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Electroencephalography (EEG), as a corollary

I ntrOd UCti on ChiSinaLI, Republic OfMOIdOVCI ResultS/ objective test (25), is often pathologic in anti-

. . . NMDARE, but with nonspecific abnormalities
Encephalitis represents a severe inflammatory disorder of the

. : - = such as diffuse or focal slowing (26). Focal

R lta_r?\lln (1)t.h " " t - . Materlal and | I leth OdS DlSCllSSl()nS slowing was localized in the fronto-temporal
nti-N-methyl-D-aspartate  receptor  encephalitis  (anti- L _ . R . . - -

NMD ARI%I) " aF;] autoimmunl?e once halilzis causec(al ) We present a case report of a 27 years old female hospitalized with | | | We determined that this patient had definite anti- (2, 27), and In the temporal region (28).

P ) y confusion, after 2 focal epileptic seizures, with impaired Figure 3. Normal brain MRI scan of our patient NMDAR encephalitis. Normal EEG were described in 7-14% of cases

Immunoreactivity against the GIuN1 subunit of the . . . oo - - i i i

NMDAR (2) Itx:/vasgfirst described as a clinical syndrome awareness and evolution to bilateral tonic-clonic, first life event. Central nervous system tissue in the teratoma &5 23), In the (;arly st;ge ofélllz_s(e;ase or later ":

of acute onéet psychosis followed by progressive, and She was afebrile, without Tocal neurologic deficits or meningeal mlght_be a trigger of the Immune reactl_on. The ex(irerr(:lceo\\;g::i,/iolir)1sa§1(:a trfe ‘?delta brusrTa);tt(raer\r:?’a

treatable encephalopathy in 2005 (3), then linked t’o the signs.  Medical history - without neurological, - psychiatric majortty of teratomas are e cy(s)tlc P transient patterns characterized b aflow delta

NMDAR in 2007 by Dalmau et al (4)’ and now represents pathology or seizures. From medical recordings, 3 days before jmmature teratomas (const!tutlngo o of a_I I wave at 1p-3 Hz (15) with supe?/imposed fast
L the admission, the patient was discharged from the gynecology teratomas) were present in 29% of anti-

one of the most common nonviral encephalitis (5, 6), which . : NMDAR related cases. Bilateral teratomas activity (29). The extreme delta brush that
often remains unrecognized. S;‘S)ggg?:;’ where she underwent laparoscopic left ovarian were present in 14% of cases, comparable to appears to be unique and specific to anti-

Initially it was associated with ovarian teratomas in women, L aborat t | Brai terized 12% described in general. NMDARE may suggest a more prolonged
but there are cases without paraneoplastic association (7). It atc())rrr?oorri hpar?g:n'l?)er\jvaswifrmaﬂorrg?elc troernaclg haﬁgrﬁguhﬁgﬁ Seizures, that are common in anti-NMDARE (57— iliness, but they are not so frequeqt _(15). Also
can affect all age groups, with lower prevalence in ¥ t%’ 8 ¥ | clowing E-T ' left at th F;] J pt'l ; y 82%) (2, 5, 15-18), can take place at any time EEG can reveals ep'_|eptlf_0fm activity (2, 15,
individuals greater than 50 years old, and it affects females aentiTied Tocal SIowing ==1-0n 1eft at the nyperventiiation during the disease, but tend to occur earlier in 23, 28, 30, 31) and sinusoidal alpha rhythm as
more than males (80% are women) (8, 9). The disease is provocation  (Fig.2). Histological - mature ovarian cystic males (19) and can be confused clinically with an |c¥al _phenomer_mn (32)_- _
rare, with an estimated incidence of 1-5 per million teratoma - | movement  disorders(20). The presence of The majority of patients with teratoma improved
vopulation per year (10) During hospitalization she developed psychiatric symptoms with seizures early in the illness course should raise after tumor resection, also immunotherapy is

Patients develop a polymor.phism of symptoms, which may be confusion, agitation, self-aggression, auditory hallucinations, diagnostic suspicion. Complex and generalized ~ the treatment of choice and involves trials of
Varlable and make dlagnOSIS dlfflCUIt Inltlé”y |n 70% Of OI’OfaCIa| dySkII’IESIaS and InVO|Untary movements Of the Upper Seizures are reported |n the majorlty Of cases COI"[iCOSteI’OidS, intl‘avenOUS immunOQIObUIinS,
vatients, there are an unnoticed prodr;)mal pha;:e which is extremities were observed. Performed EEG excluded non- (2), distinguishing anti-NMDARE from most ~ Of plasma exchange (8). If patients show

The condition is often recognized in t’he péychoti ¢ phase, with Subsequently, as the psychiatric symptoms progressed even to seizures are part of the natural history of this i immunosuppression, using rltuxma_b or
delusions. hallucinations. paranoia and agitation. that c’an be catatonia, she was referred to a psychiatric hospital, preventively syndrome(21). For patients with only one cyclophosphamide, with continued

- , arl 1075, P . J S llecti i-NMDA-R ibodi ' h i d | lobe invol Immunosuppression (mycophenolate mofetil or
difficult to differentiate from a primary psychiatric disease collecting serum anti antibodies (given the seizure and no temporal lobe involvement,
constellation of personality changes, psychiatric symptoms,

(13), or substance-induced psychosis (8). Then the disease antiepileptic medication may not be strictly ~ azathioprine) for at least 1 year (33). The
’ Doy | orofacial dyskinesia and seizures.). needed(22). Prolonged follow-up indicates that, ~ recovery could take up to 18 months (17).

Progress to a state in which Catatonia, impaired attentiOn, ) ] i i i - - - Earl identification and treatment has been
dvskinesi ol facial : 1 d Anti-NMDA-R antibodies were detected in serum (Fig. 1), so she In most patients, the seizures resolve after the y K _
yskinesias (especially —orofacial), seizures (11), an dmitted q luated b encephalitis  subsides  (9).  Valproate, ~ associated with better outcomes (17), less
autonomic dysfunction(may develop) (8). Self-injuries of was readmitted fo our department, reevaluated Dby EEG, | f tl iated hi | d
- - - - - - - - .- - - I I requen aSSocClate IPPOCaMmpa damage
h T h 14 excluded the specific delta brush pattern or non-convulsive Figure 4. Diagnostic criteria for anti-NMDA receptor encephalitis (1) levetiracetam, and carbamazepine can Dbe . y ppo pal g
the tongue, lips, or teeth are common (14). . . . . . selected (18) (34), but, however, up to 25% of patients may
seizures, performed brain (Fig. 3) and pelvic MRI without ot - _ ) deficits or die (2
abnormalities It is important to note that anti-NMDARE cases ave severe deficits or die (2).
: : : may not follow a strict phasic progression and
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, : may not include all of the symptomatology
- - - - Laparoscopic left cystectomy; pathology confirmed mature
The assessment of challenges that intervene in the diagnosis % P 3;] . y, P ; %y n logical Probable anti-NMDA recentor mentioned, thereby complicating diagnosis (8) o
- | ratoma.), with improvemen neur | - T : . ST . .
and management of anti-N-methyl-D-aspartate receptor cystic teratoma.), with improvement of the psychoneurologica " P Definite anti-NMDA  pisanostic criteria for probable and definite anti-
" o : - condition, then given oral corticosteroids, later tapered, also she encephalitis* receptor encephalitis* v probable
encephalitis based on a clinical case presentation and literature ved antienilentic d Val i " (three of the following criteria) NMDARE are presented in Figure 4. At -NMDAR ol _ -
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