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ELLP syndrome is used in these [1]. The 
patient described above developed a 
HELLP syndrome without hemolysis, 
complicated by hepatic rupture. Liver cap- 
sule rupture, following subcapsular 
hematoma is a rare complication of  preg- 
nancy with related maternal (0-2407o) and 
fetal-neonatal mortality (7.7-6007o). Mi- 
croscopic study of these cases showed ar- 
eas of  acute necrosis throughout the he- 
patic parenchyma and the presence of fi- 
brin in the vessels of the liver, thus sup- 
porting the possible pathogenetic signifi- 
cance of disseminated intravascular coag- 
ulation leading to thrombohemorrhagic 
complications [4]. 

In the present case report, dynamic 
enhanced CT scan and MRI imaging 
techniques were both useful in detecting 
hypoperfused areas of the liver and in the 
follow-up of the patient until total recov- 
ery. Chiang et al. [5] suggested that the 
management of  such patients could be 
modified if liver hematomas were diag- 
nosed early, before rupture. The same au- 
thors described a patient with toxemia of 
pregnancy and the HELLP syndrome, in 
whom a follow-up abdominal CT scan 14 
days after liver hemorrhage revealed a re- 
duction in the areas of  hepatic necrosis. 
Unfortunately, the patient died on day 16 
and the time course of  the hepatic lesions 
could not be evaluated. In our case re- 
port, an abdominal CT scan showed 
marked hepatic regeneration, and MRI 
images were consistent with scar forma- 
tion. It is of interest to note that, 3 
months later, both CT scan and MRI 
evaluation revealed a seemingly normal 
liver. 
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Sirs: We recently encountered a condition 
that was diagnosed as critical illness 
polyneuropathy (CIP) on the basis of the 
clinical features [t, 2]. In this case, we de- 
tected a high protein content with 
pleocytes in the CSF and high titers of 
IgG antibody against GM 1 ganglioside in 
the patient's sera. 

An 81-year-old man developed multi- 
ple organ failure following multiple hepat- 
ic abscesses caused by Klebsiella 
pneumoniae infection. The patient had 
complained of muscle tenderness and pre- 
sented a considerably elevated serum CPK 
level of  12310IU/1 (CPK-MB 113 IU/1). 
After drainage of the abscesses, the pa- 
tient's condition gradually improved: mus- 
cle tenderness subsided and serum CPK 
levels were normal (50 IU/I) on day 17. 
However, the patient still remained on a 
ventilator and neck stiffness was ob- 
served. Lumbar puncture revealed an in- 
creased protein content (467 mg/ml) with 
pleocytes (14 cells/3 fields, monocyte 10, 
segmented cell 4) in the CSF. A week la- 
ter, he developed flaccid, areflexic tetra- 
paresis with mild peripheral sensory dis- 
turbances. The cranial nerves were intact, 
and CT head and cervical scan, normal. 
Electromyographic studies were almost 
normal, and nerve conduction studies of  
the median nerve revealed normal motor 
and sensory conduction velocity and M- 
wave amplitude, but prolonged F-wave la- 

tency. Muscle and nerve biopsy in the 
sural nerve region demonstrated no 
specific changes. There was no serologic 
evidence of Campylobacter jejuni infec- 
tion. Steroid pulse therapy followed by six 
plasmapheresis treatments did not allevi- 
ate the symptoms. About 3 months after 
admission, thin-layer chromatography 
with immnnostaining revealed that serum 
IgG from the patient had reacted with 
GM r Enzyme-linked immunoadsorbent 
assay showed that anti-GM 1 antibodies 
(IgG) were obviously elevated in the pa- 
tient's serum (absorbance at 492 nm was 
1.11), compared with healthy volunteers 
(mean_+standard deviation of 
absorbance = 0.036___0.009). Elec- 
tromyographic studies revealed long-dura- 
tion and high-voltage waves during volun- 
tary contraction of the biceps. The pa- 
tient was not completely weaned off  the 
ventilator until about 4 months later. 

CIP is similar to the Guillain-Barr6 
syndrome (GBS), but appeared to be re- 
lated to severe infection and nutritional 
disorders [1-3].  The condition in our pa- 
tient was diagnosed as CIP on the basis 
of its clinical features. 

It has recently been suggested that the 
pathogenic mechanisms of GBS are relat- 
ed to cell-mediated immunity, antibody- 
targeted macrophage-mediated demyelina- 
tion or complement-dependent demyelina- 
tion [4]. However, attribution of the auto- 
immune response remains to be defined in 
CIP. 

The high protein content with 
pleocytes in the CSF was not characteris- 
tic of CIP and high serum concentrations 
of anti-GM, antibodies have never been 
reported in CIP. The pathophysiology of 
these findings was unclear, but might cor- 
respond to symptoms of acute axonal 
polyneuropathy in a subgroup of GBS 
[5]. This case suggests that autoimmune 
mechanisms may also be involved in the 
pathogenesis of  CIP. 
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Sir: The mechanical complications of ve- 
nous catheterisation are well known [1]. 
We should like to report an uncommon 
case: false aneurysm of the brachial ar- 
tery. 

A 58-year-old man was treated in the 
ICU following right nephrectomy for re- 
nal carcinoma with involvement of the 
vena cava. On day 49, septicaemia was 
suspected. A decision was taken to remove 
the central venous catheter in the internal 
jugular vein which had been in place for 
45 days. Since the patient had already un- 
dergone tracheostomy, venous access via 
the left axillary vein was chosen instead. 

Both coagulation and platelet count were 
normal. An attempt was made to punc- 
ture the axillary vein with a 16-G needle 
(Hasselcath, Plastimed 6346 F, Saint-Leu 
La For~t, France) on the proximal third 
of the humerus without using a tourni- 
quet. Palpation of the brachial pulse was 
difficult due to oedema and the first at- 
tempt resulted in an arterial puncture. 
The needle was withdrawn and, despite 
compression, a haematoma developed rap- 
idly, evolving into a mass 7 cm in diame- 
ter. The lump was firm, painless, without 
pulsation, and could not be compressed. 
Auscultation revealed a faint murmur. 
Ultrasonography showed an oval (4 cm 
length) collection of  liquid in the biceps. 
CT scan revealed that blood from the 
brachial artery was circulating in that 
space. The diagnosis of false aneurysm 
was confirmed by angiography (Fig. 1) 
which showed that the brachial artery had 
been pushed slightly backwards. The pa- 
tient underwent surgery on day 77 under 
local anaesthesia. Six months later, there 
had been no recurrence of false aneu- 
rysm. 

Fig. 1 Angiography: false aneurysm of 
the brachial artery 

Severe mechanical complications of 
central venous access, such as pneumo- 
thorax, nerve injury, haemorrhage, aneu- 
rysm or arteriovenous fistulae are fortu- 
nately rare. Only 175 mechanical compli- 
cations have been reported by the Food 
and Drug Administration over 2 years. 
However, these complications led to the 
death of the patients in 52 cases [1]. The 
incidence of  arterial puncture, the most 
frequent complication, is estimated as 
about 3~ for internal jugular vein access 
[2]. The incidence of arterial puncture for 
the transaxillary route varies between 6 
and 1307o [3]. The incidence of aneurysm 
or arteriovenous fistulae as complications 
of central venous catheterisation, is dif- 
ficult to assess. We could only find 7 
cases reported in the Medline Library be- 
tween 1990 and 1992, involving the 
subclavian or vertebral artery [4]. These 
complications resulted from internal jugu- 
lar vein or subclavian vein approaches. To 
our knowledge, it is the first time that 
such a complication has been reported 
with respect to the axillary vein. The phy- 
sician must bear these complications in 
mind when deciding to use a central 
venous access in a high-risk patient. 
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