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for blood lipids. Eddleston and Shelly [3] 
presented a patient who needed up to 
6.4 mg/kg per h of propofol. His 
triglyceridaemia reached 5.6 retool/1. 

The evolution of lipaemia in our pa- 
tients suggests a relationship with pro- 
pofol. Although patient number 1 possib- 
ly had a prior alteration in fat metabo- 
lism, his baseline lipaemia was abnormal. 
The propofol doses we used are relatively 
high, but the emulsion furnished a mod- 
erate load of triglycerides (from 0.6 to 
1.5 g lipids/kg per day), far from the 
maximum recommended dose for 
parenteral nutrition in critically ill pa- 
tients, assumed [4] to be 2.5 g of fat/kg 
per day. Hypertriglyceridaemia has been 
reported with doses corresponding to 
1 .8-3.6g of fat/kg per day [5], but not 
with infusions of 100 g lipids/day [61, 
similar to ours. Therefore, the hyper- 
triglyceridaemia in our patients does not 
seem directly correlated to the quantity of 
lipids received. Rather, it could be hy- 
pothesized that propofol per se somehow 
alters triglyceridaemia. This would occur 
when propofol doses approach 
5 - 6  mg/kg per h and the infusion lasts 
about 100 h - the situation for most our 
patients. This agrees with some prior ob- 
servations [71. 

Complementary studies are needed of 
extended, high-dose infusions of propofol 
to evaluate the incidence of hyper- 
triglyceridaemia [7]. It is advised to moni- 
tor lipaemia in patients receiving propofol 
of over 5 - 6  mg/kg per h or in long-term 
infusion. 
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Sir: In patients infected with the human 
immunodeficiency virus (HIV), varicella is 
rare. As in the general population, its in- 
cidence is higher in children than in 
adults [1-3].  In a retrospective study of 
421 patients with HIV (including two 
children), only 15 (3.5%) had a diagnosis 
of varicella [1]. Leibovitz et al. [2] report- 
ed an incidence of 9.7% among HIV pos- 
itive Romanian children, with a mortality 
of 5%, mostly due to respiratory failure. 
In children as in adults, incidence and 
outcome were not correlated with the 
CD~ cell count [1, 21.1 

A 37-year-old African man was admit- 
ted with hepatalgia, fever and generalized 
vesicular eruption Which had appeared 10 
days after his daughter was ill with 
chickenpox. Chest X-ray studies showed 

bilateral interstitial pneumonitis, though 
the patient denied any dyspnea. Laborato- 
ry findings on admission showed normal 
white blood cell count (WBC) and mild 
hepatitis. Therapy with intravenous 
acyclovir 10mg/kg per 8 h was begun. 

The next day, respiratory failure, col- 
lapse, disseminated intravascular coagula~ 
tion (DIC), and acute renal failure with 
anuria developed. Chest X-ray studies 
showed massive bilateral pneumonitis. The 
patient was intubated and dobutamine 
treatment was begun. Blood gas analysis 
showed: partial pressure of oxygen in ar- 
terial blood/fractional inspired oxygen 
= 74. Bronchoalveolar lavage (BAL) ex- 

amination did not yield any bacterial, vi- 
ral, fungal, or parasitic pathogen. 

One week later, physical examination 
did not show any improvement. Antibod- 
ies to HIV were positive, CD~ cells were 
255/mm 3. Laboratory findings were: 
WBC 20900/mm3; amylase 274 IU/1 
(n < 115); lipase 382 IU/1 (n <190); 
creatinine 669 mmol/1. Cultures of BAL 
and blood were negative. Acyclovir was 
discontinued for suspicion of acyc!ovir-in- 
duced nephropathy; however, renal biopsy 
failed to show acyclovir-crystalline precipi- 
tation. 

Ten days after admission, Klebsiella 
pneumoniae septicemia and Pseudomonas 
aeruginosa pneumonia developed. Despite 
antibiotic and inotropic treatment the pa- 
tient progressively worsened and died 1 
month after admission. Immunoglobulin 
G titers for varicella had increased from 
700 IU/1 5 days after admission to 
2250 IU/1 2 weeks later. Titers for 
cytomegalovirus, respiratory syncytial vi- 
rus, influenza virus, Epstein-Barr virus, 
herpes simplex virus, and toxoplasmosis 
remained negative. 

In HIV-infected patients, varicella of- 
ten is atypical, prolonged, and recurrent 
[1, 41. The duration of the appearance of 
new lesions frequently is longer than in 
immunocompetent patients [4]. Reactivat- 
ed cases have been reported and serologic 
immunity thus does not provide complete 
protection [1, 3, 4]. Even if mortality re- 
mains low [1, 2], serious complications 
may occur, with death mostly due to bac- 
terial superinfection [4], respiratory failure 
[21 and DIC [1]. 

In our case, the patient deteriorated 
rapidly with the adult respiratory distress 
syndrome (ARDS), septic shock, and 
subsequent multiple organ failure (MOF), 
despite early initiation of acyclovir thera- 
py. The absence of any other infectious 
pathogen suggests the direct responsibility 
of varicella for these complications. 

Even if hepatitis [1, 3, 4], pancreafitis 
[4], pneumonia [5] and DIC [1] have 
already been described in varicella, their 
association with ARDS, MOF, and septic 
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shock is an original observation being 
reported here for the first time. Clinicians 
should be aware of this etiology in im- 
munocompromised patients presenting 
ARDS. Early treatment with acyclovir and 
hyperimmune anti-varicella immuno- 
globulins may be beneficial in this setting. 
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Sir: The problem of brain death diagnos- 
tics remains controversial [1]. Any investi- 

gation of the reliability of methods used 
to determine brain death, such as the 
study by Paolin et al. [2], should there- 
fore comply with the rules established for 
diagnosing brain death [3-5].  An indis- 
pensable requirement for the clinical diag- 
nosis of brain death is that not only the 
loss of all brain functions be proven, but 
that the irreversibility of this condition be 
demonstrated as well. Irreversibility may 
only be assumed if repeated examinations 
over a defined period of time confirm the 
loss of  function. Recommended observa- 
tion periods are 12-72  h, depending on 
the underlying pathology [3-5].  The au- 
thors did not test gag and tracheal reflex- 
es or carry out repeated examinations and 
did not conduct their observations over 
any recommended period of time. Even 
though the patients were on phenobarbi- 
tal, apnea testing was performed. Because 
of this considerable deviation from ac- 
cepted standards, the clinical diagnosis of 
brain death made by the authors cannot 
be accepted as valid [3-5].  For method- 
ological reasons, the authors' statement 
that they observed "EEG activity after 
clinically determined brain death;' as well 
as their conclusion that the EEG has only 
a "low sensitivity . . .  in the diagnosis of 
brain death~' have to be rejected. This is 
true despite the results of  cerebral pan- 
angiography (CPA) showing cessation of 
intracranial circulation, because CPA was 
carried out subsequent to clinical examin- 
ation, EEG, TCD and CBF, in this order. 
These CPA results cannot confirm that 
the patients were brain dead during EEG 
tracing. 

Additionally, it is known and should 
be stressed that in patients with primary 
infratentorial lesions, brain stem death 
may precede cortical death, as assessed by 
EEG, by days [5, 61.. This means that any 
study concerning clinical brain death di- 
agnostics must differentiate between in- 
fratentorial and other brain lesions. Un- 
fortunately, Paolin et al. [21 did not do 
this. 

In the Discussion section of their pa- 
per, the authors mention that they ob- 
served EEG activity in several patients 
with intracranial circulatory arrest. Aston- 
ishingly, this finding is not presented in 
the Results section and no details are giv- 
en. This remarkable observation would be 
the first claim of EEG activity in adults 
after intracranial circulatory arrest proven 
by CPA. To discuss these results, which 
were stated in only one sentence, reason- 
ably, it would be of great help if all rele- 
vant details for the patients were given. 
These would include the results and com- 
plete time course of all investigations, es- 
pecially of  the CPA and subsequent 
EEGs, detailed description of the EEG 
tracings, the angiographic images and the 

intracranial pathology. The reference to 
the paper by Grigg et al. [7], who also 
claimed a discrepancy between EEG and 
flow study in adults, is of no help in this 
discussion because in that study, clinical 
brain death diagnostics also deviated sig- 
nificantly from recommended practice [4]. 
For example, no apnea testing was per- 
formed in 20 of the patients, flow studies 
were done by cerebral perfusion scin- 
tigraphy (CPS), not by CPA, and it is not 
clear whether CPS was performed prior 
to or following EEG tracing. Additionally, 
in at least two patients, primary brain 
stem death must be assumed [7]. 

Diagnosing brain death is a synoptic 
procedure. An indispensable requirement 
for this diagnosis, even if confirmatory 
tests including CPA are performed, is a 
meticulous clinical examination complying 
with recommended and established stan- 
dards. If there is a deviation from accept- 
ed practice, any conclusions regarding dis- 
crepancies between clinical and EEG diag- 
nostics, or flow studies and EEG, become 
questionable. 
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