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The second patient had a four-year history of recurrent
attacks of anterior uveitis in the right eye. She then devel-
oped raised tension in this eye, which had a shallow anterior
chamber. The dark-room test was positive and the tension
over 25 mm. Hg even with miotic treatment. Two laser
lesions were produced at 12 o'clock, resulting in immediate
transillumination. The tension rose after the treatment and
remained above 40 mm. Hg for three days; treatment with
acetazolamide (Diamox) and pilocarpine reduced it to below
30 mm. Hg, but gonioscopy showed that much of the angle
was probably closed. She was admitted to hospital and a
peripheral iridectomy performed. In spite of the production of a
drainage bleb she still required miotics to control the tension
after the operation. As in the previous case, it is probable
that permanent damage had already occurred in the angle
before the laser irradiation. Steroids before and after lasering
were not used in this patient.

IRIS BOMBE FOLLOWING UVEITIS
These two patients had a long history of anterior uveitis

with almost complete occlusion of the pupil, posterior syne-
chiae, and the development of iris bombe. In both patients
transillumination of the iris was seen immediately after
exposure. In one patient the tension rose during the sub-
sequent three days and the iris appeared oedematous with
dilatation of the iris vessels. The tension was controlled with
acetazolamide and local steroids. One month later the iris
bombe was much reduced; the eye was quiet, and has
remained so, with a normal tension, for another 15 months.
The other patient showed a definite improvement in the

iris bombe one week after treatment. Gonioscopy showed the
angle to be more open, but also revealed some anterior
synechiae. The tension has remained rather variable in both
eyes though the angles are open, and it is probable that the
long-standing uveitis has caused some permanent damage to
the angles. The iris bomb6 has not recurred during a follow-
up period of 14 months.

OPTICAL IRIDOTOMY
This patient had developed severe uveitis and secondary

cataract after an operation for glaucoma. Subsequent cataract

operation was followed by a drawn-up pupil occluded by a
cyclitic membrane. Laser irradiation was tried in the hope of
forming an artificial pupil. A hole was produced from one
exposure, but revealed a dense white cyclitic membrane
behind the iris.

COMPLICATIONS
No evidence of damage was observed in the cornea, lens,

or fundus, and no haemorrhage occurred from iris vessels.
The two eyes which reacted to lasering with a rise of tension
had had previous attacks of anterior uveitis and were among
those treated before local steroids were used routinely before
and after lasering.

COMMENT

Laser irradiation of the human iris seems to be a safe
procedure which produces destruction of the pigment epi-
thelium and the subsequent formation of an area of iris per-
meable to aqueous humour. It is painless, does not require
admission to hospital, and does not prejudice the success of
any subsequent operative procedure. A single exposure is
adequate in a light-coloured iris, but a dark iris may require
more than one exposure. This is likely to be most useful as a
prophylactic procedure and for the treatment of iris bombe
following inflammatory occlusion of the pupil.

I am grateful to the surgeons of Moorfields Eye Hospital and to
Mr. M. B. R. Mathalone, of the Royal Eye Hospital, for referring
cases, and to Mr. Martin Bass for his skilled technical assistance.
This work was made possible by a grant from the Wates Foun-
dation.
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Medical Memoranda

Thrombocytopenic Purpura after Blood
Transfusion

British Medical Journal, 1970, 2, 581-582

Morrison and Mollison (1966) described a patient who devel-
oped thrombocytopenic purpura six days after blood transfu-
sion and reviewed five similar cases from the literature. In
these patients-all of whom were parous women-a platelet
isoantibody, termed anti-Pl al by Shulman et al. (1961), was
found. We report a case of thrombocytopenic purpura occur-
ring after blood transfusion in a nulliparous woman of 68 with
a retroperitoneal liposarcoma.

CASE REPORT
The patient was admitted to the London Hospital on 10 June,

1968 with a history of an abdominal mass and dysphagia for eight
months and loss of weight and symptoms of anaemia for one
month. There was no history of blocd transfusion, pregnancy,

spontaneous bleeding, purpura, or allergy. Dichloralphenazone,
given as a night sedative, was the only drug used before operation.
On examination she was pale and there was a large irregular

abdominal mass extending from the left costal margin to the left
iliac fossa. Barium meal examination showed a filling defect of the
greater curvature thought to be due to an extrinsic mass. Chest
x-ray examination was normal. The haemoglobin was 8-2 g./100 ml.
The mean corpuscular haemoglobin concentration was 27%,
and the film showed a slight hypochromia with normal leucocytes
and platelets. She was blood group A Rh-positive. Three units of
packed bank blood were transfused (14 June) and the hae-
moglobin rose to 11-6 g./100 ml. At laparotomy (17 June) a
large pedunculated retroperitoneal liposarcoma weighing 71b. 12oz.
(3,500 g.) was removed. During the operation she received four
units of blood. The immediate postoperative course was un-
eventful.
On the third postoperative day her nose started bleeding; this

became continuous. A large bruise appeared on her right arm. The
Hess test was strongly positive and the platelet count was less than
10,000/cu.mm. She was transfused with fresh whole blood. On
the next day purpura had become widespread, haematuria
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developed, and epistaxis persisted. Sternal marrow examination
showed normal erythropoiesis and granulopoiesis, with an increase
in megakaryocytes and platelet budding. Partial thromboplastin
time, prothrombin time, and fibrinogen plasma level were normal.
Complete antiplatelet antibodies (slide agglutination technique)
were found in the serum.
She was given prednisone, ampicillin, and fresh blood (see

Chart). After three days there was no improvement and the plate-
let count remained below 10,000/cu.mm. This was despite the
administration of 12 units of fresh whole blood from 21 to 24 June.
During this time the haemoglobin had fallen to 7 0 g./100 ml.
Prednisone was continued and she was transfused only with
packed bank blood. The technique of packing consisted in centri-
fugation of the blood at 1,500 r.p.m. for 40 min. followed by
removal of plasma and the surface of the cell layer to a depth
of 1 25 cm. After a few days she started to show clinical improve-
ment, and over the next two weeks the purpura slowly subsided
and the platelets count rose. She was discharged on 16 July feeling
well and with a platelet count of 254,000/cu.mm.
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Train of events during first admission

The presence of saline agglutinating antibody to platelets in 16
out of 23 blood donor samples was confirmed at the National
Blood Transfusion Centre at Brentwood. rests for platelet anti-
body by complement fixation were negative against 15 separate
suspensions of platelets. Leucocyte antibodies were not detected.
Antiplatelet antibody (Sephadex column method) was found to
occur in the IgG serum fraction.
When discharged she was well, but by October 1968 a left-

sided abdominal mass and dysphagia had again developed. A
course of radiotherapy was started on 4 December. She was re-
admitted on 16 December, when her haemoglobin was 7-4 g./100 ml.
and the platelets were 296,000/cu.mm. Antiplatelet complete
saline agglutinating antibody was still present in the serum (slide
agglutinating technique). Eight units of packed platelet-free
blood was given. On discharge (24 December) her haemoglobin
was 12-9 g./100 ml. and the platelets were 170,000/cu.mm.
There had been no evidence of purpura after the transfusion.

At home her dysphagia worsened and she became bedridden. On
23 January, 1969 she was readmitted to the London Hospital with
findings similar to those of the previous admission (haemoglobin
9-7 g./100 ml., platelets normal). On 27 January she underwent
laparotomy in the hope that her symptoms, which had failed to
respond to radiotherapy, might be relieved. Disseminated retro-
peritoneal liposarcoma was found. She died a short time later.

At necropsy she appeared well nourished and there was no
purpura. About 4 pints (2-3 litres) of blood was present in the
peritoneal cavity. A massive lobulated irregular mass 10 cm. in
diameter was found in the small bowel mesentery; other masses of
tumour were found in the antimesenteric border of the ileum and
splenic flexure. There was moderate pulmonary oedema, with an
embolus in the right pulmonary artery. Histological examination of
the tumour confirmed a liposarcoma.

COMMENT
The six patients described by Morrison and Mollison (1966)

were between the ages of 45 and 56, and all had had previous
pregnancies. The thrombocytopenia lasted from 24 to 48 days.
A quantitative estimate of platelet antibody showed a high
titre at the onset of purpura, which subsequently fell with
clinical and haematological improvement.
The history of onset and resolution of purpura in this case

corresponds well with previous reports. The patient was aged
68, but had never been pregnant. The timing of thrombo-
cytopenia after the transfusion would be consistent with a
secondary response rather than a primary one. Also in favour
of a secondary response was the rapid onset once initiated and
the apparent severity judged clinically. Though this resembles
a secondary response, however, the nature of the presumed
primary sensitization remains obscure-pregnancy, previous
transfusion, allergy, and previous drugs other than dichloral-
phenazone having been excluded. Platelet-rich blood given
between 21 and 24 June, 1968-that is, at the onset of
thrombocytopenia-corresponded with a fall in haemoglobin
and a continuing low platelet count. It seems possible that
this infusion of further antigen produced an antibody-
antigen reaction, resulting in persistent thrombocytopenia.
The patient recovered on a regimen of steroids and packed
red cells low in platelet content.

We wish to thank Professor H. D. Ritchie, of the Surgical
Unit, the London Hospital, and Mr. D. G. A. Eadie, surgeon,
the London Hospital, for permission to present this report and for
their help in its preparation; Dr. A. L. Turnball, of the clinical
laboratories, the London Hospital, for his help and advice; and
Mr. R. Kirkham, of the National Blood Transfusion Centre,
Brentwood, for performing the investigations of the patient's
serum.
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