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Pathological features of brain tissues with electrocorticographic abnormalities on

secondary epilepsy in patients with supratentorial glioma
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[ Abstract | Objective To explore the pathological features of brain tissues with electrocorticography
(ECoG) abnormalities on the secondary epilepsy in patients with supratentorial glioma. Methods Twenty-
eight patients with nonfunctional areas glioma who were admitted by seizures for the first time were enrolled. By
the ECoG monitoring, the patients underwent the resection of tumor and epileptic discharge tissues. The resec-
ted brain cortices with epileptic discharges were collected as an experimental group (n =28) , and normal dumb
tissues ( parenthesis of glioma resection) or decompression brain tissues in tumor surrounding area observed by
microscopy without epileptic discharges were collected as a control group (n =13). The postoperative patholog-
ic results were analyzed and compared between the experimental group and control group, and the characteris-
tics of specific ECoG wave were analyzed in the experimental group. Results (DPathological features: In the
experimental group, glioma cells were found in 15 cases (53.57% ) , simple glial cell proliferation was found in
7 cases (25.00% ), and brain congestion and edema was found in 6 cases (21.43% ). In the control group,
focal gliosis was found in 3 cases (23.08% ), simple congestion and edema was found in 6 cases (46.15% ),
and normal brain tissue was found in 4 cases (30.77% ). The postoperative pathological examination found that
the incidence of glioma or gliosis in the experimental group was significantly higher than that in control group
(P <0.05). @Characteristics of ECoG wave in the experimental group: In the 22 cases that were confirmed as
glioma or gliosis by postoperative pathological examination, 17 cases (77.27% ) had recurring single high

[(BEWE]  HRT AR E HRE(2012-1-008 )
[BEEEE] B %5, E-mail: Dan_Wei@ sina. com. cn
[fR5EHAR]  http://www. cnki. net/kems/detail/51. 1095. R. 20121207. 1022. 005. html(2012-12-07)



F35EH 1M
201341 A 15 H

= E BE R ¥ ¥ MR
J Third Mil Med Univ

Vol. 35, No. 1
Jan. 15 2013 55

amplitude spikes and multispike-slow wave in ECoG, and 5 cases (22.72% ) had high amplitude sharp wave

thythm. In the other 6 cases that were confirmed as congestion and edema by postoperative pathological exami-

nation, 1 case (16.67% ) had high amplitude sharp wave rhythm, 4 cases (66.67% ) had clustered medium-

high amplitude spikes/multispike-sharp wave, and 1 case (16.67% ) had single spike sharp wave/spike-and-

sharp slow wave scattered in the background. Conclusion

The pathological features of brain tissues with

ECoG abnormalities on the secondary epilepsy in patients with supratentorial glioma are mainly glioma cells and

glial cell proliferation. Cerebral cortex around glioma with recurring high amplitude spikes, spike sharp waves

and sharp wave rthythm of discharge in ECoG should be actively treated.
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