
Introduction

Hypersensitivity angiitis is a leucocytoclastic vasculitis
primarily of the venules, but also of the capillaries and ar-
terioles. It is mainly a skin disease, but can also affect all
other organs [1, 10]. The disease may be initiated by im-
mune complexes being deposited in blood vessels after a
multitude of exogenous and endogenous antigens have
been found, thereby causing occlusive vasculitis. Bacterial
constituents [11, 15] and drugs [7, 13, 16], such as antibi-
otics, are among the antigens, but paraproteins and cryo-
globulins may also precipitate in the blood vessels [3, 14].
This report describes the fatal course of the disease in a

clinical case in which diagnosis was possible only by fo-
rensic autopsy.

Case report

An unconscious woman, aged 57 years, found lying on the
street was admitted to the hospital by the emergency phy-
sician. An alcoholic fetor was observed during the exam-
ination on admission; the blood alcohol concentration was
1.90 mg/ml. This and the presence of benzodiazepine in
the urine were indicative initially of combined intoxica-
tion as the cause of unconsciousness. The liver function
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data [lactate dehydrogenase (LDH), aspartate aminotrans-
ferase (ASAT), alanine aminotransferase (ALAT) and
gamma-glutamyltransferase (GGT)] were elevated and the
haemocoagulation parameters were abnormal [thrombocy-
topaenia, reduced thromboplastin time and low angioten-
sin (AT) III activity].

Cranial computed tomography (CCT) revealed an acute
epidural haematoma on the left side and a large intracere-
bral haemorrhage on the right front side. The surgical treat-
ment consisted of osteoplastic trepanation, removal of the
haematomas, stopping of the haemorrhage and the intro-
duction of an intracranial pressure probe type (Fig. 1).

Shortly thereafter, the patient became responsive and
could be extubated. During the further course of treatment,

consciousness deteriorated again. The control CCT estab-
lished a right frontotemporal subdural hygroma. An emer-
gency operation was performed to relieve and drain the 
hygroma. During her stay in the intensive care unit, the pa-
tient received successively and, at times, combined cefo-
tiam, tobramycin, ceftriaxon, cotrimoxazol, cefazolin,
imipenem and ciprofloxazin as treatment for pneumonia,
which was detected by X-rays, and a bacterial infection of
the urinary tract. The subsequent circulatory depression re-
quired the massive administration of catecholamines. The
patient’s general practitioner had not diagnosed heart dis-
ease. Similarly, relatives of the patient were unaware of a
heart-disease condition.

The patient died with symptoms of acute left ventricu-
lar heart failure after a total of 19 days of treatment. As an
unnatural death of unclear aetiology was suspected (pos-
sible effects of falling impact), an autopsy in the Depart-
ment of Legal Medicine was ordered.

As well as confirming numerous older fronto-temporal
cerebral contusions, the autopsy revealed a left occipito-
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Fig. 1 A Cranial computed tomography (CCT) on the day of admis-
sion showing epidural and subdural haematomas on the left side and
intracerebral haemorrhage on the right front side. B Control CCT af-
ter osteoplastic trepanation, removal of the haematomas, stoppage
of the haemorrhage and introduction of an intracranial pressure probe



temporal basal skull fracture. The type of fracture (direct
fracture) and its location (below the so-called brim line)
suggested that it had been caused by a fall. Operations were
performed under standard conditions. The direct cause of
death, however, was an acute 50×30-mm anterior and pos-
terior myocardial infarction of the left ventricle of the heart
with hypersensitivity angiitis leading to occlusion of mul-
tiple coronary arteries (Fig. 2).

A full-blown fine-noded pseudolobular cirrhosis of the
liver with evidence of alcoholic hyaline was established as
a concomitant disease.

The ischaemic myocardial infarction, determined by au-
topsy, was the cause of the circulatory depression observed
in the clinic. The first electrocardiogram (ECG) carried out
immediately following admission to the hospital indicated
a sinus rhythm with no reason to suspect a previous myo-
cardial infarction. During the patient’s stay in the intensive
care unit, continual ECG monitoring recorded the appear-
ance of occasional supraventricular and ventricular extra-
systoles. In contrast, the ECG following the circulatory de-
pression and prior to the death of the patient indicated a
peripheral low voltage and signs of a anterolateral myo-
cardial infarction. Whilst in the intensive care unit, the pa-
tient was given a cardiac catheterisation. Initially, cardiac
output, central venous pressure (CVP), mean pulmonary
arterial pressure and mixed venous oxygen saturation were
within the normal ranges. In the circulatory depression
phase, cardiac output decreased, CVP and mean pulmo-
nary arterial pressure rose and mixed venous oxygen sat-
uration declined.

Discussion

The clinical case described here exemplifies that appar-
ently unambiguous symptoms often do not lead immedi-
ately to the ultimately established diagnosis. The patient’s
unconsciousness was originally thought to be due to intox-
ication. The laboratory findings, however, showed patho-
logical coagulation parameters. The CCT ordered by the
neurosurgeon consulted in this case finally established that
unconsciousness was due to acute epidural haematoma and
intracerebral haemorrhage. After her condition had been
stabilised for some time, however, the patient died of cir-
culatory depression of an initially unclear origin.

The autopsy established that the acute heart failure was
caused by extensive myocardial infarction macroscopi-
cally and a hypersensitivity angiitis histologically and im-
munohistologically. The phosphotungstic acid-haematox-
ylin (PTAH) reaction permits myocardial necroses to be
detected only a few hours after the onset of ischaemia. 
Typically, so-called contraction bands can be observed in
which the transverse striation of the myocardial cell is com-
pressed and the cells are swollen [9]. The increased ex-
pression of adhesion molecules (among them ICAM-1,

202

Fig. 2 a Acute myocardial fibre necroses with karyolysis and con-
traction bands [phosphotungstic acid-haematoxylin (PTAH), ×360].
b Necrosis and endothelial cell proliferation of several coronary ar-
tery branches with leucocytic activation and haemorrhage from the
blood vessel walls [Haematoxylin & Eosin (HE), ×360]. c Severe re-
action (grade 3) for ELAM-1 (CD 62 E) on the inflamed endotheli-
um (ABC, mAK Dianova, ×360)



ELAM-1) at the inflamed endothelial cells of the blood
vessels is a new diagnostic criterion of hypersensitivity
vasculitis [2]. Its diagnosis, however, often requires the im-
munohistological examination of frozen sections. The time
at which the disease occurred (before the trauma or pos-
sibly due to the administration of an antibiotic during the
ward treatment) cannot be clarified retrospectively in this
case.

Hypersensitivity angiitis is an uncommon immune com-
plex disease [11] which can occur together with systemic
diseases [4]. It can be caused by bacterial substances [15]
or medication [5]. In retrospective examination of the case,
the authors hold the opinion that, in this case, the intrave-
nous application of antibiotics during the patient’s stay in
hospital resulted in hypersensitivity angiitis.

Though the disease shows typical symptoms [6, 8, 16],
which enable a differential diagnosis to be made with re-
spect to other clinical pictures, it is often not considered in
differential diagnoses, even where the symptoms are rela-
tively typical, because it is so rarely encountered and its
clinical picture is therefore relatively unknown. In cases
with less-typical clinical signs, the diagnosis is sometimes
only established by histological examination (biopsy ma-
terial) [5] or by autopsy, as described here. Therapeutic 
action consists of guarding against the causal substances,
administration of anti-inflammatory drugs [12], intrave-
nous gamma globulin application and immunosuppressive
therapy [3].
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