METHEMOGLOBINEMIE

e Kazuistika po aplikaci EMLA krému
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Krém 1 x 30¢

Pripad 3,5 letého chlapce o O
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* Na dermatologickém odd. pro ¢etna molusca témeér po celém téle
indikovan krém Emla (lidocain + prilocain)

 Aplikace (12:30) na velkou plochu (zabalen do potravinarské folie?) -
celkové zarudnuti, vyrazna spavost

* Hospitalizace 15:52 - Kontaktovan TIS 17:42 — spavy, sedofialovy,
saturace 85-89% na kysliku

* MetHb nevysetren, Astrup v norme
e Uprava stavu a dimise za 24h

» Terapie: Ventolin, oxygenoterapie az 71/min, Dexamethason supp.,
krystaloidy



Dité 3,5 let
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Tabulka 2 Paediatricka populace ve véku 0-11 let
Vékova skupina Vvkon Davka a doba a

Mensi vykony, napf. pted injekéni | Pfiblizné 1 g/10
aplikaci a chirurgickou 1é¢bou 1 hodiny (blize
lokalnich lézi.

Novorozenci a kojenci A% 1.9 210 cm?
0-2 mésice" ??
Kojenci 3-11 mésici'-? \

Entire RUE Entire LUE

Batolata a dét1 1-5 let

Déti 6-11 let e - Entire LLE

15
Padiatrickd populace s atppickou | Pfed odstraniovanim molusek Doba aplikace: - | Az 10 g a 100 cm? po dobu
dermatitidou

1-5 hodin® tj. 1,7%
ych novorozenci a kojencu do 3 mésicti se ma v pribéhu 24 hodin aplikovat pc
jednothiva davka. U déti od 3 mésict a starSich maximalné 2 davky s odstupem nejméné 12 hodin v pribéhu

24 hodin, vizbody 4.4 a 4.8.
4800 cm?
(télo bez hlavy)

80%




Tabulka 3 Nezadouci uéink

Poruchy krve a
lymfatického systému

Methemoglobinemie'

Edém v misté aplikace" >
3

Poruchy imunitniho Hypersenzitivita" >3
systému
Poruchy oka Iritace rohovky'
Poruchy kiize a podkozni Purpura', petechie’
tkang (zvlasté po delsi dobe
aplikace u déti
s atopickou dermatitidou
nebo mollusca
contagiosa)
aplikace”? Svédéni v misté
Erytém v misté aplikace’ | aplikace'
2,3

Parestézie v misté
aplikace® napt. brnéni

2 Sliznice pohlavnich organti

I Bércovy vied

Horkost v misté
Horkost v misté aplikace'
aplikace”?
Zblednuti v misté
— aplikace" 2.3
! Kize



4.9 Predavkovani

Vzacné byly hlaSeny vyznamné klinické projevy methemoglobinemieflie ve vysokych davkach
zvySovat hladiny methemoglobinu, zv1asté u citlivych jedinct (viz bod 4.4), pti piilis ¢astém davkovani

u novorozencu a kojencti ve véku do 12 mésicti (viz bod 4.2) a ve spojitosti s jinymi latkami indukujicimi
tvorbu methemoglobinu (napft. sulfonamidy, nitrofurantoin, fenytoin a fenobarbital). V ptipadé zvySené frakce
methemoglobinu mohou pulzni oxymetry nadhodnocovat aktualni saturaci kyslikem, coz je tfeba vzit v Givahu;
proto muze byt v ptipadech podezieni na methemoglobinemii vhodné monitorovat saturaci kysliken
CO-oxymetrii.

Klinicky zavaznou methemoglobinemii je nutné 1é€it podanim pomalé intravendzni injekce methylenové
modfi (viz téZ bod 4.4).
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Methemoglobinemia

Local anesthetics, most commonly benzocaine anan cause oxidation of hemoglobin and the formation of
methemoglobinemia.[‘ﬂ][@] Neonates are particularly at risk for methemoglobinemia as they have reduced concentrations of
methemoglobin reductase.[40114711481[49] Oxygen therapy is indicated and methylene blue administration may be required to
reverse this condition.22>]

Observe patient for:
Dyspnea
Skin color changes

Measure methemoglobin concentrations:
Co-oximetry (spectrophotometry)

Note the following investigations may be inaccurate:

Pulse-oximetry
This investigation will indicate a significant concentration of methemoglobinemia only as a mild to moderate
oxygen desaturation and cannot be used to determine percentage of methemoglobinemia.

Blood gas analysis
Most analyzers (without co-oximetry) will not detect methemoglobinemia, and show normal oxygen saturation
since oxygen saturation in arterial blood gas is calculated from PaOZ2 which is normal in methemoglobinemia.
The difference between oxygen saturation from the pulse oximetry and the arterial blood gas is called oxygen
saturation gap.
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\ jating the blue abyss:
successful treatment of extreme methemoglobinemia
at 88.9% caused by intentional sodium nitrite poisoning

intentional car exhaust fume inhalation
Matthew Brownlow?, Emma Nixon', Suro Son', Andis Graudins'2
"Monash Toxicology Unit, W&mw&m.mm,mm
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‘Clinical Saencas at Monash Health, Faculty of Medicine, Nursing and Health Sciences,
Monash University, Clayton, Victoria, Australia '
it Discussion
Methemogiobinemia uncommon o . food and a3 an
case parallels three prevous reports unce 1992 ¢ | 4 Sodium nitrite Is used a3 0 coloring ogent, fertilizer, preservotive in o
consequence of car exhaust fume inhalation. Case Report (continued) atcsired Meth from car exhaust fume imhatation i Lo agent Sodium ke of
2 = antimicrobiol it in meot products. nitrite intoxicotion is o common ¢ of
6 hour «
However, it is thought to be less likely in petrot-powered . S All cases observed simidasty low COHD percentages \ severe methemoglobinemia (Methb) and MetHb levels of >70% are considered fatal (1). In
cars with exhaust cataiytic converters. :
= - = administration of methylene biue. o 4 = this report, we describe the successful treotment of 0 case of severe MetHb of 88.9% due
ly it n of the iron component of heme, altering its charge & 1o intentional sodium nitrite poisoning,
o e ‘compiicated by defirium. from the ferrous (Fe'*} state to the ferric (Fe *) state. 2
fasekzpon after which he was neurologically normal. haemagiobin dsociation curve. and 2 functional .
Pistory of Doctors (uppes
depression < )
o fuel combestion with 2ic. Case report
b 3 , compared ta )
Lo nd after remainiog medicaly well was J6mRIES10 diesel engines. A 20-yeor-okd woman with o Glasgow Coma Scale (GCS) score of 3 was presented -
He was. foran 3 L ‘exoming!
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Iradequate CO o react with NO- 1\NO cyonotic. with insufficient spontanecus breathing at 8 BPM rate with SpO2 of 78 %, 2 et sttt g s P e e e s
[ o 6 mmo, Vesled 2 pi of 5 = s
i_'%“"f“_.m X BP 92/47 mmiMg, HR 85 BPM was documented. Minutes later, the patient wos ‘m""-"‘y"‘)ﬂmvm:m

intuboted, ond o drip of vosopressors storted ot 022 -> 0,44 -> 066 {mcg/kg/min).
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I I The amount of NO, present in exhaust emissions of Life-threotening methemoglobinemia was diognosed, o clinical toxicologist wos. =
Figure 1: Oxi contacted, and it wos decided to start o methylene blue infusion (2mg/kg). Additional
gasaline-powered intemal combustion system. +:
s % 75 g of ascorbic ocid with 5% glucose solution wos given. (Al s
ngin Y 835 asirs g 7 5 %5 o e
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3 Table #: y carbon ronge of 11%. o 81 it
In ED, the patient was drowsy and confused (GCS 13 sl Mot 0% 2% @-20%) Crmnhapbgs When recovered, patient explained thot on that day she drank o bottie of sodium “"::,.m.w'!"’ :
E3V4MS), centrally cyancsed, with a respiratory rate of NO, reacts with CO to form carbon dioxide (CO,) and AT (GPT) (83U AST (GOT) {1828 UL prooee
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Carboryhaemoglobin 1.3% 0: Alprazoiam. carbon monoide Loxicity after exhaust gas exposure TN :
(normal: 0 -2.0%). . b e stoble, spontaneously breathing ond without any neurological Potients orteriol
ater Nordiazepam. No co-ngested was identsfied that could deficit, for further psychiotric treatment. ample:
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. Rialinic ackd, Inherited causes of impaired Mt earance were Se
dus
et ‘; we T i Paonetin, The vehicie used during exposare was gasoline-
Tweive-iead ECG showed powered. The condition of ts exhaust system, inchich
Serum troponin was normal. G6-PD screen Normal catalytic comverter, i This case highlights the criticol importance of ropid recognition and
Bectrolytes, kidney and fiver function, and non-contrast A s toa ek ST ccat B 10% Intervention in cases of lfe-threatening methemogiobinemia induced by
CT brain were normal. Red ool Metts e cause for scquired Meth in this patient.
reductase (CYBSR)  (129-189) Intentional poisoning )y be fotal,
8iood ethanol level was undetectable. The patient’s delayed sedation leading to intubation
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