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Anaphylaxis is highly likely when any 1 of the following 3 criteria is fulfilled following exposure to an allergen:

Acute onset of an illness (minutes to several hours) with involvement of the skin, mucosal tissue, or both (e.g.,
generalized hives, pruritus or flushing, swollen lips-tongue-uvula) and at least 1 of the following:

a. Respiratory compromise (e.g. dyspnea, wheeze, bronchospasm, stridor, reduced PEF, hypoxemia)

b. Reduced BP or associated symptoms of end-organ dysfunction (e.g. hypotonia [collapse], syncope, incontinence)

2 or more of the following that occur rapidly after exposure to a likely allergen for that patient (minutes to several
hours);

A n a h | a Xi e a. Involvement of the skin-mucosal tissue (e.g., generalized hives, itch-flush, swollen lips-tongue-uvula)
p y ‘ b. Respiratory compromise (e.g., dyspnea, wheeze, bronchospasm, stridor, reduced PEF, hypaxemia)

c. Reduced BP or associated symptoms (e.g., hypotonia [collapse], syncope, incontinence)

d. Persistent Gl symptoms (e.g., painful abdominal cramps, vomiting)

Reduced BP after exposure to a known allergen for that patient (minutes to several hours):
3 a.Infants and children: low systolic BP (age specific) or > 30% decrease in systolic BP

b. Adults: systolic BP < 90 mmHg or > 30% decrease from that person's baseline




Anaphylaxie
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Anaphylaxie
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Anaphylaxis and ecardiac surgery for hypertrophic
obstructive cardiomyopathy: a case report
and review of anaesthetic management

Kevin Fu Hong Yee, Marcin Wasowicz
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Vasopressin for treatment of shock tollowing
aprotinin administration
[Traitement a la vasopressine pour un choc suivant Padministration d’aprotinine|

Stephan R. Williams MD Php,* André Y. Denault Mp Frere,* Michel Pellerin M FRCSC, T
Raymond Martineau MD FRCPC*

Anaphylaxie e e

The Pivotal Role of Vasopressin in Refractory
Anaphylactic Shock

Claudia Schummer, MD*  BACKGROUND: Severe anaphylaxis can be associated with cardiovascular collapse
that is difficult to manage and does not respond to treatment with epinephrine.
Melanie Wirsing, MD+ Because anaphylaxis is uncommon, unpredictable and may be fatal, a prospective,
randomized, controlled trial in humans on the best management is difficult and
uidelinesa.rebasadmthmr}rand anecdotes only.
Wolfram Schummer, MD, DE%?A' ElEI'Hﬂ-[‘.IS AND RESULTS: We report six cases in wl'u{:h the use of vasopressin was
Ci successful in the treatment of anaphylactic shock.

CONCLUSIONS: Standard treatment of anaphylactic shock, including discontinuation
of the causative agent, administration nﬁpmﬂphn.ne and infusion of I'V fluids, did
not stabilize cardiocircula function, and adding arginine vasopressors resulted

in prompt hemodynamic stabilization.

(Anesth Analg 2008;107620-4)




- ABC

* Monitoring
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* Accés veineux

- Canule artérielle

* 1L NS flush

CaS Cl | N ique - Epinéphrine 5o .mcg IV X 2 puis 2mcg/min
* Benadryl somg iv

* Solumedrol 125mgq iv

* Zantac somg iv

* Préparer matériel pour fibre optique

* Préparer matériel pour airway chirurgical

- Faire signaler 'ORL

* @ stridor, @ bronchospasme, progression angioedeme



* Topicalisation du airway

CaS Clinique - Intubation FOB éveillé

- Stable HD, pressions de ventilation N




- Eléments en défaveur de I'anaphylaxie;
* Progression de I'angioedéme malgré Tx adéquat

- Autre cause pour expliquer l'instabilité HD

Cas clinique

* HypoTA et tachycardie avant Tazo
- Angioedeme disproportionné par rapport a l'instabilité HD




- Diagnostic différentiel
* Toutes causes de choc

* Asthme
- Corps étranger
* Hypoglycémie

Anaphylaxie

* Flushing syndrome; Red-man syndrome (vancomycin), tumeur
carcinoide, pheochromocytome

- Cellulite, épiglottite, abces rétro-pharyngé
- Autres causes d’'angioedeme
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Prévalence; 1:10 000 a 1:50 000

Maladie autosomal dominante
- Mutation sur géne inhibiteur de C1 sur chromosome 11

Angioedeme

Mutation spontanneée : 20-25%

congenital

3 types:
- 1. Déficit quantitatif en inhibiteur de Ca

- 2. Déficit qualitatif en inhibiteur de Ca (fonction anormale)
* 3. Mutation facteur XII




Physiopathologie
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C3b binds to complement
receptors on phagocytes,
resulting in apsonization and
removal of immune
complexes.

Membrane-attach complex binds
to cell membrane, causing lysis of
cenain pathogens and cells




Physiopathologie
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* Intubation endotracheale
* Procéedures dentaires

* CEC
Facteurs .+ Stre
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Diagnostic

Clinical criteria

Major

(1) Sellimiting, noninflammatory subcutaneous angioedema without major urticarial rash, often
recurrent and often lasting more than 12 hours

(2) Self-remitting abdominal pain without clear organic etiology, often recurrent and often lasting
more than & hours

(3) Recurrent laryngeal edema

Minor

(4) Family history of recurrent angioedema and/or abdominal pain andfor laryngeal edema
Laboratory criteria

(1) C1 inhibitor antigenic levels <50% of normal at 2 separate determinations with patientin basal
condition and after the first year of age

(2) C1 inhibitor functional levels <50% of normal at 2 separate determinations with patientin
basal condition and after the first year of age

(3) Mutation in C1 inhibitor gene altering protein synthesis and/or function

Diagnosis can be established in presence of 1 major (1-3) clinical criterion and 1 laboratory
criterion



Traltements

T €, esterase inhibitor levels
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http://www.sciencedirect.com/science/article/pii/S0952818016301945#gr1

Traltement

© Angioedema pattern

Clinical description

Management

Drugs

Maonitoring

- Type 1

Limited to face and/or
anterior tongue

Extends to base of
tongue or floor of the
mouth, tongue, soft
palate, and/or uvula.

Extends to supraglottic
and glottic structuras

Observe on the ward

after fiberoptic laryngeal
EXamination via Nose or
mouth. If cedema limited just
1o face/lips-after medications
consider discharge home.
Close ohservation in the ICU

wiith serial fiberoptic laryngeal

examinations via nose or
mouth; tracheostomy tray by
the bedside

Proceed immediately
1o videolarngoscopic or
alternative methods of

intubation. Use difficult ainvay

algorithms. Avoid sedation
before intubation.

Discontinue exposure 1o
any possible factor/drug;
oral antihistamines

As above; IV steroids and
H1 and H_,_ antagonist or
subcutanecus epinephrine
injections

subcutanecus epinephrine
injections and IV steroids
and H, and H, antagonist

* Risque de déces 25-40% pour crise laryngée
- Série 342 cas angioedéme connu; 4 intubations, 2 cricothyrotomies

* Nouveaux traitements:
* Ecallantide (Kalbitor): Inhibiteur de la kallikrein. Diminution de la
severité des symptoémes. Dose: 3omg s/c.

* Icatibant (Firazyr) : Inhibiteur du récepteur B2 de la bradykinine.
Approuveé pour traitement aigu. Dose: 3omg s/c

Continuous pulse oximetry.
Repeated evaluation of the
patient looking for voice
change, hoarseness, stridor,
and dyspnoea.

Continuous pulse oximetry.
Repeated evaluation of the
patient looking for voice
change, hoarseness, stridor,
and dyspnoea.

If tongue size diminished
during/shortly after IV
steroids-oedema unlikely to
progress.

Continuous pulse oximetry.
ABGs 10 asses oxygenation
and ventilation



- Concentrés d'inhibiteurs de C1: 1h pré procédure

- Danazol: 2,5 a 20mg/kg (max 6oomg) donne 5 jours pre procedure
* PFC: 2 unités 1h pré procédure

- Anti-fibrinolytique

- Anesthésie régionale a favoriser

* Risque de développer un angioedeme post chirurgie :
* 30% sans prophylaxie

Prophylaxie

* 15% avec 500 unités de concentré d'inhibiteur de Ca
* 5% avec 1000 unités de concentré d'inhibiteur de Ca

- Seérie de 24 patients, 38 AG avec prophylaxie; un seul a developpe
oedeme laryngé nécessitant réintubation
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- Angioedéme acquis :
+ Pas d'histoire familiale
- Début tardif
+ Secondaire a un déficit en inhibiteur de Ca.

Autres - Causes :
: > - Maladies auto-immune ou lymphoproliférative; lymphome,
d ng |Oedeme5 leucémie lymphoide chronique, myélome multiple, myélofibrose,

macroglobulinémie de Waldenstrom, gammapathie monoclonale,
carcinome sein et Gl, lupus, Churg-Strauss, hépatite B, VIH,
echinococcose.
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Autres

angioedemes

Angloedeme secondaire aux IECA :
* 1°" mois suivant le debut du traitement
* Race noire

* Mécanisme : Bradykinine
* Tx: Concentrés d'inhibiteur de Ca

Patient Case Report

CI Esterase Inhibitor (Berinert) for ACE
Inhibitor-Induced Angioedema: Two
Case Reports

Maria Leibfried, PharmD', and Alexandra Kovary, PharmD?
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- Appel a la famille; Confirme l'existence d’une histoire familiale
positive

* Berinert 20 u/kg
CaS Clinique » Appendicectomie s/p
- Extubée lorsque résolution oedeme USI

- Positif pour déficit en inhibiteur de Ca




Considerations

- Appendicite aigue compliquée

 Estomac plein
* Sepsis

* Chirurgie: Reporter ou non

* Angioedeme



- Anaphylaxie; Cause la plus fréquente d'angioedeme

* Elargir Dx différentiel de 'angioedéme

Conclusion

* Prophylaxie et traitement: Berinert

* Vasopressine
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