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Increasing chronic subdural hematoma
after endoscopic 1l ventriculostomy

Abstract Object: Endoscopic 111
ventriculostomy (ETV) is an effec-
tive and arather safe treatment for
noncommunicating hydrocephalus
secondary to aqueductal stenosis and
other obstructive pathologies.
Though not devoid of risk, ETV is
increasingly replacing shunt opera-
tions, and it prevents related compli-
cations, including overdrainage.
Methods: We report arare case of a
large chronic subdural hematoma
(ChSDH) after ETV in a patient with
agueductal stenosis. Three weeks
after he was shunted elsewhere, he
presented to us with clinical symp-
toms of intracranial hypotension and
overdrainage. ETV was performed
and the shunt removed uneventfully.
On routine postoperative MRI afew

weeks later, alarge ChSDH was
noted, the patient being totally
asymptomatic. Since the ChSDH
grew significantly, causing a mass
effect on the follow-up MRI, it was
finally drained. Large and increasing
ChSDHs have previously been
reported secondary to overdrainage
after shunt placement, but not after
ETV. Conclusions. We conclude that
though rare, a ChSDH may evolve
even after ETV, if there is a substan-
tial decrease in previously elevated
intracranial pressure.
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Introduction

Overdrainage is a well-known complication of ventri-
culoperitoneal shunt operations [1, 5, 11, 14, 16]. Its
clinical manifestations include nausea, vomiting, head-
ache, and decrease in the level of consciousness [11, 14].
These symptoms are often aggravated when patients
change position from supine to upright, thus distinguish-
ing them from symptoms of elevated intracrania pres-
sure (ICP). Radiological characteristics may include du-
ral enhancement on MRI, dlit ventricles, and formation
of a chronic subdural hematoma (ChSDH) or effusion,
which can be either asymptomatic or symptomatic [5, 6,
14-16]. Chronic subdural hematomas may occur within
days to years after a shunt operation; they may require
surgical treatment, and are more common in adults [5,
11, 14, 15].

In recent years, endoscopic |11 ventriculostomy (ETV)
has become an accepted method of treatment for non-
communicating hydrocephalus, replacing shunt proce-
dures in many cases. It has been successfully used in
aqueductal stenosis, tectal plate tumors, posterior fossa
tumors, and meningomyelocele-associated hydrocepha-
lus [2, 4, 8-10, 17]. Some patients who developed dlit
ventricle syndrome after shunt insertion, being depen-
dent on CSF drainage, have also successfully undergone
ETV and had their shunts removed [1, 2, 8]. Most series
report success rates of more than 70% in adults and
30-70% in infants for ETV [2—4, 8, 9, 17], depending on
the pathology that originally caused the obstructive hy-
drocephalus.

While complications after ETV are rare in experi-
enced hands, they may be fatal. Possible complications
include CSF leak, meningitis, postoperative memory def-
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Fig. 1 An axia FSE-T2 MR image of the brain shows a mixed-
intensity right subdural collection. A mass effect is noted with im-
pression on the ipsilateral sulci and ventricle, and some midline
shift

icit, hemiparesis, midbrain damage, hypothalamic dys-
function, ventriculitis, basilar artery injury including an-
eurysm formation, massive subarachnoid bleeding, and
arrhythmia with cardiac arrest [2, 4, 6-9, 12, 16-18]. A
rare case of acute contralateral massive subdural collec-
tion that developed within hours after ETV was aso re-
ported [13]. However, we could not find any reports in
the literature of significant chronic subdural hematomas
as a complication after ETV that developed and grew
weeks after the operation and ultimately needed surgical
drainage. This was also the only case observed in our se-
ries of more than 100 ETVSs.

As overdrainage causing ChSDH is usually related to
shunt operations and is uncommon in the absence of a
drainage device, this paper discusses the possible etiolo-
gy and clinical consequences of this rare complication
after ETV.

Case report

A 20-year-old soldier presented at another hospital with severe
headaches, acute agitated state, and confusion. Upon clinical exam-
ination, he was found to have papilledema, to be slightly confused
but cooperative, and to have no other focal neurological deficits. A
CT of the head showed obstructive hydrocephaus, with a bal-
looned 111 ventricle and a rather small 1V ventricle. He was imme-
diately taken to surgery, and a medium-pressure ventricul operitone-
al shunt was inserted on the right side. The patient improved imme-
diately after the operation. The postoperative CT scan showed the
ventricular catheter in place, with drained but not very small ventri-
cles. However, afew days after surgery the patient complained of a
severe headache, nausea, sleepiness, and vertigo. He was unable to
rise from a supine to a sitting position. After 3 weeks of conserva-
tive treatment his symptoms remained very severe.

The patient presented to us with the classic clinical picture of
intracranial hypotension. At this point an MRI was performed,
which showed agueductal stenosis and well-drained ventricles. No
subdural collection was present. We decided to remove the shunt

and perform an ETV procedure. The shunt was first externalized
and closed to enable a preliminary ballooning of the ventricles, in
order to facilitate insertion of the endoscope. An uneventful ETV
was performed through aright frontal burr hole, and the shunt was
removed. The patient recovered uneventfully and left the hospital
2 days after the procedure. On a routine postoperative MRI per-
formed 2 weeks after ETV, a right ChSDH was noted. Since the
patient was asymptomatic, we decided simply to observe him and
to repeat the MRI 3 weeks later. The patient remained asymptom-
atic, but the second MRI showed a significant increase in the vol-
ume of the ChSDH compared with the first postoperative MRI,
this time also causing a marked mass effect (Fig. 1). Since the im-
ages unequivocally showed an evolving process, the patient was
operated on, and the SDH was drained out through a frontal burr
hole leaving a subdural drain for 2 days. This procedure resolved
the problem, and the patient has remained perfectly well. Follow-
up scans several weeks later did not show reaccumulation of the
fluid.

Discussion

Chronic subdural hematoma is a well-known complica-
tion after ventriculoperitoneal shunt insertion, and is con-
sidered to be an overdrainage-related phenomenon that
may or may not cause symptoms [5, 11, 14, 15]. Subdural
effusions, which are not genuine subdural hematomas,
are often seen after craniotomies and other neurosurgical
manipulations, but most of them are absorbed postopera-
tively, do not show any evolution, unless infection or
bleeding complications are present, and do not, usually,
need surgical intervention. To complicate the picture fur-
ther, what seems on CT scan to be a subdural collection
may actually be either a simple effusion or a ChSDH.
Even in the context of a post-shunt phenomenon, effu-
sions usually have a more benign course, and most of
them will not require surgical treatment. However, a true
ChSDH will usually require surgical intervention and
drainage owing to the enlargement in volume, existing
mass effect, or evolving symptoms[11, 14, 15].

In recent years endoscopic |11 ventriculostomy has re-
placed shunting for many noncommunicating hydroceph-
alus patients [1-4, 8, 10, 17]. Thus, complications were
avoided, especialy those related to foreign body place-
ment and overdrainage. Yet this procedure is not without
risk, and significant complications have been described
[2, 6,7, 12, 13, 16], some of them fatal. However, neither
intracranial hypotension nor evolving ChSDHSs are recog-
nized as common complications of ETV.

Even though brain collapse and subdural collection
may be caused immediately after removal of the endo-
scope from the ventricle, unless a strict surgical technique
is applied to prevent it, the collection will usually disap-
pear within days and significant ChSDHs needing drain-
age will not occur. Mohanty described an unusual case of
acute massive subdura collection formation after ETV.
The patient deteriorated in the recovery room immediate-
ly after the ETV procedure. He went into cardiorespirato-
ry arrest, but was resuscitated in time and the fluid was
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successfully drained [13]. In that case, however, the col-
lection probably developed during the operation, and be-
came manifest within a very short time period.

The mechanism of ChSDH formation and growth
within weeks after ETV, as appeared in our case, is not
clear. No draining device was present as the shunt was
removed in the same session as the ETV was performed.
One possible explanation for the phenomenon is that
abrupt drainage of CSF during ETV may create a large
space between the dura and the brain. This space may
gradually enable development of subdural or epidural
fluid collections. This may happen even though we usu-
aly flush continuously with Ringer during ETVs, and
close the wound promptly as soon as the peal-away —
through which the endoscope has been introduced — is
removed. In a series of 103 patients who underwent |11
ventriculostomy for noncommunicating hydrocephalus,
Jones described 2 patients with subdural effusions [8].
This, does not, however, explain well enough why the
ChSDH had grown on follow-up severa weeks later, as
revealed by comparison of the first and second post-ETV
MR images.

The second hypothesis may give a more physiological
than a technical explanation. In patients suffering from
chronic long-standing intracranial pressure, a decrease in
ICP may change the regulation of CSF formation. This
regulation may be more vulnerable in a patient who has
sustained several changes in ICP within a rather short
time.

If we analyze the events in the present case, we find
that abrupt changes in ICP may indeed have occurred
several times: high ICP was present on the patient’s first
admission; a shunt was then inserted, probably causing
a dramatic decrease in ICP; later, in preparation for

ETV, the shunt was externalized and closed to enlarge
the ventricles, again causing arise in ICP. Finaly, ETV
was performed, with an immediate intraoperative drop
inlICP.

It is not clear whether a previously shunted patient
has a greater chance of developing ChSDH after ETV
than onein whom ETV is performed as afirst procedure.
Baskin recently described 16 previously shunted patients
who have undergone ETV [1]. This series included 22
patients who developed dlit-ventricle syndrome after an
initial shunt insertion and several subsequent revisions.
Sixteen of these patients, who were dependent on CSF
drainage, underwent ETV to have the shunt removed. In
this series, complications were limited to transient short-
term memory loss in 2 patients, which resolved within 6
months. Of these 16 patients, 62.5% experienced resolu-
tion or improvement in symptoms, and successfully re-
mained shunt-free after a median follow-up period of
18.8 months [1].

Even in shunted patients, it is not clear which patients
will develop overdrainage clinically or radiologically.
However, we may speculate that a patient who devel-
oped such symptoms after a shunt operation would be
more prone to develop asimilar picture after an ETV.

Finaly, we believe that our present patient had a rare
complication of ChSDH formation and growth, which
was related to and probably a complication of the ETV
performed several weeks earlier. Since ETV is becoming
the treatment of choice for many pathologies causing
noncommunicating hydrocephalus, all possible compli-
cations should be acknowledged when this option is pre-
sented to the patient. Routine postoperative MR films
may be an important diagnostic tool even in asymptom-
atic patients.
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