Case Series of Ruptured Jamaican Berry Aneurysms Four Decades Ago
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Abstract

Objective

From our personal experiences, it is our wish to examine the incidence of
ruptured intracranial aneurysms about four decades ago in Jamaica, the West
Indies, with regards to postoperative deterioration of neurological/psychological
functions.

Materials and Method

The author, while working in Jamaica, the West Indies, from 1975 to 1977 (3
years), operated on 6 cases of ruptured intracranial aneurysms of 5 females and 1
male. The source of these data is from the author's surgery records.

Result

There were 4 aneurysms from the posterior communicating artery, and 1 each
from the anterior communicating artery, and the middle cerebral artery. Their
ages ranged from 31 to 64 years. They presented with diverse neurological
disturbances. Their aneurysms, which were diagnosed through contrast carotid
angiography, were all clipped through fronto-lateral craniotomy under general
anaesthesia. The procedures were well tolerated by the patients. There were no
complications and no gross additional neurological deficits postoperatively. The
wounds had healed by primary intention. The patients were discharged home 12
days postoperatively, the stitches having been removed 2 days earlier. Follow-up
checks started about 7 days after discharge. The neurological deficits had cleared
about 3 months later.

Conclusion

Having bled, the aneurysms exposed themselves by causing sudden severe
headaches, and various neurological problems, depending on their locations. We
found more females than males. The posterior communicating artery aneurysm
was predominant. There were no cerebro-vascular spasms postoperatively.

Greek ----ANEURYSMA (Ana=up or across, eurys=wide or broad)

Key Words: Subarachnoid Haemorrhage, Cerebro-Vascular Spasms.

Introduction

ntracranial aneurysms arise from defects in the

media of the arterial wall, especially, at the

branch points of large arteries. It is accepted that,
because of the media defect, there is a weakness in
the vessel wall, from which, as the years go by,
through pulsation and blood pressure, an aneurysm
develops'. They could be as small as the head of a pin
and up to the size of a cherry. They could start
bleeding at any age. They are classified into
saccular, berry or congenital aneurysms’;
dolichoectatic, fusiform, or arteriosclerotic
aneurysms of proximal arteries; infectious or
mycotic aneurysms, situated peripherally. We also
have neoplastic aneurysms and post- traumatic
aneurysms. Microaneurysms do occur in small
perforating vessels, as a result of hypertension.
Cigarette smoking, illicit drug use, alcohol intake °,
pregnancy ‘ may induce aneurysmal formation *°

Aneurysms, especially the berry type, frequently
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rupture spontaneously into the subarachnoid space,
causing subarachnoid haemorrhage. Rupture could
also result in intraparenchymal, intraventricular or
subdural haemorrhage. Giant aneurysms, usually
larger than 25 mm in diameter, could also produce
mass effects and distal thrombo-embolism.
Aneurysms could be single or multiple. Some
rupture, others do not. The overall incidence of
ruptured intracranial aneurysms has been estimated
at10.5 per 100,000

Individuals'.

Symptoms, amongst others, of subarachnoid
haemorrhage, are usually sudden severe headaches,
alterations in the level of consciousness, meningeal
irritation, autonomic disturbances and focal
neurological deficits. Severe subarachnoid
haemorrhage from ruptured intracranial aneurysms is
catastrophic, leading either to death or permanent
disabilities, in most cases. Survivors often have
neuropsychological dysfunction. About 10% of cases
die before reaching medical attention; about 25% die
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within 24 hours and 40 to 49% die within 3 months'.
Diagnosis is usually confirmed with the assistance of
Computerized Tomography Angiography
Scan(CTAS)™, Magnetic Resonance Angiography
Imaging (MRAI)’ and, very usefully, conventional
4-vessel angiography.

The treatment of ruptured intracranial aneurysms is
usually conservative (aimed at vasospasm),
surgical'’, and/or use of endovascular techniques
with platinum coils, etc.”"”, depending on the
condition of the patient” and the environment.
Because of the risk of a rebleed, surgical or
endovascular treatment is recommended.
Complications after rupture include cerebral
vasospasm ', recurrent haemorrhage””, seizures,
hydrocephalus, venous thrombo-embolism,
neurological deficits, psychological disturbances,
infections, etc; while, after clipping, there could be
slipped clips as well.

Prognosis is usually dependent on age, neurological
status, aneurysm location, how long between onset
of symptoms and intervention, presence of
vasospasm, presence and extent of intraparenchymal
or intraventricular haemorrhage, the presence of
hypertension and other diseases.

Patients and Method

From 1975 to 2011, the author operated on 6 (six)
cases of ruptured intracranial aneurysms. All six
were in Jamaica from 1975 to 1977. There were 5
females and 1 male (Table 1). Their ages ranged from
31 to 64 years (Table 1). They were all admitted on
same day of rupture through the Accident and
Emergency department. All patients had had sudden
severe excruciating headaches, as if struck by
lightning, brief loss of consciousness, neck-stiffness,
photophobia, nausea and vomiting and blurred
vision. The 4 patients with posterior communicating
artery aneurysms had nervus oculomotorius pareses
in addition. The patient with the right middle cerebral
artery aneurysm had a slight left hemiparesis also
(Table 2).

Past medical histories revealed no abnormalities.
Routine laboratory investigations were carried out,
as well as plain skull radiographs, which were within
normal limits. Conventional carotid angiography by
direct common carotid artery puncture under routine
general anaesthesia, a day after admission, clearly
demonstrated the aneurysms (Pictures 1,2.6) without
evidence of vascular spasms. MRI was not carried
out since the facilities were not available.
Preoperative treatment was basically bed rest and
routine analgesics. Operations were carried out about
7 days later on our routine operation days, under
general anaesthesia, during which the aneurysms
were clipped, through a fronto-lateral osteoplastic

craniotomy in each case. There was a slight yellowish
discoloration of the brain around the middle cerebral
artery aneurysm, due to the haemorrhage.

Stitches were removed on the tenth day
postoperatively. The patients were sent home 2 days
later, and referred to the out-patient's department for
follow-up checks 7 days after discharge.

There were no particular measures or other treatment
given postoperatively, apart from anticonvulsant
prophylaxis with phenobarbitone sodium 30 mg
twice daily for 2 years.

Results

Out of the 6 diagnosed cases, 4 aneurysms were
located in the posterior communicating/internal
carotid junction (all females), 2 on each side (Picture
1) and 1 each from the anterior communicating artery
(female) (Picture 2) and the middle cerebral artery
(male) (Table 3). The predominant age range was 40-
50 years, and all posterior communicating artery
aneurysms were in females.

Table 1: Ruptured Intracranial Aneurysms.

Age Ranges Males Females Total
30-40 1 1 2
40— 50 -—- 3 3
50 - 60 -—-- -—-- -
60— 70 -— 1 1
Total 1 5 6
Table 2:
Clinical Ant. Middle Post.
Presentation Comm. Cerebral Comm.
Artery Art. Artery
Headaches all all all
Brief loss of all all all
Consciousness
Neckstiffness all all all
Photophobia all all all
Nausea all all all
Vomiting all all all
Blurred Vision all all all
Oculomotor Paresis None none all
Hemiparesis None all none

The patients tolerated the procedures very well and
recovered from the anaesthesia without any
additional neurological deficits. The wounds had
healed by primary (1" ) intention. Repeat contrast
radiographs, postoperatively (Pictures 3-5), showed
the clips in situ, without any aneurysms. All their
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complaints and symptoms had completely
disappeared and they were fully mobilized and
integrated back into the society about 3 months after
the operations.

Table 3:

Location Males Females Total

Anterior -—-- 1 1
Communicating

Artery.

Middle Cerebral 1 -—-- 1
Artery.

Posterior -—-- 4 4
Communicating

Artery.

Total 1 5 6

Figure 1: Post. Comm. Art. Aneurysm - before
Clipping.
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Figure 2: Ant. Comm. Art. Aneurysm - before
Clipping.

Figure 3: Middle Cerebral Art. Aneurysm - after
Clipping.

Figure 4: Ant. Comm. Art. Aneurysm - after
Clipping.

Figure 5: Post. Comm. Art. Aneurysm - after
Clipping.
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Discussion

None of our cases had any indications, clinically or
radiographically, of vasospasms, as widely reported,
post- rupture and postoperatively. Could this be
racially/genetically dependent? The age range, in
our series, of 40-50 years, did not agree with those
reported by others of 55-60 years'.

Ruptured berry or congenital aneurysms constitute
about 90% of all cerebral aneurysms, we had 100%.
This might be due to our small series.

Berry aneurysms are situated in the anterior
circulation in 85 to 95% of cases ', which is in
agreement with our findings. In all cerebral
aneurysms, female to male ratio is estimated at 1.6 to
1', we had 5 females to 1 male. That the junction of
the internal carotid artery with the posterior
communicating artery is the most common site for
saccular aneurysms in women was also supported by
our findings. That the prognosis of aneurysmal
subarachnoid haemorrhage is worse for women ' was
however, not observed from our cases. In our series,
66.7% were from the posterior communicating artery
junction with the internal carotid artery, as against
23% published.

A larger series might indicate otherwise.
Unruptured aneurysms could present themselves by
causing neurological deficits and/or psychological
problems, as evidenced by one of our cases (Picture
6) with ophthalmological and psychological
dysfunctions.

Conclusion

From our experience, ruptured berry aneurysms were
more in females than in males, and, posterior
communicating artery aneurysms were predominant.
They were most prevalent in the age range of 40-50
years and none in the 50-60 years range and after the
age of 70 years. There were no resultant vasospasm
pre- or postoperatively. The different findings could
have been due to genetics/genetical mutations,
changes in life style, environment, etc. over the
years. No definite conclusions could be deduced
from our findings. Further research might throw
more light on these.
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