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Clinical and radiological features of intracerebral haemorrhage in hypertensive

patients
Azra Zafar, Farrukh Shohab Khan

Department of Neurology, Liaquat National Hospital, Karachi.

Abstract

Objective: To describe clinical and radiological features of intracerebral haemorrhage in hypertensive patients.

Methods: This is a descriptive case series, carried out prospectively over a period of 6 months at, department

of neurology, Liaquat National Hospital, Karachi. Hypertensive patients > 25 years of age, presenting with

features of stroke and verified by either CT scan or MRI brain as having intracerebral haemorrhage, were

included. Clinical and radiological features were identified. A total of 100 patients were included in the study. Data

was analyzed by SPSS version 10.0.

Results: There were 62% males and 38% females. Mean age was 56 ± 12 years. Diabetes mellitus was present

in 30% and ischaemic heart disease in 26% patients. Of all, 28% were smokers. Hemiparesis or hemiplegia

(78%) was the commonest presenting feature followed by speech dysfunction (60%).  Headache and vomiting

were present in 20% and seizures in 9% cases. Basal ganglia (55%) was the commonest site of bleed followed

by thalamus (26%), cerebral hemispheres (11%), brain stem (8%) and cerebellum (7%).

Conclusion: Hypertensive intracerebral haemorrhage was more common in males as compared to females in

our study. Hemiparesis and speech disturbances were frequent presenting features. The commonest site of

bleeding was basal ganglia followed by thalamus and cerebral hemispheres (JPMA 58:356;2008).
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Introduction

Intracerebral haemorrhage accounts for 10-23% of

strokes,1 with hypertension being the single most important

risk factor in middle aged and elderly persons.2,3 Intracerebral

haemorrhage is associated with higher mortality rate with

only 38% of affected persons surviving in the first year.3

Reported frequency of intracerebral haemorrhage in our

country is even higher, ranging from 24 to 46%.4 Depending

upon the underlying cause of bleeding, intracerebral

haemorrhage is classified as either primary or secondary.

Primary intracerebral haemorrhage accounts for 78 to 88% of

cases, originating from the spontaneous rupture of small

vessels damaged by chronic hypertension or amyloid

angiopathy.5 Primary intracerebral haemorrhage occurs more

frequently in men than women,6 particularly those older than

55 years of age,7 and in certain populations as blacks and

Japanese.8 Secondary intracerebral haemorrhage is

encountered in a minority of patients in conditions with

vascular abnormalities (such as arteriovenous malformation,

aneurysm), tumours, recreational drug abuse or impaired

coagulation.9 Cerebral bleeding may be attributed to acute

hypertension or rupture of arteries damaged by chronic

hypertension.10 Chronic hypertension induces degeneration

of the small arteries (lipohyalinosis), which may then be

prone to rupture.11 The increased  risk of intracerebral

haemorrhage is substantially greater among those who have

ceased their antihypertensive medication, are relatively

young or are current smokers.2 Young people differ in their

clinical characteristics and have a different prognosis when

compared to their older counterparts.12 Patients with large a

haemorrhage exhibit a sudden onset of focal neurologic

deficit.13 Headache14, vomiting 15 and depressed conscious

state14,15 are common with focal signs dependent on the site

of haemorrhage.16 The most common site of bleeding is in the

deep region of the brain involving putamen, thalamus and

caudate nucleus, where it results from rupture of the vessels

near the base of the brain.17 In one study, sudden headache

followed by loss of consciousness, loss of speech, hemiplegia

or hemiparesis were the most frequent presenting complaints.

Common sites of bleed were basal ganglia, internal capsule

and thalamus (75%) followed by cerebellum (9%).18

Patients and Methods

This is a descriptive case series, carried out

prospectively over the period of 6 months (from October to

March 2008) at the department of neurology, Liaquat National

Hospital,.Karachi. Spontaneous intracerebral haemorrhage

was defined as a sudden onset of an acute neurological deficit

with confirmation of intraparenchymal haemorrhage either by

CT scan or MRI brain. Patients more than 25 years of age,

with hypertension (defined as those with history of blood

pressure more than or equal to 140/90 mmHg, whether treated

or not) and spontaneous intracerebral haemorrhage as defined

above were included in the study. Patients with secondary

causes of haemorrhage were excluded. Total of 100 patients

were enrolled. Informed consent was taken, a detailed history

obtained and examination was performed. Presenting clinical

features which included, hemiparesis or hemplegia, speech

dysfunction, altered sensorium, headache, vomiting and

seizures were noted.

Fasting lipid profile was checked in all patients.

Location was sited as basal ganglia, thalamus, lobar, brain

stem, cerebellum and intraventricular according to CT Scan

or MRI. Associated radiological features as oedema and

hydrocephalus were also described.

Data was analyzed by SPSS version 10.0.

Descriptive statistics were applied to calculate frequencies

and percentages of qualitative variables, like findings on CT

scan or MRI as location. Mean values with standard

deviation were computed for quantitative variables as age.

Results

Among 100 patients, 62 % were males and 38%

were females. Age range was 28 to 90 years with mean age

of 56+12 years. Hemiparesis or hemiplegia was the

Table:1 Percentages of different presenting complaints.

Presenting complaints Percentages of patients

Hemiparesis or hemiplegia

Language dysfunction

Altered sensorium

Headache

Vomiting

Seizures

Hemianaesthesia

Vertigo

Imbalance or fall

78%

60%

35%

20%

20%

9%

9%

8%

7%

55%

26%

11%
8%

7%

1%

0%

10%

20%

30%

40%
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60%

basal ganglia
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brain stem
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intra ventricular

Figure. Location of intracerebral haemorrhage.
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commonest presenting complaint followed by speech

dysfunction. Headache and vomiting were found in 20 %

patients and seizures in 9%. Less common complaints were

vertigo, imbalance, and hemianaesthesia. (Table: 1) 

Diabetes mellitus was present in 30%, ischaemic

heart disease in 26% and 28% patients were smokers.

Previous history of ischaemic infarct was present in 13

patients, however only 4 had history of intracerebral

haemorrhage in the past. Basal ganglia were the commonest

site of bleed followed by thalamus, cerebral lobes, brain

stem and cerebellum. (Figure) Primary intraventricular

haemorrhage was found in one patient only. Surrounding

oedema was seen in 20%  cases and hydrocephalus in 6%

patients. Intraventricular seepage secondary to parenchymal

haemorrhage was observed in 8% patients.

Discussion

Hypertensive haemorrhage is more common in

males than females as also reported in other studies. 6, 7

Headache and vomiting are frequent non specific symptoms

which occur due to increased intracranial pressure and

meningismus which results from blood in the ventricles.19

In our study, headache and vomiting were present in 20% of

cases, while headache followed by loss of consciousness

was the commonest complaints as in the study by Arshad et.

al..18 Altered level of sensorium was seen in 35% of

patients. Decreased level of consciousness is more

commonly seen when a large haematoma develops and

intracranial pressure rises. This directly compresses or

distorts the thalamic and brain stem reticular activating

system.19 Reported frequency of seizures is 10 to 15%,

usually associated with haemorrhage in the cerebral

hemisphere.20 We  found seizures in 9% of our cases, with

almost all occurring within 24-48 hours. It has been

previously observed  that most seizures occur at the onset of

intracerebral haemorrhage or within the first 24 hours.21 The

higher percentage of focal neurological symptoms as

hemiparesis or hemiplegia and speech disturbances can be

explained by more frequent involvement of deeper regions

of brain as basal ganglia and thalamus (80%), which has

been reported earlier.18 Lobar haemorrhage was found in

11% cases, parietal lobe being commonly involved (9/11)

while intraventriclar haemorrhage was least common, seen

in only 1 patient.  Apart from hypertension, smoking, low

HDL cholesterol and possibly diabetes mellitus are

associated with increased risk of intracerebral

haemorrhage.22

Conclusion

In the presented study, hypertensive intracerebral

haemorrhage was more common in males as compared to

females.  Hemiparesis or hemiplegia and speech

dysfunction were the most frequent presenting complaints.

Deeper regions of the brain as basal ganglia and thalamus

were more involved than other areas of the brain. 
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