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onset of symptoms. Rupture of a popliteal cyst and acute rupture of
the knee may occur in rheumatoid arthritis, and both may produce
identical signs and symptoms.4 In these patients the presence of a
popliteal cyst noticed by the patients themselves and its subsequent
disappearance suggests that the calf swelling was due to leakage from
the cyst rather than rupture of the joint. What is not clear is why there
was an associated pyogenic arthritis. Did the infection in the knee
occur before the rupture and actually cause the cyst to rupture by
retrograde spread of infected synovial fluid, or was the synovial
fluid completely sterile at the time of rupture only to become subse-
quently infected perhaps in the presence of a transient bacteraemia ?
Aspiration of synovial fluid from the knee for analysis and culture is
therefore advisable in any patient presenting with a ruptured popliteal
cyst, particularly the elderly.
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Acquired alpha2 antiplasmin
deficiency in glomerular proteinuria

Antithrombin III deficiency has been described in patients with
proteinuria, where it is thought to be due to glomerular leak.' Such
deficiency has been proposed as an important factor in the aetiology
of the tendency for venous thrombosis in these patients. The major
plasmin inhibitor, o2-antiplasmin, has a molecular weight of65-70 x 103
and might also be expected to leak through damaged glomeruli. We
have therefore measures a2-antiplasmin concentrations in the plasma
of 20 patients with the nephrotic syndrome.

Patients, methods, and results

x2-Antiplasmin concentrations were measured in the plasma of 20 patients
with moderate to severe glomerular proteinuria confirmed by renal biopsy
and in nine normal controls. Assay was performed by immunoelectrophoresis,
as described.2 Simultaneous urine samples were obtained from eight of
these patients and five controls and assay of unconcentrated urine and
diluted plasma performed in parallel.

a2-Antiplasmin concentrations in 20 patients with nephrotic syndrome and
nine controls

Patients Controls

Plasma Plasma
Subject () Urine Subject ( ) Urine

1 90 1 115 Nil
2 91 2 105 Nil
3 25 3 115 Nil
4 84 4 83 Nil
5 46 5 88 Nil
6 43 6 109
7 37 7 125
8 55 8 83
9 69 9 95
10 102
11 66 Trace
12 92 Nil
13 44 Trace
14 127 Trace
15 66 Trace
16 84 Trace
17 70 Trace
18 100 11",
19 96
20 64

Mean SD 72-6 * 26.0* 102-0 15 4*

*Unpaired t test: p <0 01.

The table gives the results. Significantly lower aC2-antiplasmin values
were found in patients with the nephrotic syndrome, 11 out of 20 showing
values below the normal range (p <001; unpaired t test). The unconcentrated
urine showed detectable x2-antiplasmin antigen in seven of the eight patients
studied. In one patient the concentration was 11 % of the plasma value,
though he maintained a normal plasma value.

Comment

a2-Antiplasmin and a2-macroglobulin are the two main inhibitors
of plasmin. Of these, x2-antiplasmin is recognised as the major
inhibitor of plasmin. Its action is very rapid, so that 'X2-macroglobulin
inhibits only when large amounts of plasmin are generated.3 Con-
centrations of CX2-macroglobulin may be raised in the nephrotic
syndrome.4 In contrast, our study shows that OC2-antiplasmin may be
deficient and that the low values seen attributable at least in part to
renal loss. There are three possible consequences of this deficiency
of a2-antiplasmin. Firstly, the deficiency of the major, fast-acting
antiplasmin may tend to counterbalance any predisposition to
thrombosis caused by deficiency of antithrombin III. Secondly,
deficiency of M2-antiplasmin may contribute to the increase in
glomular fibrinolytic activity observed in patients with glomerulone-
phritis5 and contribute to the removal of intraglomerular fibrin
deposits. Thirdly, the presence of such a potent plasmin inhibitor in
urine may inhibit fibrinolysis in the urinary tract and may explain
the observation that fibrinogen may be present intact in the urine in
the nephrotic syndrome.

Requests for reprints should be sent to Dr D A Taberner.
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Hydralazine-induced
necrotising vasculitis

The association of the "lupus" syndrome with hydralazine is wel'
known but there have been only two reported cases of cutaneous
vasculitis related to hydralazine.1 Both of these cases were mild. We
report a third case, with severe and widespread vasculitic lesions,
associated with a hydralazine dose of only 75 mg/day.

Case report

A 69-year-old woman began treatment with hydralazine (75 mg/day) in
1972 for resistant hypertension. At the time she was also taking propranolol
and hydrochlorothiazide. She remained well until December 1979, when she
was admitted to hospital with a temperature of 38°C and multiple 2 x 2 cm
haemorrhagic blisters on her lower legs (figure). She gave a two-week
history of malaise and muscle pains. Shortly after admission additional
lesions appeared on arms, trunk, nasal septum, and uvula. Hydralazine was
stopped and no further blisters developed, but when several of the lesions
began to ulcerate she was given a course of prednisolone and cyclophospha-
mide. All the affected areas gradually healed, but the most severely ulcerated
lesions required skin grafting.

Results of investigations included erythrocyte sedimentation rate 130 mm
in first hour, haemoglobin concentration 10 9 g/dl, white cell count 148;'
109/1 (14 800/mm3; 84%h polymorphs), and normal routine biochemical
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