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Abstract ; [ Objective ] To evaluate the chromosome 1p and 19q deletion in pathological diagnosis
of glioma types. [Methods] One hundred and thirty four patients with pathologically confirmed
grade Il ~Il glioma were included in the study. The deletion of chromosome 1 p and 19q in tu-
mor tissues were detected by specific amplification fragment analysis. [Results] Histopathology
demonstrated that of 134 patients, there were 9 cases (6.7%) of anaplastic oligodendroglioma(AO,
WHO 1), 15 cases(11.2%) of oligodendroglioma(OT,WHO 1I'),32 cases(23.9%) of mixed glioma
(oligodendrocytes with astrocytic ingredients),78 cases(58.2%) of astrocytoma(AA). Heterozygous
deletion rates of 1p and 19q in OT,AO,mixed glioma,AA were 73.3%(11/15) and 66.7%(10/15),
66.7% (6/9) and 77.8%(7/9),53.1%(17/32) and 59.4%/(19/32),43.6% (34/78) and 41.0%(32/78),
respectively. There were significant differences in distribution of chromosome 1P and 19q status
(intact, loss of heterozygosity , co-deletion) among OT+AO,mixed glioma and AA (P<0.05),while
there was no significant difference between OT and AO. [Conclusion] The deletion of chromo-
some 1p and 19q is related to the pathological types of glioma,indicating that it might be of value
for diagnosis of glioma types.
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Figure 1 Comparison of patients’ blood samples with tumor tissue samples on 1p and 19q
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Table 1 Absence of 1p and 19q in gliomas with different histological types
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