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ResponseCan ECT cause 'kindling' in the human brain ?

Thank you for,your interest in our report, in which we describe five patients who developed flori
temporal epileptiform abnormalities on EEG, including three who developed clinicéptipi
seizures, whilsteceiving ECT and despite no prior history of epilebsyr AsadiPooya has

qgueried whether a causal relationship camnberred from these findings, asewious studies have

not found an association between ECT and epilepsy, and ECT has been used to to control seizures

in some patients.

Studies thahaverepored no association between ECT and epilepsy, including the two referenced

by Dr AsadiR66ya; differ significantly in patient cohort and methodology to our setigsRay’s

study the median*number of ECT sessions was 7, and 57% of patients received between 6 and 8
sessions. EEG,findings were not documented and assessment was performed retipspcgve
patient files. la*Blackwood et al's study the mean number of ECT sessions wasah§e X to 75)

and the mean duration between last ECT course and clinical assessment was 18 months.
Conversely, the mean number of ECT sessions in our seriesMds (tange 36 to 348) and all
patients were assessed during their ECT course. Of two patients receiving under 100 sessions both
had total treatment durations under 12 months. Our patients were assessed urcigarlyarti
intensive and=prolonged treatmerg@gimes. Interestingly, these regimes fit more closely with
animals medels-of-kindling, as raised in Blackwood et al's introduction. Sgdlgifirequent and

regular electrieal'stimulations appear most effective at inducing this phenofnenon.

As Dr Asali-Pooya has pointed out there is evidence that ECT has@amntulsant properties under
certain situations. However this does not exclude the possibility of-eopralsant effect through
other mechanisms: As raised in our discussion there is neuroimaging evidence to support a

differential impact of ECT upon different brain network§hus ECTmay potentially suppress
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seizures in networks sustaining generalized convulsions wgitshoting seizurs threshold in

mesiatemporal (limbic) networks.

Whilst re-introducing ECT and observing a recurrence of epileptiform changes on EEG would
strengthen a causal link, we felt this would be unethical. The dramatic resohiti EEG
abnormalities on cessation of ECT argues thatmhast likelythat the EEG changes are causally
related. To the best of our knowledge the alternative possibilities raised by DrPxsa@ were
excluded: psychiatric drugs were not reduced (in one patient the clozapine dose was increased),
neuro-imaging.was normal and there was no known past or family history of epilepsy.

Following thesewinitial observations, our psychiatry colleagues now have a lower ttiréshol
ordering EEG on patients receiving prolonged courses of ECT, and we have observed temporal lobe
epileptiform discharges in several other patients. However, we agree that a larger study is required
to determine the prevalence of these changes. All subjects would require an epilepsy clinical
history, neurgimaging and EEG prior to commencement of the ECT course, and atintgals

during the treatment course. If epileptiform changes or seidanedopedcessation of ECT would

be recommended and follow-up EEG could be performed.

References

1. Bryson A, Gardner H, Wilson I, Rolfe T, Archer J. Temporal lobe epilepsy following
maintenanee electroconvulsive therdggctrical kindling in the human braiEpilepsia
2016 Sep:26. doi: 10.1111/epi.13565. [Epub ahead of print].

2. Ray AK. Does Electroconvulsive Therapy Cause Epileg§y?2013; 29(3): 201-205.

3. Blackwood:DH, €ull RE, Freeman CP, Evans JI, Mawdsley C. A study of the incidence
of epilepsy-following ECT. J Neurol Neurosurg Psychiatry 1980; 43: 1098-1102.

4. Bertram E"Therelevance of kindling for human epilepsy. Epilepsia 2007;48 Suppl 2:65-74.

5. Abbott €C, Gallegos P, Rediske N, et al. A review of longitudinal electroconvuitsvepy:
neuroimaging investigations. J Geriatr Psychiatry Neurol 2014;27:33-46.

We confirm that we have read the Journal’s position on issues involved in @ilbéahtion and

affirm that this report is consistent with those guidelines.
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