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SEREBELLAR HEMORAJI: Klinik, BT Bulgular: ve Prognoz

Bu calismada Bilgisayarll Tomografi (BT) ile tani konulan 13 serebellar hemoraji (SH)'li
hasta sunulmakitadir. Yedi olguda {%53.8) etyolojik faktortin hipertansiyon oldugu diist-
niilmuistir. En sik gériilen baslangic bulgular vertigo, bulanti, kusma ve bas agnsidir.
Alti hastada sol serebellar hemisfer, bes hastada sag serebellar hemisfer ve iki hastada da
vermian hemoraji saptanmistir. SH'li hastalarin tigti kaybedilmistir. llging olarak, vermian
buiytik bir hematomu bulunan hasta sekelsiz iyilesmistir. Haslalann klinik gidisi deger-
lendirildiginde, baslangictaki bilin¢ durumunun, hemoraji boyutu ve lokalizasyona gére
prognoz icin daha belirleyici bir parametre olabilecegi sonucuna varilmistir.

Anahtar Kelimeler: Intraserebral hemoraji, serebellar hemoraji.

We studied 13 patients with cerebellar haemorrhage diagnosed by computed tomography
(CT). Hypertension was accepted to be the etiological factor in 7 palients (53.5%). The
most common presentation findings were vertigo, nausea, vomiting and headache. In 6
patients haemorrhage was located to left cerebellar hemisphere in 5 to right cerebellar he-
misphere and in 2 to vermis. 3 patients were lost while a patient with a large vermian he-
matoma improved without any sequel. It is decided that the prognosis mostly depends on
the level of consciousness from the beginning rather then the localization and the diame-

ter of the hematoma.
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INTRODUCTION

Cerebellar haemorrhages constitute
about 10% of all intracranial bleeds and
2% of all stroke patientsu’z). The etiologi-
cal factor is hypertension in two third of
the cases. Arteriovenous malformations,
blood dyscrasias, trauma, anticoagulation
and neoplasms are the others. In one fourth
no etiological factor can be demonstrated
(3.4 cerebellar haemorrhages mostly occur
in one of the hemispheres. In Fisher's cases
right hemisphere has been involved twice
than the lefi®.

Vertigo, vomiting, headache and gait
ataxia are the prominent symptoms. Tinni-
tus and hiccups can rarely be seen®,

In examination ataxia, ipsilateral con-

jugaté gaze palsy, cranial nerve signs (perip-
heral facial palsy, nystagmus. miosis, sixth
nerve palsy, skew deviation, trochlear
palsy, absence of pharyngeal reflex), hemi-
paresis, Babinski response and neck stiff-
ness can be detected!”). In 25% of cases
there is no detorioration of consciousness.
In 40% drowsiness, in 9% stupor and in
26% coma has been reported(g).

In cerebellar haemorrhages the clinical
outcome has not always been correlated
with the diameter and localization of the
hematoma as the level ol consciousness at
onset!). The development of hydrocephalus
and the deteriorating level of consciousness
have been reported as the indicators of bad
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prognosis. Patients with vermian haemorr-
hages have also been accepted to have a
poor outcome®),

MATERIAL AND METHODS

13 patients with CT evidence of cerebel-
lar haemorrhage seen at Ondokuz Mayis
University, Medical Faculty, Neurology De-
partment [rom September 1991 t{o February
1994 have been reviewed.

The diameter of the hematomas have
been measured in milimeters. Biochemical
tests, ECGs and telecardiographies of all pa-
tients have been performed. CT of [ive pa-
tients have been repeated a month later. Pa-
tients have been lreated against brain
edema and the hyperlensive ones against
hypertension. All cases have been reviewed
according to their clinical findings at onset,
early and lale neurological fealures, the
diameter ol the hematoma, the presence of
hydrocephalus, hypertension, diabetes mel-
litus and cerebrovascular disorders and the
clinical outcome.

RESULTS

The mean age of the thirteen cases;
seven men (54%) and 6 women {46%) was
95.6 ranging from 30 to 75. The clinical and
radiological findings are summarized in
Table I. Eight patients had been hyperiensi-
ve for at least three years. Blood pressures
of four were high on admission. Two ol the
three patients with high blood glucose le-
vels had been traced as diabelic before. Five
patients had been smokers for at least ten
years. Three of the thirteen patients died on
the second, third and sixlh days of their ill-
ness (patients, 9,10,12) and two of them had
been obtunded on initial examination.

Two of the three patienls with hemalo-
mas greater then 30 mm in diameters (pa-
tients 2 and 9) were lost. Two patients had
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vermian hematomas (patients 1,13). The
diameter and localization of the hemato-
mas are shown in Table II and III.

DISCUSSION

The lemale male ratio of the 13 cases
was 6/7. The same ratio in Fisher's cases is
13/8(8). Other series give ratios like 5/14,
1/9 and 26/30'),

Cerebellar haemorrhages mostly origi-
nate from distal branches of the superior
cerebellar ariery or [rom PICA®), Like Fis-
her and Mc Kissok's cases lelt cerebellar he-
mispheral predominence was noted in our
patients.

The most {requent etiological factor for
approximalely 70% of the cases has been
reported to be hypertension(3'4). In our
seven patients {53.8%) the etiological factor
was hypertension. Vomiling was the initial
symptom in our ten patients. In Olt's cases
7 has been noted in 42 over 448, The fre-
quency of vertigo was the same with vomi-
ting (9/13). In the previous reports about ce-
rebellar haemorrhage verligo has been
noted as 24/44, 8/21 and 4/12(8:10),

Headache is also a [requent {inding. Alt-
hough it is expecled Lo be occipital in locali-
zation it can be frontal or lateral®. One of
our patients (patient 4) had frontal headac-
he. Though headache is not a spesific symp-
tom of cerebellar haemorrhage it has to be
taken seriously. By this way it can be diffle-
rentiated [rom labyrinthine diseases with
which it can easily be confused.

It is difficult to predict the prognosis in
cerebellar haemorrhages(©:7:11), The patient
can become comatose in the first 48 hours
without any warning sign. It is valid for the
first two weeks as well. The clinical course
can change even after a month(12),

It has been reporied by Ott et all that
50% of the patients with cerebellar hae-
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Table-I: The Distribution Clinical Findings of Cerebellar Heamorrhage (n=13).

Patient
Clinical Findings No %
Vomiling 10 76.9
Vertigo 9 69.2
Headache 9 69.2
Dysarthria 6 46.1
Ataxia 6 46.1
Nausea 4 30.7
Nystagmus 2 15.3
Right exlensor plantar respons 2 15.3
Equal reactive pupils 2 15.3
Table-II: Size of Haemorrhage
Size Patient no %
0-10 mm 2 15.3
11-20 mm 3 23.0
21-30 mm 5 38.4
> 30 mm 3 23.0
Table~III: Location ol Haemorrhage
Location Palient no %
Right cerebellar haemorrhage 5 38.4
Lelt cerebellar haemorrhage 6 46.1
Vermian haemorrhage 2 15.3

morrhage become comatose in the first 24
hours and 75% in the first week®).

Level of consciousness seems to be the
most important indicator ol the prognosis.
The mortality rate among the responsive
patients is 17% when it is 75% among the
unresponsive ones(13): The diameter of the
hematoma is also important. Cerebellar
heamorrhages with a diameter smaller
than 3 cm are not responsible for the deto-

riorating level of consciousness or brain
stem compression. Brain stern compression
and neurological detorioration is frequent
if the diameter is greater than 3 cm with
ventricular enlargement(13,14),

Blood seen in the fourth ventricule is
also an indicator of poor prognosis(19), In 2
of the 3 patients we lost deleriorating level
of consciousness had been noted in the first
24 hours. Though the diameter of the hema-
tomas were greater than 30 mm. patients no
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1 and 6 responded well Lo medical therapy.
There are cases in lilerature with cerebellar
haemorrhages greater than 40 mm in dia-
meler showing neurological recovery wit-
hout surgery(}»2), The most important indi-
cator for surgery appears to be the deve-
lopment of hydrocephalus(11.16),

In aulopsy series vermian haemorrhages
constitute 6% of all cerebellar haemorrha-
ges. They are mostly due to anticoagulation
and have a poor outcome!®): Qur palient
with vermian haemorrhage (patient 13) had
been hypertensive for fifleen years and
under antihypertensive medication [or
three months. Anticoagulation was not the
case. He responded well to anti-~oedama the-

rapy.
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