ultrasound examination showed no sign of stenosis or
occlusion of extracerebral vessels. Two days after admission, the patient
improved dramatically, and neurological examination showed no abnormality.
Nifedipine treatment was discontinued, and there have been no further
episodes in the following months.

Case 2-A 67-year-old woman was admitted to hospital for sudden loss of
consciousness. She had long-standing systemic hypertension treated with
hydrochlorothiazide 50 mg daily. Some days before admission nifedipine 10
mg three times a day was added to treatment to control hypertension. On the
second day of treatment, two hours after taking nifedipine, the patient
suddenly lost consciousness. Once awakened she complained of headache,
drowsiness, and vertigo. On admission to hospital, systemic arterial pressure
was 170/100 mm Hg and pulse rate 84/min. Neurological examination
showed signs of cerebellar dysfunction. Signs of left ventricular hypertrophy
and subendocardial ischaemia were present on electrocardiogram. The
chest radiograph showed aortosclerosis. Findings on computed tomography
were normal. The patient was discharged taking clonidine 150 mg and
hydrochlorothiazide 50 mg daily; nifedipine was discontinued. There were
no further occurrences during the follow-up.

Comment

Both our patients presented risk factors for development of cerebro-
vascular diseases. Nevertheless, the temporal relation between taking
the drug and developing the symptoms raises the suspicion that the
drug might have contributed to these episodes. In our view two

possible mechanisms could be implicated: (a) transient severe
systemic hypotension (not observed in our patients at admission to
hospital); (b) a more effective vasodilating action of the drug on the
peripheral resistance vessels rather than on cerebral vessels. Both
factors could be the consequences of an unpredictable action of the
drug in aged patients. To our knowledge, this is the first report of
cerebrovascular disorders during nifedipine treatment. Further reports
could indicate whether our observations wcre coincidental or whether
nifedipine could actually precipitate cerebral ischaemia in aged
patients with risk factors for cerebrovascular diseases
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Hepatitis B infection in
glomerulonephritis
Persistent viral infections are well recognised causes of glomerulo-
nephritis in animals. The only persistent virus infection in man which
has been regarded as a common cause of chronic glomerulonephritis
is hepatitis B: the prevalence of hepatitis B carriage in reported series
of patients with glomerulonephritis has ranged from 0 to 50',%.' The
higher figures have important implications for dialysis and transplan-
tation, as well as throwing an interesting light on the cause of
glomerulonephritis. We therefore examined the prevalence of markers
of hepatitis B infection in patients with glomerulonephritis in
Newcastle upon Tyne.

Patients, methods, and results

From 1976 to 1980 we investigated 158 patients with various types of
glomerulonephritis attending the renal clinic at the Royal Victoria Infirmary.
One hundred patients with a similar age range and sex distribution who were
suffering from other types of renal disease (polycystic kidneys, chronic
pyelonephritis, essential hypertension) were studied as controls. The mean
age ( 1 1 SD) of the patients with glomerulonephritis was 39 16 years
(range 15-76; 90 men, 68 women) and that of the controls 42 15 years
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(range 20-70; 58 men, 42 women). All patients and controls were Caucasians
born in Britain. The patients had predominantly normal plasma creatinine
concentrations (mean 1 SD: 120 50 Mmol/l (1 4 mg/l00 ml)) and
creatinine clearance (89 42 1,24 h). None had ever undergone haemodialysis
or renal transplantation. Eleven patients had received corticosteroids or
cyclophosphamide one to 10 years before screening for hepatitis antigen.
Surface antigen (HBsAg) was detected by passive haemagglutination; surface
antibody (anti-HBs) and core antibody (anti-HBc) were detected by immuno-
electro-osmophoresis confirmed by immunodiffusion with sample concen-
tration in the event of weak reaction; this test detected antibodies of the IgG
class.
The table shows the prevalence of HBsAg, anti-HBs, and anti-HBc in

patients with various types of glomerulonephritis and in the 100 controls.

Histological varieties of glomerulonephritis associated with positive test for
hepatitis B in serum. Results for controls are also shown

No ofcases in whichtestwas positivefor:
Type of No

glomerulonephritis studied HBsAg + Anti-HBc
anti-HBc Anti-HBs alone

Minimal change.... 15 0 0 0
Membranous .. . 28 1 0 1
Mesangiocapillary 20 1 0 0
Henoch-Schonlein 15 0 0 0
IgA-IgG .20 0 0 0
Non-specific focal, segmental,

or diffuse proliferative 60 0 0 2

Total .158 2 0 3

Controls .100 0 1 2*

*Very weakly positive for anti-HBc.

Comment

The evidence that hepatitis B is a cause of glomerulonephritis rests
on the coincidence of hepatitis carriage and glomerulonephritis in
series from central Europe and Japan2 3 and the presence of immune
complexes containing antigens associated with hepatitis B (usually
HBsAg) in the glomeruli of affected patients.4
The presence of such complexes in the glomerulus does not prove

that they are the cause of the disease; non-pathogenic complexes may
be caught up in glomeruli damaged by other mechanisms. Neverthe-
less, the strong association between hepatitis B carriage and mem-
branous nephropathy suggests that the latter is a specific response to
the virus.

In our series the prevalence of chronic hepatitis B infection indicated
by the presence of HBsAg in the blood was 1 3o, which is significantly
greater (p < 0-01) than the 0 10 prevalence in the population of the
United Kingdom, judged by a survey of 86 182 blood donors.5
Of our own patients, one had HBsAg in his serum during the onset

of symptoms of glomerulonephritis and the other was not tested for
HBsAg until about one year after the onset. Therefore we cannot say
in his case that the hepatitis carriage preceded the onset of glomerulo-
nephritis. Both patients with persistent HBsAg also had anti-HBc in
the serum.
The presence of persistent anti-HBc of the IgG class, in the

absence of HBsAg detectable by a sensitive technique, probably
indicates recovery from a previous attack of hepatitis B. The prevalence
of anti-HBc in our series of patients with glomerulonephritis (three
cases) was not significantly greater than that in the control population
(two cases) and was less than that found in the staff of the renal unit.
A few more patients might have been found to have evidence of
present or past hepatitis infection if we had used radioimmunoassay
for the detection of all the hepatitis markers, but this comment applies
with equal force to the control series. Our observations do not suggest
that a past episode of infection with hepatitis B is a common precipitant
of chronic glomerulonephritis.
We conclude that hepatitis B, although a probable cause of

glomerulonephritis in communities in which carriage is common, is a
rare cause of glomerulonephritis in Great Britain. Nevertheless, the
introduction of hepatitis into a renal unit is of such importance that
it remains mandatory for every patient to be tested for HBsAg before
starting any form of replacement therapy.
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Foot problems of the elderly: a
hospital survey

Foot problems may cause elderly people much disability. A survey of
adults of all ages indicated that foot problems were common and often
painful.' Painful or deformed feet may produce abnormalities of gait2
and they may also contribute to falls in elderly people.3 We conducted
this study to establish the prevalence and nature of foot problems
among patients in our acute geriatric assessment and rehabilitation
wards.

Patients, methods, and results

One hundred patients (70 women, 30 men) in four wards were studied.
The age range was 64 to 97 years with a mean age of 81. A questionnaire was
used to determine the patients' ability to walk, their previous use of chiropody
services, whether they could cut their own toenails, and whether their feet
were painful. Patients' answers were confirmed by nursing staff or relatives.
Footwear was inspected for suitability and abnormal wear, and the feet were
examined.

Distribution of foot problems in 100
elderly patients

No of
patients

Nails:
Toenail cutting 66
Onychogryphosis 38
Ingrowing toenail 9

Skin:
Pitting oedema 49
Corns/callosities 30
Tender corns/callosities 15
Maceration between toes 27
Ulcers 18
Dirt between toes 12

Joints:
Toe deformities 39
Bunion complex 29
Inflamed toes 4

Nineteen patients complained of painful feet, but these patients did not
have appreciably more foot problems. Only 11 patients could cut their own
toenails and 35 had walking shoes with them in hospital. Only one patient
had no problems with her feet, and a further five patients had toe deformities
only. Four patients required toenail cutting only, and eight needed toenail
cutting and had uncomplicated toe deformities. A further 54 patients who
needed toenail cutting had more serious additional foot abnormalities. The
table shows the prevalence of problems. Of the 38 patients with onychogry-
phosis 17 (45 °%) were being treated by a chiropodist either at home or in
hospital. Two patients with ingrowing toenails were being treated by the
hospital chiropodist. No patient with corns or callosities was receiving
treatment, though 15 had painful lesions. Ulcers (most commonly on the
heel) were treated by nursing staff. Pitting oedema, though common,
interfered with wearing footwear only in a small minority of patients. Bunion
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