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[ Abstract] Objective: To analyze the characteristics of MRS on mesial temporal lobe epilepsy
(MTLE) , to explore the diagnostic value of MRS combined with V-EEG on locating MTLE. Methods;
52 MTLE patients with interictal abnormal discharge under V-EEG monitoring were divided into drug
sensitive group (34), drug resistance group (18), unilateral discharge group and bilateral discharge
group were further divided according to the abnormal discharge location of V-EEG; 20 volunteers as
control group. All the MTLE underwent V-EEG test; all patients were scanned by magnetic resonance
imaging (MRI) , and bilateral hippocampal MRS examination; recording MTLE patients interictal V-
EEG imaging manifestation, and comparing consistency of V-EEG and MRS test on left/right side and
uni/bilateral of drug resistance group and drug sensitive group. Analyzing Cr, Cho, NAA peak value,
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comparing ratio changes of NAA/Cr, NAA/Cho and NAA/(Cr + Cho). Results; MTLE patients cra-
nium MRI test discovered 30 temporal lobe abnormal changes, detection rate was 58% ; MRS test dis-
covered 46 abnormal cases, detection rate was 88% , of which 16 MRS tested abnormal changes pa-
tients with MRI negative results; both groups V-EEG manifestation was 40 cases of unilateral abnormal
discharge (77% ) , which was higher than 12 cases of bilateral abnormal discharge(23% ). Consistency
of V-EEG unilateral abnormal discharge and MRS unilateral abnormal discharge of drug resistance
group and drug sensitive group were 83.3% and 78.6% respectively; consistency of V-EEG bilateral
abnormal discharge and MRS bilateral abnormal discharge of both groups were 100.0% and 33.3% ;
in drug sensitive group bilateral consistency was weaker. Comparing with control group, ratio of NAA/
Cr, NAA/Cho and NAA/(Cr + Cho) of drug resistance group and drug sensitive group decreased (P <
0. 05) ;even though NAA/Cr, NAA/Cho and NAA/ (Cr + Cho) ratio of drug resistance group was low-
er than the other group, comparing only NAA/Cr ratio, the differences were statistically significant( P
<0.05). Conclusion: V-EEG combined with MRS test showed relatively high diagnostic value on
preliminary location of unilateral MTLE , drug resistance MTLE patients were prone to show symptoms
of bilateral hippocampus MRS abnormal and lowered NAA/Cr ratio.

[ Key words | epilepsy, temporal lobe; long range video electroencephalography; magnetic resonance
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Fig. 1

Abnormal EEG of left sphenoid bone (Fpl-Pgl \Pgl-C3) and left anterior temporal lobe

(Fpl-F7 .F7-T3) during MTLE-HS patients interical
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Fig.2  Abnormal EEG of bilateral (F7 .F8) and temporal region( T3 .T4) during MTLE-HS patients interical
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Fig.3 MRI of MTLE-HS patients
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