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Treatment of post-traumatic subdural
haematoma

Bhatty GB. (Neurological Specialist, Ram Manohar Lohia Hos-
pital, New Delhi, India.) Subdural haematorna: An evaluation of
treatment methods. J Indian Med Assoc 1996;94:7-10.

SUMMARY
This is a series of 100 patients (91 males and 9 females) treated for
subduralhaematoma (SOH) over a 4-year period (1985-89); 74 had
chronic haematoma and 26 the subacute variety. The diagnosis of
SDH was established in 90 patients using cr scan and by carotid
angiographyin the remaining 10.There were a total of 118subdural
haematomasbecause of bilateral lesions in some patients.

Thethrust of the paper is on the treatment of subacute and chronic
subduralhaematomas. Only one patient was treated successfully by
conservativemeasures. The rest had surgical evacuation of the SOH
using one or a combination of three approaches: (i) twist-drill
craniotomy with a l6-gauge brain needle, (ii) burr-hole evacuation,
and(iii) craniotomy. The author employed a 'step-wise escalation' of
the surgical procedure, starting in most cases with a twist-drill
aspiration followed by burr-hole and craniotomy evacuation.

The paper is anevaluation of the various surgical procedures. The
twist-drill craniotomy was employed in 84 patients but failed to
evacuate the SOH in 26 (31%). Burr-hole was performed primarily
in 9 patients and secondarily in the 26 twist-drill failures; of the 35
procedures only 2 (6%) failed. Craniotomy was carried out on 8
patientsprimarily and also on the 2 patients with failed burr-hole; it
was successful in all the cases. Six patients died, 4 of whom were in
grade 3/4 coma at the time of admission.

COMMENT
This report of SOH in 100 patients with 118 lesions is one of the
large series in the literature. There were 91 males and 9 females,
emphasizing the overwhelming male predominance encountered
inSOH.1

The classification of SOH into acute, subacute and chronic
types by the author is according to the widely accepted temporal
criteria first proposed by McKissock et al. I and subsequently
adopted by others.P Acute SOH clinically manifests within 48 to .
72 hours of the causative injury; chronic SOH presents after 3
weeks of injury and the subacute variety between 3 and 20 days.P
Subacute SOH often merges either into the acute variety or into
the chronic type such that a separate discussion of the subacute
disease is often not meaningful."

The clinical diagnosis of post-traumatic SOH, especially the
chronic variety is beset with a number of difficulties. Firstly, the
possibility of a chronic SOH cannot be ignored because the
antecedent head injury was either minor or occurred weeks or
months before. Secondly, the symptoms and signs are often
insidious leading to the suspicion of dementia. J Thirdly, the
clinical manifestations of chronic SOH are legion and include
stroke, transient ischaemic attacks, encephalitis, organic psycho-
sis, dementia, brain abscess and intracranial neoplasm+' Only 8
of 38 cases of chronic SOH in an East African series had the

disease on the list of differential diagnoses.' Before the advent of
cr scanning, the diagnosis of chronic SOH was made only at
post-mortem examination in more than 30% of cases.' A clinical
finding of great diagnostic value in chronic SOH in the Nigerian
experience was the fluctuating level of consciousness. 5 McLachlan
et al.9emphasized the diagnostic importance of ataxic or apractic
gait.

The need for diagnostic investigations in SOH is thus obvious.
In this paper, the diagnosis was established using CT scan in 90
patients and by carotid angiography in the remaining 10. CT scan
is the best diagnostic method for suspected SOH as it is accurate,
rapid to perform, non-invasive and allows the evaluation of all
intracranial structures in one study. Magnetic resonance imaging
(MRI) was not employed in this series; its use appears academic
only, as it is indicated in evaluating an isodense haematoma
visualized on CT scan.!"

Carotid cerebral angiography, popular before the advent of cr
scan, is accurate in 99% of cases. II It is still used when cr
scanning is not available. Bilateral visualization of the internal
carotid circulation, obtained by cross-compression, is essential
for detecting bilateral SOH.

Why a single patient was treated conservatively is not stated.
The conservative regimen consists of bed rest, administration of
steroids and large amounts of mannitol, over a period of 3 to 5
weeks. Patients who are neurologically normal with little or
no disturbance of consciousness may be considered for conserva-
tive treatment. Most of the papers on the conservative treatment
of chronic SOH were published 20 to 30 years ago.12-14Satisfac-
tory outcome was erratic; while most of Suzuki and Takaku's"
patients had satisfactory outcome, Gjerris and Schmidt's" did
not. It would appear that today conservative treatment has little or
no place in the management of proven chronic SOH.

Surgery, on the other hand, remains the mainstay of treatment
of chronic SOH. A satisfactory outcome usually accrues from any
form of surgical procedure. The simplest method cited in this
paper is a twist-drill craniotomy. This can be performed rapidly,
at the bed side, under local anaesthesia and through a small (about
I em long) scalp incision over the site of maximum thickness of
the haematoma. 17-19It is a safe procedure when the SOH is liquid
and large enough to prevent injury to the underlying brain.

Burr-hole evacuation is the most popular and consistently used
surgical treatment. A single burr-hole placed over the site of
maximal haematoma often suffices; it may be enlarged in a limited
craniectomy. If there are clots, it is advantageous to make two
burr-holes for irrigating the subdural space and flushing out blood
clots.

Craniotomy is indicated for solid clots and for the removal of
membranes surrounding the SOH. In this paper, craniotomy
succeeded in every case. It was not combined with membranec-
tomy; the procedure appears meddlesome since craniotomy with
and without it give the same result. 20

The mortality of SOH is related to the clinical condition of the
patient. In this series also, 4 of the 6 patients who died were in
grade 3/4 coma at the time of admission.

Bhatty offered a treatment protocol for SOH starting with
twist-drill craniotomy and escalating treatment to craniotomy
through burr-hole for failed cases. Chronic SOH is so eminently
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treatable with burr-hole and craniotomy evacuation that centres
with appropriate and adequate neuroradiological and neurosurgical
facilities and experience will question the ethics and essence of
the step-wise escalation of surgical procedures for treating SOH
proposed in this paper.

REFERENCES
McKissock W, Richardson A, Bloom WHo Subdural haernatoma: A review of 389
cases. Lancet 1960;I:D65-9.

2 McLaurin RL, Tutor FT. ACUle subdural hematoma: Review of ninety cases. J
Neurosurg 1961; 18:61-7.

J Rosenom J, Gjerris F. Long-term follow-up review of patients wi!h acute and
subacute subdural haemarornas. J Neurosurg 1978;48:345-9.

4 Cooper PRo Head injurv, Baltimore. London:Williams and Wilkins, t993:285.
5 Adeloye A. Neurosurgery in Africa. Ibadan:lbadan Umversity Press, 1989:47.
6 Porter IF, Fruin AH. Chronic subdural hematoma-s-the 'great imitator'. Geriatrics

1977;32:61-6.
Mngola EN. Aluoch lA. Retrospective study of subdural haernatomas admitted 10

the medical wards at the Kenyana National Hospital, Nairobi: A IWO years period.
E Afr Mtd J t972;49: 184-8.

8 Dronfield MW, Mead GM, Langman MlS. Survival and dea!h from subdural
haernatoma on medical wards. Postgrud Mtd J 1977;53:57-60.

9 Mclachlan RS, Bohon CF, Coates RK, Bamen Hl. Gail disturbance in chronic
subdural hematoma. Can Mtd AJJOC J 1981: 1l5:865-8.

10 Sipponen I'I, Sipponen RE, Sivula A. Chronic subdural hematoma: Demonstration
by magnetic resonance. Radiologv 1984;150:79-85.
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SUMMARY

This double-blind study investigated the effectiveness of pravastatin
in decreasing the risk of coronary events by lowering the low density
lipoprotein (LDL) cholesterol1evels in patients with prior myocar-
dial infarction (MI) and 'average' cholesterol levels (defined as total
cholesterol levels less than 240 mg/dl and LDL cholesterol levels of
115-174 mg/dl). The mean cholesterol level in this patient popula-
tion was 209 mg/dl and the LDL cholesterol level 139 mg/dl. The
patients were randomized to receive either pravastatin 40 mg/day or
a placebo. A total of 4159 patients (3583 men and 576 women)
participated in the study. The primary end-point was a fatal coronary
event or a non-fatal MI (combined coronary events).

There were no baseline differences between the two groups, At
the end of the study, the primary end-point frequency was 10.2% in
the pravastatin group and 13.2% in the placebo group, giving a risk
reduction of24% (95% CI 9-36; p=0.003), a difference which is both
clinically and statistically significant. Similar risk reductions of
26%, 23% and 31.1 % respectively were also noted for secondary
end-points such as the need for coronary bypass surgery, coronary

THE NATIONAL MEDICAL JOURNAL OF INDIA VOL. 10, NO. I, 1997

II Cameron MM. Chronic subdural haemaroma: A review of 114 cases. J Neurol
Neurosurg Psvchiutrv 1978;41:834-9.

12 Gannon WE. Cook AW. Browder El. Resolving subdural collections J Neurosur g

1962; 19:865-9.
13 Ambroseno C. Post-traumatic subdural hematoma: Further observations on non-

surgical treatment. Arch Neural 1962;6:287-92.
14 Bender MB. Christoff N. Nonsurgical treatment of subdural hematomas. Anh

Nturo/1974;31:7J-9.
15 Suzuki J, Takaku A. Nonsurgical treatment of chronic subdural haemaroma. J

Nturnsurg 1970;33:548-53.
16 Gjerris F. Schmidt K. Chronic subdural haernatorna: Surgery or mannitol treatment

J Neurosurg 1974;40:639-42.
17 Aoki N. Subdural lapping and irrigation for the treatment of chronic subdural

hematoma in aduhs. Neurosurgery 1984;14:545-8.
18 Negron RA. Tirado G. Zapater C. Simple bed-side technique for evacuating chronic

subdural hematomas: Technical note. J Neurosurg 1975:42:609-11
19 Tabaddor K, Shulmon K. Definitive treatment of chronic subdural haemaroma by

twist-drill craniosrorny and closed-system drainage. J Neurosurg 1977;46:220-6.
20 Svien HJ, Gelery JE. On the surgical management of encapsulated subdural

hematoma: A comparison of the results of mernbranectorny and simple evacuation
J Neurosurg 1964;21:172-7.

ADELOLA ADELOY A

University of Malawi
Blantyre
Malawi

angioplasty and frequency of stroke. There were no significant
differences in the overall mortality or mortality from non-cardiovas-
cular causes. The beneficial effects were more in women than in men
although there was a non-significant increase in breast cancer inci-
dence in women assigned to the pravastatin group. Risk reduction
was greatest in those who were older than 60 years, those with left
ventricular systolic dysfunction and those with higher pre-treatment
levels of LDL cholesterol.

The authors conclude that the benefit of cholesterol-lowering
therapy extends to the majority of patients with coronary disease who
have average cholesterol levels.

COMMENT
Elevated serum cholesterol level has been recognized to be a
major risk factor for coronary heart disease (CHD). based on
experimental, observational and interventional studies.!? Till
recently, dietary, drug and surgical intervention studies carried
out to decrease serum cholesterol levels had not convincingly
-dernonstrated a significant prolongation of life.v' In fact, some
meta-analyses of trials had suggested that the observed reduction
of CHD deaths is offset by an apparent increase in non-cardiac
mortality including cancer and violent deaths.v' All these doubts
have been dispelled by the recent results ofthe4Sh and WOSCOPS
trials? which used HMG CoA reductase inhibitors. simvastatin
and pravastatin, respectively.

The 4S trial using a secondary prevention strategy in patients
of MI and the WOSCOPS, with mostly a primary prevention
strategy, demonstrated a significant decrease in the risk of death
from all causes (30% in the 4S trial and 22% in WOSCOPS). in
addition to a significant reduction in major coronary events.

A major problem in the clinical epidemiology of CHD risk
factors is the definition of elevated serum cholesterol levels
qualifying for intervention. In the 4S trial all patients had choles-
terol levels above 240 mg/dl and in the WOSCOPS trial the
cholesterol level at recruitment was above 250 mg/dl. However.


