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Studies of postoperative DVT should take account of anaesthetic
technique and management should be standardised whenever
possible.
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Haemolysis after granulocyte
transfusions

Granulocyte transfusions are being used increasingly to treat patients
with neutropenia and infection whose fever continues despite use of
broad-spectrum antibiotics.' Granulocyte transfusions may, however,
cause complications, including febrile reactions that may be related to
the presence of leucoagglutinins in the recipient's serum, the trans-
mission of infection, and the development of graft-versus-host
disease attributable to leucocytes collected either from normal donors
or from patients with chronic granulocytic leukaemia.2 We report here
a further complication of granulocyte transfusions.

Case report

A 45-year-old woman with preleukaemia was admitted to the hospital in
September 1978 with a febrile illness. She was severely neutropenic. Her
blood group was A positive. No focus of infection was identified and no
causative organism isolated.
She was treated initially with intravenous antibiotics but gained little

benefit. She was then treated with daily granulocyte transfusions from
different donors with chronic granulocytic leukaemia; she improved consider-
ably and left the hospital. Three weeks later she was readmitted with recurrent
fever. Intravenous antibiotics were restarted but with no benefit. On 27
October she was transfused with 200 ml buffy-coat cells collected from a
group 0 + donor with chronic granulocytic leukaemia. On 28 October she
received a second transfusion of leucocytes collected from the same donor.
During this transfusion she complained of nausea and experienced a rigor.
Her next urine sample was red and when tested on the ward showed evidence
of blood. Subsequently the presence of haemoglobin in the urine was
confirmed. A direct antiglobulin test on her cells was strongly positive for
IgG and complement. The table shows haematological changes over this
period. On 29 October she received a blood transfusion. Spherocytes
persisted in the blood film for a further seven days; reticulocytopenia was
present throughout, reflecting lack of marrow reserve. Further investigations
of her red cells showed the presence of an anti-A alloagglutinin. The donor's

Haematological changes

Haemoglobin Reticulocyte White cell Blood film
(g/dl) count (%°O) count ( x 109/1)

26 October 9 0 0-2 1 9 Anisocytosis
28 October (10 am) 7 9 2-8 Spherocytosis +
28 October (8 pm) 6-3 3-2 Spherocytosis+ + +
29 October 5-8 1-0 3-2 Spherocytosis+ + +

serum was found to contain an IgG anti-A alloagglutinin at a titre of over
1:512.
We believe that this patient had a haemolytic transfusion reaction owing to

transfusion of plasma containing high-titre IgG anti-A. Thereafter she was
transfused with 0 positive packed cells and had no further immediate
haematological problems.

Comment

The ability of IgG "immune" antibodies present in type 0 plasma
to cause red-cell destruction when transfused to patients with type A,
B, or AB blood is well recognised.3 Haemolysis due to immune anti-A
antibody after infusion of factor VIII concentrates has also been
reported.4 We are not aware that immune anti-A alloagglutinin has
previously been implicated in haemolysis after transfusions of granu-
locytes.

Subsequently we screened the serum of 13 patients with blood group
0 in chronic-phase chronic granulocytic leukaemia for the presence of
high-titre IgG anti-A and anti-B alloagglutinins. We identified three
patients with an IgG anti-A titre of over 1:128, in one of whom the
IgG anti-B titre was also over 1:128. These three patients were there-
fore potentially dangerous as plasma donors to recipients with blood
groups other than 0. We suggest that if it is necessary to give group 0
granulocytes to patients with group A, B, or AB blood the 0 plasma
should first be removed (as for red-cell transfusion) and the cells
should be resuspended in AB plasma. This should prevent haemolytic
episodes such as the one reported here.
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Acute renal failure and interstitial
nephritis after clofibrate treatment

Clofibrate has been associated with a variety of adverse reactions
including acute myalgia,l gall stones,2 a lupus-like syndrome,3 and
deterioration of renal function in patients with chronic renal failure.4
The first case is reported here of acute reversible renal failure due to
interstitial nephritis after treatment with clofibrate.

Case report

A 51-year-old miner, an insulin-dependent diabetic for 16 years, was
started on clofibrate 500 mg 6 hourly because of exudative retinopathy. Three
weeks later he developed nausea, a rash, and severe backache. He had noted
similar symptoms 12 years earlier when given phenindione after a myocardial
infarction. He was admitted four weeks after first taking clofibrate. The
results of examination were normal apart from retinopathy and a generalised
erythematous rash. His blood pressure was 150/90 mm Hg. Blood con-
centrations were as follows: urea 29 mmol/l (175 mg/100 ml), plasma sodium
123 mmol(mEq)/l, potassium 5Ommol(mEq)/l, bicarbonate 22 mmol(mEq)/l,
glucose 36 mmol/l (649 mg/100 ml), and creatinine 395 ,umol/l (4 5 mg/100
ml). Plasma total protein and albumin concentrations, and creatine phos-
phokinase activity were normal. Creatinine clearance was 4 ml/min, urinary
protein 0-8 g/24 h, and urinary myoglobin absent. The erythrocyte sedi-
mentation rate was 58 mm in 1 h, antinuclear factor negative, platelet
count 200 x 109/1 (200 000/mm3), and complement, immunoglobulins, and
coagulation studies were normal. An intravenous pyelogram was normal. A
renal biopsy specimen showed a heavy cortical and medullary infiltrate of
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