Dr. Pardeep (DUHS Karachi, Sindh), Maheshwari (Isra
University Hyderabad, Sindh), Dr. Bharat Rathi (LUMS
Hyderabad, Sindh), Dr.Amit Kumar(Isra University
Hyderabad, Sindh), Dr Ghulam Shabbir (AKUH Karachi,
Sindh), Dr Nadeem Memon (AKUH Karachi, Sindh), Dr
Saquib Syed Khan (AKUH Karachi, Sindh), Dr .Waseem
Ahmed (DUHS Karachi, Sindh).

References
1.

Spoor MT, Sutherland FR. The evolution of the concept of brain death. Am R
Coll Physicians Surg Can 1995; 28:30-2.

2.

Pernick M.S. Brain death in a cultural context: The reconstruction of death
1967-1981. In S. J. Younger, R. M. Arnold, and R. Schapiro (Eds), The
definition of death: Contemporary controversies (pp. 3-33). Baltimore: Johns
Hopkins University Press.

3.

Giacomini M. A change of heart and a change of mind: technology and
redefinition of death in 1968. Soc Sci Med. 1997; 44: 1465-82.

4.

Green M.B and Wikler D. Brain death and personal identity. Philisophy and
public affairs. 1980; 9:105-33.

biological rationale for equating brain death with death. Journal of Medicine
and Philosophy. 1998; 26: 457-78.
13.

Annas G.J. Nancy Cruzan and the right to die. New Eng Journ Med 1990: 323;
670-672.Barlett, E.T. and Younger, S.J. Human death and destruction of the
neocortex. In R. M. Zaner (Ed), Death: Beyond whole-brain criteria (pp. 199216). Dordrecht, Boston, and London: Kluwer Academic Publishers

14.

Curry PD, Bion JF. The diagnosis and management of brain death. Curr
Anesth Crit Care 1994;5: 36-40.

15.

Dobrusin RR. Organ donation in Jewish law. Summary of discussion at Beth,
Israel. June 22, 1996.

16.

Campbell C.S. Fundamentals of life and death: Christian fundamentalism and
medical science. IN Younger S.J, Arnold R.M and Schapiro R (Eds), The
definition of death: Contemporary controversies (pp. 194-209). Baltimore:
Johns Hopkins Press.

17.

Organ transplantation: an Islamic perspective. In: Al Bar MA, edi.
Contemporary topics in Islamic medicine. Jeddah: Saudi Arabia Publishing
and Distributing House 1995: 147-53.

18.

Cadaveric donation (editorial). Dawn. The internet edition. 15 February 2001.
Available at: http:/Dawn.com

19.

Jennet B. Brain death. Br J Anaesth 1981; 53:1111-9.

20.

Haupt WF, Rudolf J. European brain death codes: a comparison of national
guidelines. J Neurol 1999; 246:432-7.

5.

Jennet B, Plum F. Persistent vegetative state afte brain damage. Lancet 1972;
1: 734-7.

21.

Robertson J.A. The dead donor rule. Hastings Center Report. 1999; 29:6-14

6.

Ad Hoc Committee of the Harvard Medical School to examine the definition
of brain death. A definition of irreversible coma. JAMA 1968;205: 337-40

22.

Dobb GJ, Weekes JW. Clinical confirmation of brain death. Anaesth Intense
Care 1995; 23:37-43.

7.

Widjicks E.F.M. Brain death worldwide: accepted fact but no global
consensus in diagnostic criteria. Neurology 2002; 58:20-5.

23.

8.

Morioka M. Bioethics and Japanese culture, brain death, patients rights and
cultural factors. Eubios J Asian Int Bioetics 1995: 5;87-90.

Kim JR, Elliott D, Hyde C Korean health professionals' attitudes and
knowledge toward organ donation and transplantation. Int J Nurs Stud. 2004;
41: 299-307.

24.

9.

Morioka M. Reconsidering brain death. A lesson from Japan's fifteen years of
experience. Hasting Center Report 2001; 31:41-46.

Wig N, Gupta P, Kailash S.Awareness of brain death and organ transplantation
among select Indian population. J Assoc Physicians India. 2003;51:455-8.

25.

10.

Bernat J.L. The boundaries of the persistent vegetative state. J Clin Ethics.
1992: 3; 176-80.

Singh P, Kumar A, Pandey CM, Chandra H Level of awareness about
transplantation, brain death and cadaveric organ donation in hospital staff in
India. Prog Transplant. 2002;12: 289-92.

11.

Zeman A. Persistent vegetative state. Lancet 1997; 350: 795-8.

26.

12.

Shewmon, D.A. The brain and somatic integration: Insights into the standard

Golmakani MM, Niknam MH, Hedayat KM.Transplantation ethics from the
Islamic point of view. Med Sci Monit, 2005; 11: RA105-109.

Original Article
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

78%

Language dysfunction

60%

Altered sensorium

35%

Headache

20%

Vomiting

20%

Seizures

9%

Hemianaesthesia

9%

Vertigo

8%

Imbalance or fall

7%

60%

55%

50%

40%

30%

basal ganglia
thalamus
26%

cerebral lobes
brain stem
cerebellum
intra ventricular

20%
11%
10%

8%

7%
1%

0%
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)

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.

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.
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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
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cases, while headache followed by loss of consciousness
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