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Cerebrovascular disease
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Non-hemorrhagic type.

Starts as non-hemorrhagic (pale/anemic).

Secondary hemorrhage.
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e A cavity could form in the infarcted area (surrounded by blood
vessels and glial tissue).
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24h-2 weeks, subacute changes; negrosis« macrophages, vascular
proliferation and gliosis.

After 2 weeks; removal of necrotic tissue and gliosis.
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Entracranial hemorrhag:
: . eed Rein X Z;/das-f')
E |duralamostl trauma related.” —_
@ S G oy traur:
Jon

: . . :
Subarachnoid and/intraparenchymal¢ related to cerebrovascular disease.
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e Sudden onset of symptoms.
e Versus secondary hemorrhage.
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Subarachnoidal hemorrhage

> lu do vasc by el Cseare,
The most common cause is rupture of’sacc "Berry)' aneurysm in a
cerebral artery. =)

fac
Saccular aneurysm: fagdorm Eo‘;p out fetchin].

f the population.
e

found near major arterial branch points in the anterior circulation.
— i

s Wiy Jead to woa Kt ot Fhe BV
Lrdvie v yfer Yersave 42
sto/ pems o ol cpp- LB ot oS



Anterior cerebral Anterior o
artery communicating

qQrtery

Middle cerebral artery

Posterior communicating
artery

Basilar artery

Types of
Aneurysms

Fusiform

Pseudoaneurysm

oW\ fetuths
@ﬂe eggire wall/ saccular: a part of the wall (asymmetrical).
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Tumors

Overview L
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The majority are primary.
'20% of all cancers of childhood. cerc Ve
70% of childhood CNS tumors arise in the posterior fossa.

A comparable number of supratentorial tumors in adults. %o’
—~———

}iﬁ”—;surau N &=, NS O ) e odf;(\
'T?V@«Z,b,:, y Different concept of benign and malignant. Their biologic behavior isn’t
the same with other tumors because the area is critical hence even

benign may prove fatal. 747 Bengin Brain fumsc—2 R 1cp maylbe lethal ...
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Mostlymenable for complete resection. Even if a surgeryis amy ¢ V.
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possible, surgeons do a gross total resection not microscopic (like in
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Rare metastasis outside + local invasion outside of the skull.
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Bone S¥uctwe  Cerebrospinal dissemination in the CNS. kit A S CSE D dumer Op gy, )
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Sl ‘Grading: based on biologic behavior, gross appearance, IHC,

molecular profile (genetic mtations).
tergin

Grade 1]is thé least aggressive, the malignant behavior starts at(grade 2|

and is the most aggressive.

%‘ﬂd& 54, r=* ralgrany:

a3 o the description of a tumor based on how abnormal the tumor
~tuner I cells and the tumor tissue look under a microscope/ level of
differentiation. The higher the grade, the more aggressive. Grade 1/2/3.

High grade tumors/ poorly-differentiated tumors have higher mitotic
activity and are more likely for metastasis or recurrence.

<% ««_pv [Stage describes the size of a tumor and how far it has spread from
X\ > o, ) where it originated. TNM system.
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The most common of primary tumors.
Derived from multipotent progenitor cell.

Within particular age groups.
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wy brain tumors in adults.

topd 952 w2 = Ysually in cerebral hemispheres.
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May occur also in the cerebellum, brain stem and spinal cord. Crae?
4-6 decades (30s-50s).
W classification: H&E (anaplastic, glioblastoma,...).
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o d IDH: isocitrate dehydrogenase.

Primikive—

Glioblastomg is grad@astrocytoma (if other glial tumors show grade IV

characteristics, we can also use the term glioblastoma).

Pathogenesis of Glioblastoma
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e De novo development.
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e |nolderindividual new onset.

e Mostare wild type IDH. ﬂbV”‘”IﬂM

e Gains of chromosome 7.
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e Inyounger patients, progression of lower grade astrocytoma.
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e Driver mutations of IDH1 or [DH2, #Hher s &=
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o I e
Most gliomas have genetic aberrations that lead to; ;. su., ¢

. O
Evasion of senescence: Telomeres/telomerase.
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Morphology

Diffuse astrocytoma: strocytoma.

e Gross, size and texture: similar to surrounding tissue, gray/ white
mater border is lost, the texture is harder.
e Microscopy: similar to origin but darker and irregular with an
uneven di?yibution, aggregations around the neuron (satellitosis).
;,\;;.ng Z(ﬁ‘—“’ dﬁ”c@GFAP (glial fibrillary acidic protein/ +ve in glial cells tumor, -ve
in neuron-derived tumors), IDH1 (90%).

pos _6‘;5 Anaplastic astrocytoma astrocytoma.
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° Microscopﬁ: large, irregular nucleus, hyperchromatic, higher
mitotic activity.

Anaplasia: a condition of cells with poor cellular differentiation, losing
the morphological characteristics of mature cells.

Glioblastoma:|grade 4|astrocytoma.

e (Gross: necrotic areas because the formation of new blood vessels
is slower than the progression of the tumor, hemorrhagic areas.
L @@ necrosis, viable cells are arranged parallel to each
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