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Therefore, new diagnostic and prognostic indicators must be sought to in all patients with morphological and clinical findings.

enable stratification of the treatment and to help reduce morbidity and K )
mortality of patients. Subclassification of patients according to specific
chromosomal aberrations in tumor cells is one of the possibilities.

images were captured by a sensitive CCD camera and the results were
processed by specialized computer software (ISIS, MetaSystems™).
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low-grade astrocytoma I | trisomy 7, aneuploidy median age: 52 years (range 16-80 years) deletion of p53 LSI® TP53 (17p13.1) / CEP® 17
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A :;;L ?;;* deletion of p53 gene (rare). monasomy 1 anaplastic astrocytoma I 1 deletion of 1p36 LST® 1p36 / LSI® 125
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ka ~ astrocytoma; O - oligodendroglioma J /

RESULTS:

( original diagnosis according to morphology: \ ( original diagnosis according to morphology: \ ( original diagnosis according to morphology: N
low-grade astrocytoma (WHO I, II) . anaplastic astrocytoma (WHO III) glioblastoma multiforme (WHO IV)
20 patients [ 11 patients 36 patients
»
aberration | No. of | Conclusions according L aberration No. of | Conclusions according aberration No. of| Conclusions according
cases I-F cases o I-FISH cases I-FISH
normal pattern 5 |better prognosis %‘ deletion of RB! 1| anaplastic astrocytoma [ e ——— gLi;:la;rcm multiforme -
£ lsctetion of pl6 1 |2 anoplastic astrocytoma, CLe & biolelic deletionof p26 | 4 | anaplastic astrocytoma frisomy 7 2 glioblastoma multiforme -
2 worse prognosis § . monosomy 10 ® |secondary
& - + anaplastic astrocytoma del(RB2), del(p16) 1| anaplastic astrocytoma ol a _
< |deletion of RBZ 1 ! g & amplification of EGFR, | 1, [glioblastoma multiforme -
i worse]prosnos's # [ potysomy 3 | anoplastic astrocytoma, 15 [monosomy 10 primary
o tic astrocytoma, better prognosis n -
T |del(R82), del(p16) 1 anaplostic ost R glioblastoma multiforme -
= worse prognosis non-adequate tissue 2 | o prediction trisomy 7. monosomy 10 | 10 |J, - ondary
polysomy 10 |low-grade astrocytoma Specimen - polysomy 2 [glioblastoma multiforme
non-adequate . -
fissue specimen 2 o prediction o odequate tissue 1 |no prediction
monosomy 10
iginal di - di loay: arlgmal diagnosis according to morphology: )
original diagnosis according to morphology: e (WH ) ) original diagnosis according to morphology:
. N tic IIT L
oligodendroglioma (WHO II) v " 12 patients anaplastic oligoastrocytoma (WHO III)
5 patients 2 patients
No. | Conclusions according
T — aberration of to I-FISH =
aberration ¥ nclusions according cases - | conclusions accordi
- ing
of R normal pattern 1| anaplastic oligodendroglioma 7 " T &7 to I-FISH
& [ combined deletion of “:e . ligodendrogl deletion of 1p36 " worse prognosis amplification of E6FR g ==
combined deletion o oligodendroglioma 8| combined deletion of & [anaplastic ol - 3 -
§ i ks plastic oligodendroglioma 2 " lastic oliast
3 |3s/19a13 good prognosis 2 | 1p36/19q13 good prognosis &2 ‘,337,!{2.3? i ! :’:-Z: prl:g‘:\;sismmcm
= | combined deletion of 1|« amplification of EGFR is & | combined deletion of 3| anaplastic oligodendroglioma g
136/19413. amplificatio a typical finding in primary 1p36/19q13, polyploidy good prognosis
12 [ 1p36/19913. amplification glioblastoma multiforme — | combi ) ic ol
L | of E6FR Worse prognosis ** | combined deletion of 1 [+ typical finding in combined deletion of 1 |enaplastic oliastrocytoma
) . . - POgTome H [ 1p36/19q13, polysomy glioblastoma multiforme — 1p36/19q13 good prognosis
combined deletion of 1|+ typical finding in 7, monosomy 9, Worse prognosis
1p36/19q13, del(RB1), glioblastoma multiforme - monosomy 10
monosomy 9. monasomy 10 worse prognasis non-adequate tissue 1 [ o prediction
deletion of 1913 k specimen ) amplification of £6FR
\_ _J J L _J

— ~N [ CONCLUSIONS: )

@ I-FISH analyses gave informative results in 80 samples (93%), in six other the results were uninformative due to non-adequate sampling
of the tissue during surgery.

@ The results of molecular-cytogenetic analyses were in accordance with histological and clinical findings and confirmed original diagnosis.
In 57 patients out of 86 I-FISH contributed to establish more precise diagnosis and prognosis of the disease.

® The most important clinical significance had finding of combined deletion 1p36/19q13 in patients with oligodendroglial tumours, which is
considered to be a predictor of good response to chemotherapy and fair prognosis. In all of them was chemotherapy recommended as
primary treatment modality.

Molecular-cytogenetic analyses are suitable diagnostit hods to detect chr | aberrations in brain tumour cells:
v In patients with astrocy confirms histological di and contributes to more accurate prognosis
supal - v In patients with oligodendroglioma is essential part of diagnostics and considerably influences treatment and prognosis.
Anaplastic oligodendroglioma before (A) and after (B) chemotherapy. - A systematic analysis of tumour cells using molecular cy i thods ad in di is, grading, classification
\ ) \ and treatment of patients with brain tumours. )
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