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2 m bozuklugu olan 17 yasinda , 57 k agirhiginda E hasta , jeneralize
Toni_k_lg!onik nobet gegirme gikayeti ile acil servise ailesi tarafindan
getirildi.

Gegirilmis travma oykisi yoktu. Ozgegmisinde bipolar bozukluk nedeniyle
tedavi amacryla 2X200 mg dozunda Karbamazepin (KBZ) kullanmaktadir.

Elsi ?lanmda bos ila¢ kutusu oldugunu ilagtan fazla miktarda almis
olabilecegini soyledi.

FM'de Glasgow Koma Skoru (E3M4,V3) 10, TA;155/85 mmHg , solunum 32
/ dk , ates;” 39.1° C, nabiz;144 /dk idi.

Laboratuvar verileri belirtilen: beyaz kan hiicresi sayimi, 14.600 mm3,
Hemoglobin, 13.1 q / dI; tfrombosit, 284000 /mm3, Kan Lre ni‘rro/jen, 14 mg
/ dL; kreatinin, 1.1 mg / dL; aspartat transaminaz, 687 U / L; alanin
Trar}SSEwinaz, 270 U / L; laktat dehidrogenaz, 3871 U / L; kalsiyum, 8.3
mg .

Arteryal Kan 7azmda: PH 7,29, pCO2 33.7 mmHg, pO2 79.2 mmHg,
HCO3:16.7 mg 7 L, ve SpO2% 96.
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7%0.9 NaCl ile Damar Yolu agildi, 20 ml/kg iv sivi tedavisi basland..
Monitorizasyon yapildi.

Beyin bilgisayarli tomografisi ve yapilan LP sonrasi beyin omurilik sivisi
incelemeleri normal saptandi.

Serum KBZ diizeyi yiiksek; (38.6 mg/L) (terapstik diizey 4-12 mcg / ml ) bulundu.

Oragastrik sonda takildi, mide yikamasi yapildi. Ancak ilag ya da ilag partikiili
aspire edilemedi ve aktif komur (1 g/kg) verildi. Aktif koémir, tekrarlayan
dozlarda 4 saat arayla toplam 3 doz uyguland..

Foley sonda takild.

KZ diizeyinin yiiksek olmasi nedeniyle (38.6 mg/L) basvurunun 6. saatinde |
komirle hemoperfiizyon (komir emdirilmis membranl) uyguland..

Hemoperfiizyon sonrasi KZ serum diizeyil2.2 mg/L bulundu.
Takibinde genel durumu iyi ve vital bulgular: stabil seyretti.

48 saat sonra kontrol serum KZ diizeyi 6.6 mg/L idi ve Psikiyatri yatigini kabul
etmeyen hasta 6nerilerle taburcu edildi.
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48 yasinda , E hasta , karbamazepin zehirlenmesi tanisi baska bir saglik

kurulusundan acil servise sevk edild..

S

Yakinlarindan karbamazepin igeren 400 mg.lik tabletlerden aldigini ancak
miktarini ve alma zamanini bilmedikleri 6grenildi.

FM'de bilingsiz, Glasgow Koma Skoru (E1M2,V1) 4, TA;105/60 mmHg ,
entiibe, nabiz;114 /dk id..

Laboratuvar verileri belirtilen: beyaz kan hiicresi sayimi, 10.600 mm3,
aspartat transaminaz, 742 U / L; alanin transaminaz, 305 U / L;

Serum KBZ diizeyi yiiksek;25.6 mcg / ml (terapétik diizey;4-12 mcg/ml )
bulundu.



ABC saglandi. Mekanik ventilatére bagland:. L
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7%0.9 NaCl ile Damar Yolu agildi, 20 ml/kg iv sivi tedavisi baslandi.
Monitorizasyon yapildi.

OG sonda takildi, gastrik lavaj yapildi ve aktif komir (1 g/kg) verildi. Aktif komdr,
tekrarlayan dozlarda 4 saat arayla toplam 3 doz uyguland..

Foley sonda takild.

Beyin bilgisayarli fomografisi normal saptand..

Geliginin 24. saatinde norolojik higbir gelisme olmadi ve serum KZ diizeyi 28.3 mcg /
ml saptand..

Hastaya ekstrakorporeal hemoperfiizyon (komiirle) uygulanmak istendi, ancak teknik
olarak yetersizlikle karsilasildi ve hemodiyalize baslama karari alindi. 3 seans
hemodiyaliz yapildi ve sonrasinda, karbamazepin diizeyi terapotik aralikta idi.

Olgu yatisinin 2. giiniinde Laboratuvar degerlerinin, vital bulgularinin normal olmasi,
GKS 15 olmasi iizerine ekstibe edildi.

3. glinde Psikiyatri konsiiltasyonu sonrasi énerilerle taburcu edildi.
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2 mazepinin yapisi trisiklik an‘rideﬁ*esanlar benzer antiepileptik bir
Hagtir.

Bipolar bozukluk, noropatik agri, hiperaktivite ve nobet tedavisi igin
kullanilmaktadir.

Karbamazepin  sodyum  kanallarint  inhibe eder, antikolinerjik,
antidepresan, antiaritmik, sedatif ve noromdiskiler blokaj 6zelliklerine
de sahiptir.

Emilimi yavastir ve en yiksek serum diizeyine genellikle 8- 12 saatte
ulasir, fakat bu siire bazen saati gegebilir.

Terapotik dozu 4 - 12 mikrogram/mL'dir.
Oldukga lipofiliktir.

Karacigerde sitokrom P450 sistemi tarafindanmetabolize edilir.

Klinik bulgular; koma, solunum bozuklugu, ataksi, nistagmus, miyozis veya
midriyazis, ileus, hipertonisite, derin tendon reflekslerinin artmasi,
distonik reaksiyonlar ve antikolinerjik toksik etkilerdir.

Laboratuar anormallikleri hiponatremi, hiperglisemi ve serum karaciger
enzimlerinin gegici yliksekligidir.
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Serum karbamazepin diizeyi ve zehirlenmenin klinik
siddeti arasinda tam bir iliski yoktur. Toksisitenin
ciddiyetini serum konsantrasyonu ile degil hastanin
klinik durumu ile degerlendirmek gerekir.

Serum konsantrasyonunun 40 mikrogram/mL olmasiyla
koma, nobet, solunum bozuklugu ve kardiyak ileti
defektleri gibi ciddi komplikasyon riski artabilir.

Serum konsantrasyonu 60- 80 mcg / ml 'den yiiksek
olmasi 6liimle sonuclanabilir.

Karbamazepinin kimyasal qu|5|ngn imipraminle benzer
olmasi nedeniyle idrarda ilag incelemesinde yalanci
trisiklik antidepresan pozitifligine neden olabilir.
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Eger hastada mental gerilik yoksa ve oral alimin ilk 1 saat iginde gelmisse,
aktif komir verilmesi distintlebilir, ¢linki uzamis emilim olabilir.

Asiri doz alan hastalarda tekrarlayan doz aktif komir uygulamasi
kigilerde ilacin yarilanma omrini azaltir, fakat iyilesme siresini veya
sonucu degistirmeyebilir.

Hemoperfiizyon (komdirle) karbamazepin ve epoksit metabolitinin her
ikisinin yarilanma omriini azaltsa da, (kémiirle) hemoperfiizyonun e’rkinli?’i
tekrarlayici doz aktif komir uygulamasi veya destekleyici tedavi ile
karsilastirilmamistir.

Hayati tehlike olusturan asiri doz alan hastada ekstrakorporeal
uzaklastirma disuniliyorsa, calismalarda hemodiyaliz veya
hemofiltrasyon etkili gozikmektedir.

EKG'de ileti gecikmesi varsa sodyum bikarbonat tedavide kullanilabilir.

Birkag saat arayla yapilmis en az 2 karbamazepin 6lglimiinde disus varsa
(15 mikrogram/mL'nin altina), hasta uyanik, ayakta ve kardiyak iletim
anormallikleri yoksa taburcu edilebilir.
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A carbamazepine intoxication with suicide atrempt is a relatively common clinical problem that presenting with coma, respiratory
depression, arrhythmia, hemodynamic instability and even death. We reéport a case of severe carbamazepine poisoning that was
successfully rreated with one session charcoal hemoperfusion. On admission, the patient was comatose and required ventilator support.
Hemoperfusion with coated activated charcoal successfully decreased the serum carbamazepine concentration from 45 pg mL ™ to 21 pg
mL ~! within 2 h, with subsequent clinical improvement.

Keywords: Carbamazepineg; Toxicity, Hemoperfusion
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Severe carbamazepine intoxication
unresponsive to albumin-enhanced
continuous venovenous hemodiafiltration
with low dialysate flow
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Kang-Min LEE,"? Tae-Seok LIM,"-? Hyung W. KIM'?

'Division of Nephrology, Department of Internal Medicine, The Catholic University of Korea, Seoul,
Korea; *5t. Vincent's Hospital, Suwon, Korea

Abstract

Carbamazepine (CBZ) intoxication can be associated with severe toxicity, including neurclogical
and cardio-respiratory abnormalities. Highly protein-bound, CBZ is not removed efficiently through
conventional hemodialysis. Charcoal hemoperfusion is the most effective extracorporeal elimina-
tion therapy for CBZ intoxication. Recent reports hawve indicated that continuous wvenovenous
hemodiafiltration (CWWHDF), albumin-enhanced continuous wvenovenous hemodialysis, high-flux
hemodialysis and plasma exchange can be as effective as charcoal hemoperfusion. In contrast to
recent reports, which demonstrated the effectiveness of CWVWHDF with high dialysate flow in CBZ
intoxication, we observed that serurm CBZ level was decreased minimally by albumin-enhanced
CVVHDF with low dialysate flow. Therefore, albumin-enhanced CVVHDF with high dialysate flow
should be considered in severe CBS intoxication, if hemoperfusion is unavailable because of the
lack of facilities or if it cannot be performed.

Key words: Carbamazepine, continuous venovenous hemodiafiltration, hemoperfusion
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Intihar amach karbamazepin entoksikasyonu:
Olgu sunumu

Carbamazepine intoxication as a suicidal attempt: a case report

Ozge Onur', Ozlem Giineysel', Mustafa Erdede?, Arzu Denizbasr’®

Ozet

Karbamazepin zehiflenmeleri acil servislerde sik kargilagilan ve ya-
samu tehdit eden bir sorundur. Intihar amaaiyla yiksek doz karba-
mazepin alan 24 yasinda bir kadin olgu nedeniyle bu tir zehirlen-
melere medikal yaklagim gozden gecirilmigtir. Karbamazepin ze-
hirlenmelerinde nérolojik ve kardiyak yan etkiler en acil sorunlar-
dir ve en kisa sirede kontrol altina alinmahdir. Diger tedavi yakla-
simlan tekrarlayan dozlarda aktif komdr verilmesi ve erken do-

nemde hemoperflzyondur.

Anahtar soézciikler: Karbamazepin, acil servis, intihar, hemoper-
fazyon, aktif kdbmar uygulamasi.

Summary

Carbamazepine intoxication is a frequently encountered and life
threatening condition in emergency services. The medical inter-
ventions towards carbamazepine intoxications were reviewed
related to a 24-year-old woman who ingested a high dose of car-
bamazepine for suicidal attempt. Neurologic and cardiac side
effects are emergent problems due to carbamazepine intoxication
and should be taken under control as soon as possible. Other
therapeutic interventions are giving repeated doses of activated
charcoal and early hemoperfusion.

Key words: Carbamazepine, emergency service, suicide, hemop-
erfusion, administration of activated charcoal.
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Olgu Sunumu/Case Report

Karbamazepin Intoksikasyonunda Karbon Hemoperfiizyon mu
Yiiksek Etkinlikli Hemodiyaliz Uygulamas: m1?: Bir Olgu Sunumu

Charcoal Hemoperfusion vs. High Efficiency Hemodialysis in
Carbamazepine Intoxication: A Case Report

oz

Karbamazepin oldukc¢a sik kullanilan bir anti-epileptik ajandsr. intoksikasyon durumunda komaya
kadar ilerleyebilen nérolojik semptomlar, kardiyak aritmiler, solunum depresyonu ve nistagmus gibi
g6z bozukluklan goriilebilir. Spesifik bir antidotu olmadifs icin genellikle destek tedavisi gerekir.
Yiilksek oranda proteine bagh bulunmas: nedeniyvle konvansiyonel hemodiyaliz ile temizlenmesi
beklenmez ve karbon hemoperfiizyon standart bir tedavi yaklagimudir. Bu olgu sunumu ile 23 yasinda
bipolar bozukluk tams: bulunan kadin hastanin intihar amach aldi: yilksek doz karbamazepin ile
intoksikasyonunun yiiksek etkinlikli hemodiyaliz ve karbon hemoperfilzyon ile basanil tedavisi ve bu
iki yontemin birbiri ile karsilastirilmas: tizerinde durulmaktadar.

ANAHTAR SOZCUKLER: Karbamazepin, Intoksikasyon, Hemodiyaliz, Hemoperfiizyon

ABSTRACT

Carbamazapine is a commonly used antiepileptic agent. Neurological abnormalities which can progress
to coma, arrhythmias, respiratory depression and eye abnormalities such as nystagmus are seen in an
intoxication setting. There is no specific antidote for the treatment of carbamazepine intoxication and
supportive therapy is generally recommended. Carbamazepine is not removed through conventional
hemodialysis as it highly bound to proteins. Charcoal hemoperfusion has been reported as the standard
effective treatment method. Herein we report a 23-year-old woman with high dose carbamazepine
overdose treated with high efficiency hemodialysis and charcoal hemoperfusion. We also discuss a
comparison of the methods used for carbamazepine intoxication.

KEY WORDS: Carbamazepine, Intoxication, Hemodialysis, Hemoperfusion
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18 yasinda, 70 kg agirhginda K, Biling kaybi
sikayeti ile acil servise getirildi.

FM: Genel durumu koti, GKS(E2M2V1):5,
TA:95/60 mmHg, nabiz:66/dk, Sat 02: 7% 84,
Pupiller dilate, IR +/+,

Solunum bradiapneik (7-8/dk),

Diger sistem muayeneleri normaldi.

Tam kan sayimi, glukoz ve acil biyokimya degerleri
normaldi.

Arteriyel kan gaz::
PH:7.0 ; PO2:21; PCO2:80; HCO3:18; Baz acigi:-6

EKG: ritmik, hiz;60/dk, QRS10.12 sn, p dalgalar!
yoktu.
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~ABC saglandi. T ==

70.9 NaCl ile Damar Yolu agildi ve 20 ml/kg iv sivi tedavisi
basland..

Monitorizasyon yapildi.

Airway, BVM ile solutuldu, endotrakeal entibasyon yapild..
Mekanik ventilatore bagland..

Anamnhezde

Yakin zamanda istemedigi bir kisi ile nisanlandigini, ve
akinlarinin yaninda bos amittriptilin etken maddeli ilag
._g‘rusqld.buldug’unu, 25 mg lhk tb.den 35-40 adet aldig
ogrenildi.

Alinan doz toksik (10 mg/kg 1)

OG sonda takildi. Aktif komur verildi. Ayrica tekrarlayan
dozlarda aktif komir OG den uyguland..



=

Derin asidoz, EKG de genis ve diizensiz QRS olmasi

_nedeniyle—1meq/kg NaH iv-10 dk da verildi. 1 meq/kg

inflizyon basland..
Foley sonda uyguland..

Tedavinin 2. saati sonunda TA:110/80 mmHg idi. Ancak
derin asidozunun dizelmemesi ve EKG bulgularinin ayni
olmasi tzerine hemodiyalize alind..

HD sonrasi asidozu diizeldi,

Ol?u yatisinin 2. %UnUnde kan gazi degerlerinin, vital
bulgularinin normal olmasi, EKG bulgularinin dizelmesi, GKS
15 olmasi tzerine ekstiibe edildi.

3. guinde Psikiyatri yatisini kabul etmeyen hasta onerilerle
taburcu edildi.
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30 yasinda, 65 kg agirhginda E, biling degisikligi sikayeti ile acil
servise getirildi.
FM: Genel durumu koti, GKS(E2M4V3):9

TA:110/70 mmHg, nabiz:140/dk, pupilleri izokorik, IR +/+ ' ti.

Diger sistem muayeneleri ,Tam kan sayimi, glukoz ve acil
biyokimya degerleri hormaldi.

EKG; ritmik, hiz;140/dk, sinis tasikardisi mevcuttu.

Yakinlarindan alinan anamnezden, toplamda 875 mg. amitriptilin
iceren antidepresan tabletlerden 6zkiyim amagh aldigi 6grenildi.
Alinan doz toksikti (10 mg/kg )

Ar'ter'zel kan gazi: PH:7.2 ; PO2:53; PCO2:45; HCO3:18; Baz
acigt:-
Sat 02: 7% 92 idi.



ABC sagland.. e
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7%0.9 NaCl ile Damar Yolu agildi ve 20 ml/kg %0.9 NaCl iv sivi tedavisi
basland..

Monitorizasyon yapild.

OG sonda takildi. Aktif komir verildi. Ayrica tekrarlayan dozlarda 3 kez
aktif kémir OG den uyguland..

Asidozu olmasi nedeniyle—1meq/kg NaHCO3 iv 10 dk da verildi. 1 meq/kg
inflizyon baslandi.

Foley sonda uygulandi.

Iv % 20 Iigi‘r emiilsiyon (Intralipid ®) tedavisi baslandi. 90 mL- 1.5 mL/k
Iggl&s) E)Z mL/kg/dk dozunda siirekli inflizyon 2 saat uygulandi (tota
mL).

1 saat sonra nabiz 106/dk geriledi. GKS 11'e yiikseldi.

Olgu yatisinin 3. glninde Psikiyatri konsultasyonu sonrasi dnerilerle
taburcu edildi.
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amitriptyline,  trimipramin,  desipramine,  doksepin,
imipramin, nortriptilin, protriptiline, opipramol, ...

Amerika zehir danisma merkezi 2013 yilinda toplam
2,188,013 kiginin ve bunlarin %4.2'sinin antidepresanlarla
zehirlendigini rapor etti.

Santral presinaptik terminalde norotransmitter geri alimini
inhibe ederler :

- Na kanal blokaj!

- Periferik al-adrenerjik res antagonisti

- Santral / periferal antikolinerjik etki

- Santral sempatik refleks inh.

- NE + Serotonin geri alim inh.

- Muskarinik Ach res. kompetitif antagonisti



Trisiklik—antidepresan__ zehirlenmesinde  antikolinerjik

~_—etkiler, kalp damar ve merkezi sinir sistemi bulgulari

gordulir.

Belirti ve bulgular genellikle ilag alindiktan sonra 30-40
dakika iginde ortaya ¢ikar.

Antikolinerjik bulgular:

Uykuya  egilim, huzursuzluk, gorsel ve igitsel
hallsinasyonlar, deliryum, koma,

midriyazis,

deri ve mukozalarda kuruluk, terlemede azalma,
tasikardi, hipertansiyon,

mide ve barsak hareketlerinde azalma, idrar retansiyonu,
myoklonik sigramalar ve yiiksek ates



La/.&d amar sistemi-bulgular:. p—

Genellikle ilk 8 saat iginde gelisir,
iletide bozulma, aritmiler ve hipotansiyon gozlenir.

EKG de ;
PR, QRS ve QT araliklarinda uzama, sinis tasikardisi.

Degisik derecelerde atrium ve ventrikil blogu, ventrikiil
tasikardisi ve fibrilasyonu, QT uzamasiyla giden atipik ya
da polimorfik VT goridilebilir.

Bradiaritmiler ciddi zehirlenme ve kotluye gidisin
habercisidir.
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‘Proteinlere ylksek oranda baglanir, -

asit ortamda serbest ilag miktari arttigi igin
Toksisite artar.

=

Lipofilik  ozelliktedir, dagilim hacmi yiksek
(Plazmaferez )

7 15-30 enterohepatik sirkilasyona girer. Gastrik
bosalmayi geciktirir (Tekrarlayan aktif komiir)



‘Gunlik terapotik dozun 10 katindan fazlasi toksik
10-20 mg/kg yasami tehdit eden doz

Kiglk ¢ocuklarda 15 mg/kg dlimciil olabilir.

* Tani;
- Oykii, belirti ve bulgulara dayanarak konur.

« Serum ve idrarda ilag dizeylerinin
6l¢llmesi taniya yardimcidir.

« Serum TCA dizeyi tedaviyi belirlemez.
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- Kardiyak ve solunum fonksiyonlarini desteklemek

- Hava yolunu koruyamayan hasta NG ve aktif komiir
oncesi endotrakeal entiibasyon

- 10-20 ml/kg sivi tedavisi

- NaHCOs tedavi endikasyonlari :

EKG'de QRS siiresi O, 10sn. den uzunsa, aVR'de 3 mm'den
daha fazla sag aks sapmasiventrikil aritmisi, Sivi
tedavisine direncli hipotansiyon, Kardiyak arrest,

derin asidoz, nobet varsa (1-2 meq/kg 5-10 dk )

- 61 dekontaminasyon (6-12 saat !)
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—~Eliminasyonu hizladirma: Aktif kémiir(Tekrarlanan dozlar)

- Nobet tedavisi
Benzodiazepin (yanitsiz ise Barbitiirat veya Propofol)
Fenitoin ve flumazenil kullaniimaz. (Na kanal blokaji !)

- Plazmaferez
- Atilmanin Artirilmasi i¢in Hemodiyaliz, hemoperfiizyon??

- Lipid emiilsiyon tdv.(%20 lipid emdlsiyonu i¢in 1.5 mL/kg
bolus, 0.25 mL/kg/dk infiizyon dozu onerilmektedir. Dolasim
stabil olana kadar 0.5 mL/kg/dk Y'Liksel’rilebilir'. Onerilen ust
siniri: TIk 30 dakika boyunca yaklasik 10-12 ml /kg dozunda
olacak sekildedir)

- Nontoksik doz aliminda normal muayene ve vital bulgular
varsa 6-8 saat gozlem yeterli
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Abstract

Intravenous lipid emulsion (ILE) is a lifesaving treatment of lipophilic drug intoxications. Not enly does ILE have demonstrable efficacy as an antidote

to local anesthetic toxicity, it is also effective in lipophilic drug intoxications. Our case series involved 10 patients with ingestion of different types of

lipophilic drugs. Intravenous lipid emulsion treatment improved Glasgow Coma Scale or blood pressure and pulse rate or both according tothe drug - Related citations in PubMed =
type. Complications were observed in 2 patients (minimal change pancreatitis and probable ILE treatment-related fat infiltration in lungs). In our case  Ap assessment of the in vivo effects of

series, LE was used for different lipophilic drug intoxications to improve cardiovascular and neurologic symptoms. According to the results, itwas — intravenous lipid emul: [Clin Toxicol (Phila). 2013]
found that ILE treatment is a lifesaving agent in lipophilic drug intoxications and it can be used in unconscious patients who have cardiac and/or

neurologic symptoms but no history of a specific drug ingestion. Use of itravenous pid emuision in the

resuscitation of a pati¢ [Clin Toxicol (Phila). 2013)

Copyright @ 2014 Elsevier Inc. Al rights reserved. Liid emulsion improves Glasgow coma scale

PMID: 24374371 [PubMed - indexed for MEDLINE] and decreas [Eur Rev Med Phamacal Sci. 2012]
§ Intravenous lipid emulsion for the
| |}

treatment of drug ta [J Intensive Care Med. 2014]

Intravenous lipid emulsion as antidote:
Publication Types, MeSH Terms, Substances ¥  asummary of publi [Emerg Med Australas. 2011]
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Extracorporeal Treatment for Tricyclic Antidepressant
Poisoning: Recommendations from the EXTRIP Workgroup

Christopher Yates,* Tais Galvao,t Kevin M. Sowinski, ¥ Karine Mardini,§ Tudor Botnaru,v]
Sophie Gosselin,** Robert 5. Hoffman,tt Thomas D. Nolin, 11 Valéery Lavergne,§§ and
Marc Ghannoum, 9 on behalf of the EXTRIP workgroup®

*Emergency Department and Clinical Toxicology Unit, Hospital Universitar Son Espases, Mallorca, Spain,
tGetulic Vargas University Hospital, Federal University of Amozronas, Manaus, AWM, Brazil, $Department of
FPrammoacy Practice, College of Pharmacy, Purdue University, West Lafayette, Indiana, SDepartrment of
FPhamocy, YVerdun Hospital, University of Montreal, Montreal, Canada, fIMcGill Emergency Medicine
Residency Program, MoGill University, Montréal, Canada, *"Department of Emergency Medicine,
Medical Toxicology Service, MoGill University Health Centre, MoGill University, Montréeal, Canada,
TtTDhivislon of Medical Toxicology, Departments of Medicine and Emergency Medicine, New York
University School of Medicine, New Yark City, New York, $F¥Department of Pharmacy and Therapeutics,
Center for Clinical Phamaceutical Sclenceas, University of Pittsburgh School of Pharmnacy, Pittsburgin,
Pennsylvania, §50epartment of Medical Biology Sacré-Coeur Hospital, University of Montreal, Monfreal,
Quebec, Canada, and Department of Nephroloegy, Verdun Hospital, University of Montreal, Montreal,

Canada

ABSTRACT

The Extracorporeal Treatments In Poisoning (EXTRIP)
workgroup was formed to provide recommendations on
the use of extracorporeal treatments (ECTR) in poison-
ing. Here, the workgroup presents its results for tricyclic
antidepressants (TCAs).  After an  extensive literature
search, using a predefined methodology. the subgroup
responsible for this poison reviewed the articles, extracted
the data. summarized findings, and proposed structured
voling statements following a predetermined format. A
two-round modified Delphi method was chosen to reach a
consensus  on  voling  statements and RANDUCLA
Appropriateness  Method to  guantify disagreement.
Blinded wvotes were compiled. returned, and discussed in

person at a meeting. A second vote determined the final
recommendations. Seventy-seven articles met inclusion cri-
teria. Only case reports, case series, and one poor-guality
observational study were identified yielding a wvery low
quality of evidence for all recommendations. Data on 108
patients, including 12 fatalities, were abstracted. The
workgroup concluded that TCAs are not dialyzable and
made the following recommendation: ECTR is not recom-
mended in severe TCA poisoning (113). The workgroup
considers that poisoned patients with TCAs are not likely
to have a clinical benefit from extracorporeal removal and
recommends it NOT to be used in TCA poisoning.
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Severe childhood amitriptyline intoxication and plasmapheresis:
a case report

Mehmet Karaci!, Mustafa Ozcetin!, Giinter Dilsiz?, Yasar Gozde Giiclii-Songiir!

IDepartment of Pediatrics and *Department of Family Medicine and Blood Banking Unit, Biilent Ecevit University, Faculty
of Medicine, Zonguldak, Turkey. E-mail: mkaraci@gmail.com

SUMMARY: Karac M, Ozcetin M, Dilsiz G, Giiclii-Songiir YG. Severe childhood
amitriptyline intoxication and plasmapheresis: a case report. Turk | Pediatr
2013; 55: 645-647.

Tricyclic antidepressant intoxication is one of the most frequently encountered
and life-threatening causes of intoxication among referrals to emergency
departments due to drug intoxication. There is no known antidote against
any of the tricyclic antidepressants. The American Society for Apheresis
(ASFA) recommends plasmapheresis to support primary treatment in this
type of drug poisoning, which does not respond to certain and traditional
treatments. We present a 15-year-old girl who ingested amitripryline with
suicidal intent. On admission, she was in a comatose state (Glasgow Coma
Scale score: 5), with no spontaneous respiration and presence of pathological
reflexes. Due to the intake history of lethal doses and the severe clinical
picture, plasmapheresis was performed. She was discharged on her fifth day
of hospitalization.

Due to the high plasma protein binding property of amitriptyline, plasma
exchange therapy should be considered in cases of severe amitriptyline
intoxication as a life-saving therapeutic modaliry.

Key words: amitriptyline, childhood, intoxication, plasmapheresis.
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s there a role for hemoperfusion/hemodialysis as a treatment option in severe tricyclic antidepressant
intoxication?

Frank RD' Kierdorf HP.

@ Author information

Abstract

OBJECTIVE: Suicidal self-poisoning with tricyclic antidepressants like doxepin is a major therapeutic problem in emergency medicine with a high
fatality rate. Deaths are mainly caused by cardiotoxicity with arrhythmias, intraventricular conduction disturbances and myocardial depression. For
treatment, alkalinization and hypertonic saline are recommended. The role of extracorporeal, treatment procedures is not clear. The possible benefit
of hemoperfusion/hemodialysis is discussed in a case report with respect to the published literature.

CASE REPORT: After ingestion of an amount of at least 5000 mg doxepin a 37-year-old man with endogenous depression developed cardiac arrest
After preclinical resuscitation with prolonged extemal cardiac massage, he was admitted to the intensive care unit with persistently severe
hypetension and wide QRS complexes (230-260 ms). Despite fluid load, alkalinization, hypertonic saline and high-dese vascactive substances the
patient’s condition did not improve. Hemoperfusion over hemoresin combined with hemodialysis led to an impressive clinical improvement with
shortening of QRS duratien (from 230 to 120 ms) and hemodynamic stabilization. The patient fully recovered without neurclogic deficits.

CONCLUSION: We report a successful treatment with hemoperfusion over hemoresin and hemodialysis in a patient with life-threatening doxepin
poisoning infractable with the generally recommended treatment. In such acute TCA intoxication with severe cardiotoxicity,
hemoperfusion/hemodialysis should be considered a potential treatment option, as the "toxicokinetics™ of drugs may totally differ from their usual
pharmacokinetic behaviour. Experimental and clinical studies are needed to clarify the toxicokinetics of TCA in order to improve the therapeutic
approach.
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Charcoal hemoperfusion in an infant
with supraventricular tachycardia and
seizures secondary to amitriptyline
intoxication

Mehmet Mutlu', Giilay Karagiizel', Elif Bahat?,
Ayse Aksuy', Burcu Giiven', Beril Dilber' and
Embiya Dilber?

Abstract
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SSAGE

Tricyclic antidepressant (TCA) overdose is one of the common causes of drug poisoning and it has
cardiovascular, respiratory and neurological side effects. An |8-month male infant was admitted to our pedia-
tric emergency service due to poisoning with amitriptyline. The infant was unconscious. Tachycardia, irregular
and shallow breathing, and tonic-clonic seizures were observed on physical examination. An electrocardiogram
displayed a narrow complex tachycardia that was consistent with re-entrant supraventricular tachycardia
(5WT). Although antiarrhythmic and anticonvulsive agents were administrated, SV T and seizures persisted.
Charcoal hemoperfusion (HP) was performed for 4 hours. The infant’s clinical condition has improved after
the charcoal HP, seizures and SVT were not observed. It is concluded that charcoal HP can be used efficiently

in patients with severe amitriptyline intoxication.

Keywords
amitriptyline, poisoning, supraventricular tachycardia, hemoperfusion
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PRACTICE GUIDELINE

Tricyclic antidepressant poisoning: an evidence-based
consensus guideline for out-of-hospital management®

ALAND. WOOLF, M.D., MP.H., ANDREW R. ERDMAN, M.D., LEWIS §. NELSON, M.D.,

E. MARTIN CARAVATI, M.D., M.P.H., DANIEL J. COBAUGH, PHARM.D., LISA L. BOOZE, PHARM.D., PAUL M. WAX, M.D.,
ANTHONY S. MANOGUERRA, PHARM.D., ELIZABETH J. SCHARMAN, PHarM.D., KENT R. OLSON, M.D.,

PETER A. CHYKA, PuarM.D., GWENN CHRISTIANSON, M.S.N., and WILLIAM G. TROUTMAN, PHARM.D.

American Association of Poison Control Centers, Washington, District of Columbia, USA

A review of U.S. poison center data for 2004 showed over 12,000 exposures to tricyclic antidepressants (TCAs). A guideline that
determines the conditions for emergency department referral and prehospital care could potentially optimize patient outcome, avoid
unnecessary emergency department visits, reduce healthcare costs, and reduce life disruption for patients and caregivers. An evidence-
based expert consensus process was used to create the guideline. Relevant articles were abstracted by a trained physician researcher. The
first draft of the guideline was created by the lead author. The entire panel discussed and refined the guideline before distribution to
secondary reviewers for comment. The panel then made changes based on the secondary review comments. The objective of this guideline
is to assist poison center personnel in the appropriate prehospital triage and management of patients with suspected ingestions of TCAs by
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“LIPID RESCUE"” FOR TRICYCLIC ANTIDEPRESSANT CARDIOTOXICITY

Michael Stephen Blaber, mecxe,” Jamal Nasir Khan, mrce, T Judith Anne Brebner, mrcr. £
and Rachel McColm, mrcr

*Dapartmant of Cardiclogy, Sandwed & Wast Birmingham Hospitals NHS Trust, Bimingham, UK, +Dapartmeant of Cardiclodgy,
University Hospital of Morth Staffordshire, Newcastle, Stoke-on-Trant, UK, IDepartment of Respiratory Madicina, Sandwall & West
Birrningham Hospitals MHS Trust, Birmlnghar, UK, and §Daepartrmant of Emargancy Madicing, Hareford Hospitals NHS Trust,
County Hospital, Haraford, LIK
Raprint Addrass: Jamal Masir Khan, sece, Dapartmeant of Cardiclogy, City General Hospital, Univarsity Hospital of North Staffordshira,
Mewcastle Road, Stoke-on-Trent ST4 70P, Uk

O Abstract—Background: Tricyelic antidepressant (TCA)
toxicity results predominantly from myocardial sodiom-
channel blockade. Subsequent ventricular dysrhyvthmias,
myocardial depression, and hyvpotension cause cardiovas-
cular collapse. Animal studies have demonstrated the effec-
tiveness of intravenous lipid-emulsion in treating TCA
cardiotoxicity. Case Report: YWe report a case of dothiepin
(tricyclic amntidepressant) overdose causing refractory
cardiovascular collapse, which seemed to he soccessfully
reversed with lipid-emulsion therapy {]ntrn]lpld“; Frese-
nins, Cheshire, UK). Conclusions: Lipid emulsions are a po-
tentially novel therapy for reversing cardiotoxicity seen in
TCA overdose. Research is required into the role of lipid
emiilsion in the management of poisoning by oral lipophilic
agents. © 2012 Elsevier Inc.

O Keywords—tricyclic antidepressant; lipid emulsion;
toxicity; overdose; dysrhythmia; cardiac arrest

from cardiovascular collapse resulting from myocardial
sodium-channel blockade and subsequent wentricular
dysrhythmias, myocardial depression, and hypotension.
The mainstay of treatment is sodium bicarbonate, anti=
dysrhythmics, and supportive therapy (1.2). Despite
this, TCAs are substantial contributors to annual
mortality from drug owverdose, alongside opiates,
analgesics, and benzodiazepines (3).

CASE REPORT

A J6-year-old woman was brought to the Emergency
Department after ingestion of 30 75-mg tablets of the
TCA dothiepin (2.25 g} 90 min earlier. Glasgow Coma
Scale score was 415, blood pressure was 53/35 mm

Hg. and pulse was 130 beats/min. Severe metabolic aci-
dngis was demonstrated imH 6751 A 1 2<lead electrmear-
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OIQU‘ 1 . - e

3 yasinda ,12 k% a?’ur‘ll“mda K gocugu, annesinin kullandigi
demir iceren tableflerden 3 saat once yaklasik 7-8 adet
kazara alim sonrasi ailesi tfarafindan acil servise getirildi.

Hastanin geldigi anda bulanti-kusmasi vardi. Bilinci agik,
TA;90/60mmHg, Nb;120/dk, SS;28/dk idi.

Fizik muayene bulgulari normaldi. Her bir tablet 60 mg
elementer demir icermekte idi. Total doz alimi=420- 480 mg
veya (35-40 mg/kg),

Hastanin tam kan sayimi, koagllasyon parametreleri,
karaciger - renal fonksiyon testleri ve serum elektrolitleri
hormaldi.

Arteryel kan gazinda pH; 7. 48, PCO2 17 mm Hg, PaO2 110
mm Hg, HCO312.5 mmol/l, baz agigi; - 8 idi.

Cekilen abdomen grafisi normaldi.
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Intravendz %0,9 NaCl soliisyonla hidrasyon saglandi.

NG sonda takilarak polietilen glikol elektrolit soliisyonu
(Golytely®) 250 cc/h hizinda uygulanarak tim bagirsak
irrigasyonu yapildi.

4. saatte bakilan serum demir  diizeyi;:395 pg/dL
saptandi.

Serum demir dizeyi 500 pg/dL'den yiiksek olmadigindan
deferoksamin tedavisi uygulanmadi.

Olgunun bulanti, kusmalari 3-4 saat kadar devam etti.
Kontrol 30 saat sonraki demir diizeyi 85 pg/dl olarak
tespit edildi.

Vital bulgulari stabil olan olgu 48 saat takipten sonra
taburcu edildi.
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35 yasinda , 60 kg agirliginda K hasta suicid amagl 100 mg (ferro sanol
duodenal kapsil® ) demir igeren tabletlerden 4 saat once yaklasik 40 adet
alim sonrasi arkadas: tarafindan acil servise karin agrisi, bulanti-kusma
nedeniyle getirildi.

!—dlqs‘ranm geldigi anda bilinci agik, TA;100/60mmHg, Nb;92/dk, SS; 22/dk
idi.

Fizik muayene bulgulari normaldi. Her bir tablet 100 mg elemental demir
icermekte, Total doz alimi=4000 mg veya 67 mg/kg),

Hastanin labaratuvar parametrelerinde |okosit; 12000mm3, glukoz; 180
mg/dl ve diger testleri hormaldi.

Koaglilasyon testleri normal sinirlardaydi.

Arteryel kan gazinda pH; 7. 14, PCO2 36mm Hg, PaO2; 120 mm Hg,
59606/)331.6.5 mmol/Il, baz agigi; - 12,8 idi. Derin metabolik asidozu vardi, SO2
o IAl.

Cekilen abdomen grafisinde birka¢ odakta radyoopasite veren cisim
gorilmekteydi.

Serum demir diizeyi 865 mg/ dL saptand..
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Intravenoz %0,9 NaCl soliisyonla hidrasyon saglandi.

s

NG sonda takilarak polietilen glikol elektrolit solisyonu
(Golytely®) nazogastrik tiip ile 2 L/h hizinda uygulanarak tim
bagirsak irrigasyonu yapildi.

Deferoksamin 15 mg/kg/h, 500 mL %5 dekstroz soliisyonu
icinde hemen basland..

Takiplerde olgunun bulanti, kusmalari devam etti.
Metabolik asidozu daha da derinlesti, Cr; 2,2mg/dl| yiikseldi.

Ilaci aliginin 12. saatinde hemodiyalize alind..

Hemodiyaliz sonrasi demir diizeyi 285 rlc?/dl' 26 saat sonraki
demir duzeyi 90 ug/dl olarak tespit edild.

Psikiyatri ile konsulte edilen hasta, 72 saat takipten sonra
psikiyatri servisine yatirild.
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Dort yasindan kiglk ¢ocuklarda demir intoksikasyonuna bagl hastaneye
yatis orani Amerika Birlesik Devletleri'nde 8.7/100000'dir..

Demir korozif bir maddedir.

PlakZIIfna demiri, plazma demir baglama kapasitesini asinca gesitli organlari
etkiler.

GI sistemde, mukozada iilser, enfarkt ve nekroza, bagirsaktan portal
dolasima absorbe olarak, karaciger nekrozuna neden olur.,

Bobreklerde; tibiler nekroz ve proteiniiriye,
akcigerde; pulmoner 6deme,

kardiyovaskiiler sistemde; permeabilite artigi, venodilatasyon, ve
hipotansiyona

555'de koma gibi bozukluklara neden olur.
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20 mg/kg'in altinda alinmigsa toksisite riski
dusiktir, dekontaminasyon ve en az 6 saatlik
gozlem onerilir.

20-40 mg/kg arasinda alinmissa orta derecede
toksisite riski vardir. Dekontaminasyon yapilmal
ve selasyon tedavisi disunilmelidir.

60 mg/kg'in (izerindeki dozlar yiiksek risklidir ve
dekontaminasyon ile birlikte selasyon tedavisine
baslanmalidir .



Intoksikasyonda 5 evre olusur: ==

Evre 1: 2 saat icinde baslar. Bulanti, kusma, ishal, karin
agrisi,hematemez, kanli ishal gibi hemorajik gastroenterit
bulgu ve belirtileri gorilir. Agir hipotansiyon gelisebilir.

Evre2: 6-12 saat sonra kismi iyilesme gérilir. Bu evre her
zamahn belirgin degildir.

Evre 3: Demir alinmasindan yaklagik 12 saat sonra demirin
LGPTIQI hiicresel hasar sonucu sistemik belirtiler ortaya ¢ikar.
ipoglisemi ve metabolik asidoz olusabilir.

Evre 4: Belirgin iyilesme gorilen 2-4. ginlerden sonra agir
karaciger nekrozu olugur. Karaciger enzimleri ve bilirubin
diizeyi ylkselir, protrombin zamani uzayabilir.

Evre 5: Zehirlenmeden giinler/haftalar sonra olusan siregtir.
Demirin korozif etkisi ile GIS de nedbe ve stenoz goriiliir.



_Tani; oykii ve klinik bulgulara gare konulur-
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Demir tablet veya pargalar: direkt batin grafisi ile gosterilebilir.
Ancak demir soltisyonu gosterilemez.

Klinik, serum demir diizeyi ile paraleldir.

Tedavi; Serum demir diizeyi 4. saatte 500 ug/dL ise agir
toksisite bulgular: ortaya ¢ikar.

Demir icin selasyon ajani olan deferoksamin (Desferal® 05 g
flakon) 15 mg/kg/h, %5 dekstroz soliisyonu iginde, IV verilir.

Gerekirse doz her saat 10 mg/kg/saat artirilarak en fazla 30
mg/kg/saat hizina gikilabilir.

Olusan demir-selator kompleksi idrarla atilir ve idrara gl kurusu
rengini verir.,



/
“Selasyon tedavisine serum—Fe konsantrasyonu 400

ug/dL'ye ininceye kadar devam edilir.

=

Agir olmayan vakalarda deferoksamin 50 mg/kg/doz
(en fazla 1 g/doz) IM 8 saatte bir 3 kez uygulanabilir.

Total doz IV veya IM 6 grami gegmemelidir.

Flushing, urtiker, hipotansiyon, sok gibi yan etkileri
gelisebilir.

Sok ve asidoz durumunu ve sivi kayiplarini diizeltmek
igin parenteral sivi ve bikarbonat tedavisi yapilir.
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tabletler mideden genellikle uzaklastirilamaz.
Aktif komir etkili degildir.

Dengeli polietilen glikol elektrolit solisyonu
(Golytely®) nazogastrik sonda ile verilmesiyle
yaptlan tim bagirsak irigasyonu erimemis
tabletleri uzaklastirmada yararli olabilir.
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A 2l-year-old woman presented to the emergency
department 8 h after the ingestion of 5.100 mg of ferrous
sulfate (110 mg/kg) in a suicide attempt.

At admission she was hemodynamically stable without
pathologic findings at examination. Laboratory tests
showed a mild decrease in prothrombin time and a
compensated metabolic acidosis with normal renal func-
tion and liver enzymes. An abdominal x-ray showed

CARE MEDICINE

Acute iron intoxication: change in urine color
during chelation therapy with deferoxamine

Fig. 1 Urine sample with normal color before chelation therapy
(lefr) and red—orange urine during deferoxamine treatment (right).
indicating iron-chelation products

remained clinically stable with no medical complications.
She was discharged from hospital 5 days after admission.

Deferoxamine is a specific iron chelator that binds
ferric iron forming a water-soluble compound that is
rapidly excreted by the kidney. causing a vin rosé dis-
coloration to the urine. It is considered the drug of choice
for the treatment of significant iron intoxication. Change
in urine color may confirm the effectiveness of this
antidote.
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Unexpected outcome (positive or negative) including adverse drug reactions

CASE REPORT

Near fatal iron intoxication managed conservatively
Jhuma Sankar, Amelin Shukla, Rohit Khurana,, Nandkishore Dubey

SUMMARY

We report here the case of an infant who presented to
the emergency department after unintentional ingestion
of almost 130 mgfkg of elemental iron. The infant had
evidence of serious toxicity in the form of hypotension,
metabolic acidosis and excessive irritability. Her serum
iron levels were 360 po/dl, which was well above the
normal range for her age. Despite such high serum
levels, the infant made an uneventful recovery with
medical management alone and did not require
exchange transfusion. We chose to report this case to
highlight her uneventful recovery with conservative
therapy alone.

BACKGROUND

Acute unintentional iron poisoning is a common
and potentially fatal intoxication in children below
5years of age. A report from the American
Associanion of Poison Control Centres revealed that
iron supplements were the single most frequent

the vomitus contained a red coloured unabsorbed
drug. She was irritable with signs of severe dehy-
dration in the form of decreased skin mrgor,
sunken eyes and dry oral mucosa. Her heart rate
was 110/min, respiratory rate was 44/min without
any evidence of increased work of breathing, capil-
lary refill time was 2-3 s and her blood pressure
was just below the ffth centile for her age (68/
40 mmHg). The rest of the systemic examination
was unremarkable.

INVESTIGATIONS

Her initial investigations revealed normal blood
glucose levels (random blood sugar =120 mg/dl)
with metabolic acidosis with respiratory compensa-
ton. The pH was 7.51, PCO; 15.4 mm Hg, PaO,
128 mm Hg, HCO; 12.5 mmol/l and the base
deficit 12.1. Her serum electrolytes and renal fune-
tion tests were normal. The x-ray of her abdomen
was normal. The serum iron levels obtained were
360 pg/dl. After 12 h of starting deferoxamine, the
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Olgu Sunumu

Gebelikte Yiiksek Doz Demir Alimina Bagh Gelisen
Lehirlenme
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OZET

Hamiilelikte demir redavisi uygulanmasimin bir sonucu olarak, ikincl sikhkta en ok karsilasilan zehirdenme algulan
demir kullammundan kaynaklanmaktadir. Tedawl edilmeyen demir zehirlenmesl gastrointestinal semptomilar olustu-
rabilecegi gibi, venodilatasyonla bidikte artan kapiller permeabilite, organ yetmezligi ve sonrasinda gastrointestinal
kanamaya yvol acabilmektedir. Yiksek doz demir alimindan sonra olusan maternal serum demir diizeyl veya toksisitesi
maternal wve fStal yvan etkilere yol acabilmektedir. Bu olgu sunumunda, 33 haftalik gebede sulsid amach elementer
demir alimina bagh gelisen, akut demir zehidenmesing sunmeayt amacladik.

Anahtar kelimeler: Gebelik, demir. zehidenme, bagirsak irdgasyonu
SUMMARY
fron Toxfcity Devefoped fn Pregnancy as a Resolt of fron Overdose

As a result of iron treatment in pregnancy, the second most frequently encountered cases of polsoning stem from
usage of iron containing preparations. Untreated, iron toxicity may resuit in gastrointestinal symptoms, increased
capillary permeability with wvenodilatation, organ system fallure, and later, gastrointestinal bleeding. Maternal serum
iron level or toxicity after an iron overdose s associated with adverse maternal and fetal outcomes. In this case report,
we almed to present acute iron intoxication of a parturient at her 33 weeks of her gestation. due to suicidal ingestion

of elemental iron.

Key words: Pregnancy. iron, intoxication, intestinal irrfigation
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OLGU SUNUMU
cCASE REPORT

Oluimciil Dozda Demir Zehirlenmesi: Olgu Sunumu

Iron Poisoning in Lethal Dose: Case Report

ibrahim Cansaran TANIDIR," ibrahim SILFELER,Z Yesim ACAR,? Alper KACAR.,? Fugen PEKUN?

"Mdshimet AkiF Ersoy EGitim ve Arastinma Hastanesi, Cocuk Sadgingr ve Hastalikian KNnigi. stambol
FNdustafa Kemal Universitesi Tip Fakditesi, Cocuk Sagingr ve Hastahkian Anabilim Dalh, Hatay
SMermepdan EGitim we Arastirma Hastanesi, Cocuwk Saghdgr we Hastaliklan Klinidgi, istanbl

.
Demir tim hidcreler icin gerekli olamn temel bir elementtir.
En dnemli gorevi hemoglobin aracaldn ile oksijen tasimalk-
tir. Demir fizyolojik olaylarda kullamilmak Gzere her gin belli
miktarlarda alinmas: zorunlu Bir mineraldir. Demirin yiksek
dozda alinmas vilcutta toksik etkive neden olabilmektedir.
Demir zehirlenmesinde en ok etkilenen organ karacigerdir.
Kalp, bobrek, akcigerier ve hematolojik sistern de zarar gd-
rebilecek diger bashca organlardir. Bu yvazida, yiksek dozda
demir ahmina bagh gelisen toksikaswyon olgusu tartisildi.
Yirmi bir ayvhk kiz coouk yiksek dozda dermir preparat igme-
si mnedeniyle cocuk acilimize getirildi. Hastamim 153 magslkg
demir almus oldugu saptand. ilag alimim takiben 4. saatte
bakilan kan demir dizeyi 377 pgsdl idi. Hastaya desferroksa-
miin tedawisi baslandl. Demir diizeyi giderek diisen hastanm
gelisinin 4. ginidnde kan demir diizeyi 23 pgsdl saptandi.
Hasta ayaktan izlenmek tGizere evine gonderildi. Demir pre-
paratlanmn tek dozluk paketlenmesi, ilaclann gocuklan cez-
bedici tat we gorandrmde olmamass, ilag kutulannda goouk
koruyucu kapaklarnn kullarilnma s, doktorlarin eriskin hasta-
lara demir preparatlarnimi regete ederken toksisite agisimdan
aileyi uyarmas: wve gerekli bilgileri vermesi mortalite ve mor-
biditeyi azaltacad gorusindeyiz.

Sumimary

fron is an essential element for all human cells, and it is re-
quired in certain guantities every day for use in physicological
events. The primary use of iron is in hemoglobin, used for vital
oxygen transport. Large guantities of iron can be toxic to the
human body. The iver is the primary organ which is subjece
ro its toxic effects. Secondary damage occurs to the hearrt, kid-
neys, lungs, and rhe hemarologic system. In this study, we dis-
cuss a case of high dose iron intake intoxication. A Dwenity-one
mronth old qirl was brought to owr child emergency unit due to
consumption of a high dose iron drug. History of the case re-
vealed rhar 153magskg elemental iron was raken oralily. Blood
iron level in the patient was 377 pugldl four hours after inges-
tion. Desferrioxamine was started for treatment of iron toxic-
ity. Blowod irorn level was gradually reduced and detected as 23
pgsdl an the fourth day. The patient was sent back home for
outpatient follow-up. This report suggests that doctors must
caution families and provide information about the toxicity of
iron preparations. Warning parents will reduwce mortality and
mrorbidity due to poisoning. Additionally. single-dose packag-
ing,. the wuse of unpleasant appearances for toxic drugs, and
the use of protective covers may be beneficial for reducing the
incidence of Toxicity.
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Endoscapic remaval of iron bezoar following acute overdos.
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