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Bruksizm, dis gicirdatma ve dig sikma ile belirli
glclu ¢cene hareketlerinin neden oldugu olagan
disi artmis aktivite olarak tanimlanan ve sik
gérilen bir bozukluktur. Bruksizmin 6zellikle
mezokortikal yolaktaki dopaminerjik sistem
bozuklugu ile iligkili oldugu ve bu bélgede sero-
tonerjik nérotransmisyonun dopaminerjik sistemi
etkilemesinin neden olabilecedi 6ne slrulmek-
tedir. Bruksizm, parkinsonizm, depresyon, sizof-
reni gibi bozukluklar sirasinda ya da bir ilag
kullanimi ile ortaya ¢ikiyorsa, "ikincil bruksizm"
olarak adlandirilir.’

Trisiklikler, bruksizm tedavisinde yogun olarak
kullanilan antidepresanlardir. Bu ajanlarin tedavi
edici etkilerinin fizyolojik REM evresini kisaltma
ve non-REM evresinin 4. basamagini uzatmalari
seklinde aciklanmaktadir. Santral sinir sistemin-
de serotonin transmisyonunun artisi ile iliskili
olarak serotonin geri alim inhibibitoéru ilaglarla
bruksizm arasinda nedensel bir iligki olabilecegdi
One surulmustur. Genelde kabul edilen gorus,

bu ajanlarin var olan bruksizmi agirlastirdiklar
yonlndedir. Bir serotonin/ noradrenalin geri alim
inhibitdri olan venlafaksinin de bruksizm ortaya
cikarabilecegi ya da var olan bruksizmi artirabi-
lecegdi bildirilmistir. Stresin bruksizmi kétilestir-
digi bilinmektedir ve bu nedenle tedavide anksi-
yete giderici ajanlarin etkili olmasi beklenir. Nite-
kim klonazepamin uyaniklik halindeki perfor-
mansi degistirmeksizin bruksizmi azaltiidi ve
uyku kalitesini iyilestirdigi bildirilmistir. Postsi-
naptik 5-HT,, parsiyel agonisti olan buspironun
Ozellikle ilaglar tarafindan ortaya ¢ikmis ikincil
bruksizm Uzerinde iyilestirici etkisi oldugu da
bildirilmistir.2>

Bruksizmin etiyoloji ve tedavisine yonelik
calismalarin sayisi gun gectikge artsa da, bu
klinik sorun hala anlasiimasi zor ve tartismaya
aclk bir konu olarak durmaktadir.
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Psychotropic drugs and bruxism

Bruxism is an involuntary activity of the jaw
musculature that is characterized, by jaw
clenching and tooth grinding and it is a common
condition. It has been postulated that distur-
bances in the central dopaminergic system, es-
pecially within the mesocortical tract, are linked
to bruxism. In addition, it has been suggested
that bruxism is considered to be a consequence
of serotonergically mediated inhibition of the
dopaminergic system in this brain region. Brux-
ism can occur during the course of various
diseases such as depression, schizophrenia,
parkinsonism or it can be associated wit drug
use. In these conditions, it is named as “second-
ary bruxism”.

Tricyclic antidepressants are commonly used in
the treatment of bruxism. These agents sup-
press the physiologic REM sleep state and
increase in level four of NREM and this effect is
considered a major factor in ameliorating brux-
ism. It has been suggested a possible relation-
ship between SSRI and bruxism, claiming that
substances known to increase serotonin trans-
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mission in the CNS could affect bruxism. There
seems to be a general agreement that these
agents exacerbate bruxism. In addition, it has
been reported that venlafaxine, a serotonine
noradrenaline reuptake inhibitor, may induce or
exacerbate bruxism in humans. As stress has
been implicated in the exacerbation of bruxism
in humans anxiolytic or sedative hypnotic drugs
are often suggested as effective in the treatment
of bruxism. Thus, it has been found that clona-
zepam therapy significantly improved not only
the bruxism but also objective and subjective
sleep quality, with unchanged performance upon
awakening. It has been reported that buspirone,
a partial agonist of the 5-HT1A receptor,
ameliorates especially drug-induced bruxism.

Although an increasing number of studies on the
etiology and management of bruxism, this
clinical problem is still difficult to understand and
as a subject open to discussion in our stands.
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Secici serotonin geri alim inhibitérleriyle olugsan uygunsuz antidiliretik hormon
sendromu ve hiponatremi / SSRI-induced inappropriate antidiuretic hormone
syndrome and hyponatremia
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Hiponatremi, serum sodyum konsantrasyonunun
130 mEqg/It'nin altinda olmasi olarak tanimlanir.
Uygunsuz ADH salinimina bagli ortaya c¢ikan
hiponatremi, bircok medikal duruma ve ilag
kullanimina bagh olarak ortaya cikabilmektedir.
SSRI kullanimina bagdh sekonder olarak gelisen
fazla ADH saliniminin 5-HT, ve 5-HT; resep-
torleri ile olustugu varsaylimaktadir. Suyun asiri
retansiyonuna bagh hiponatremi gelisir ve
sodyum konsantrasyonu 120 mEg/It'nin altina
inerse noropsikiyatrik belirtiler ortaya cikar.
Bulgular bulanti, kusma, kas gugsuzlugu, bas
agnisi, letarji, ataxi, intrakranial basing artisi,
konvilsiyon ve komaya kadar gidebilir.

Ozellikle yash hastalar, kadinlar, diuretik kulla-
nanlar, dusuk beden agirigi ve dusuk sodyum
konsantrasyonu bulunan hastalar uygunsuz
ADH sendromu agisindan riskli gruplardir. Hipo-

natremi genellikle SSRI kullanimindan sonraki
ilk haftalarda ortaya ¢ikmakta ve ilacin kesilme-
sinden sonraki iki hafta icinde normale dénmek-
tedir. Siklig1 %0.5-1 olarak bildiriimisse de, riskli
gruplarda %32’ye kadar varan oranlar bildiril-
mistir.

Tedavide ilacin kesilmesi, degistiriimesi, sivi
kisitlamasi yeterli olur. Bazen de loop diuretik-
lerin, demoksisilin ve lityum kullanimi, hipertonik
soliisyon verilmesi gerekebilir. Ozellikle yasli
hastalarda en sik kullanilan antidepresanlar olan
SSRI grubu ilaglar, nadir olarak hiponatremiye
yol acabilir. Cogu zaman asemptomatik olan,
bazan 6lime kadar géturebilen yan etkileri olan
bu durum riskli gruplarda akilda tutulmalidir.
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SSRI-induced inappropriate antidiuretic hormone syndrome and hyponatremia

Hyponatremia is described, as sodium level is
lower than 130 mEg/lt. It is known that syn-
drome of inappropriate antidiuretic hormone
(SIADH) resulting in hyponatremia can be asso-
ciated with various medical conditions and
drugs. It has been suggested that SIADH sec-
ondary to SSRI use can be mediated with 5-HT,
and 5-HT . receptors that activate ADH secre-
tion. Hyponatremia occurs because of water
retention and when sodium level is lower than
120 mEq/lt, the patients exhibit neuropsychiatric
symptoms. The symptoms and signs include
emesis, vomiting, muscle weakness, headache,
lethargia, ataxia, increased intracranial pres-
sure, convulsion, and coma.

The older patients, women, the patients who
had used diuretics, low body weight, low sodium
level particularly have a high risk for SIADH.
Generally, hyponatremia occurs within a few
weeks after the beginning of SSRI use and end
off within two weeks after the cessation of drug.
Although it has been reported that frequency of
disease is approximately %0.5-1, there is also
literature data concerning that frequency can
reach to % 32 at the risky groups. In the treat-
ment of syndrome, cessation, or changing of
drug, fluid restriction can mostly be enough.
However, it can be necessary to use of loop
diuretics, demeclocycline, lithium, and hyper-
tonic solution.
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