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Introduction

{naphylaxis Is a severe, whole-body allergic reaction
to a chemical that has become an allergen. An

allergen is a substance that can cause an allergic reaction.
After being exposed to a substance such as bee sting venom,
the person's immune system becomes sensitized to it. When
the person is exposed to that allergen again, an allergic
reaction may occur. Anaphylaxis happens quickly after the
exposure. The condition is severe and involves the whole
body. Tissues in different parts of the body release histamine
and other substances. This causes the airways to tighten and
leads to other symptoms. Some drugs (morphine, X-ray dye,
aspirin, and others) may cause an anaphylactic-like reaction
(anaphylactoid reaction) when people are first exposed to
them. These reactions are not the same as the immune system
response that occurs with true anaphylaxis. But,the
symptoms, risk of complications, and treatment are the same
for both types of reactions (Lieberman, 2014).

The incidence during anesthesia ranges from 1 in 4,000 to
1 in 25,000 patients. If not promptly diagnosed and treated, a
sudden, severe, or prolonged reaction can lead to cardiovascular
collapse resulting in perioperative death. Anaphylaxis is fatal in
3% to 10% of surgical cases. Hypersensitivity to anesthetic
drugs remains a substantial hazard for patients at increased risk
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because it is difficult to promptly recognize; consequently, the
proper treatment may be delayed. In addition, the lack of specific
molecular markers for confirmation of anaphylaxis impedes
accurate diagnosis (Simons, 2010).

Ideally, all patients experiencing an episode of
perioperative anaphylaxis would have undergone an
allergologic assessment before further anesthetics. The
reality is very different. In many countries, the allergologic
assessment is not routinely performed. Identification of at-
risk patients is therefore required before any procedure
requiring anesthetics which must be conducted in a manner
to avoid a suspected drug or agent. Patients who have had
previous uninvestigated severe immediate reactions during
anesthesia are at increased risk of a recurrence during
subsequent anesthetics. Regional anesthesia is preferred
whenever possible (Harper et al., 2009).

The clinical symptoms of anaphylaxis drived from the
mediators released by the activation of sensitized mast cells and,
to a lesser extent, basophils. Anaphylactic reactions are triggered
by the cross-linking of the high-affinity IgE receptor by receptor-
bound IgE that recognizes antigens such as food, drug, or insect
venom antigens. Non-lgE mediated triggers of anaphylaxis
include activation of mast cells and eosinophils by immune
complexes or cytotoxic transfusion reactions. lgG-mediated
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anaphylaxis (or anaphylactoid reactions) can be triggered by high
molecular weight iron dextran or monoclonal antibodies such as
infliximab. Exposures to hemodialysis membranes or oversulfated
chondroitin sulfate-contaminated heparin are associated with
complement-mediated anaphylaxis related to the generation of
complement protein anaphylatoxins such as C3a and C5a.

A variety of physical factors such as cold, heat or
sunlight, drugs such as opiates, and radiocontrast media may
trigger anaphylaxis from direct activation of innate immune
effector cells (mast cells). Nonsteroidal anti-inflammatory
agents can trigger anaphylaxis by altering arachedonic acid
metabolism Some agents, such as radiocontrast media,
contaminated heparin, etc. may activate multiple pathways
that lead to the activation of the contact and complement
systems, promote the generation of kinins, and trigger the
clinical symptoms of anaphylaxis The mediators may directly
contribute to increased airway resistance, fall in PO2, and
vasodilation with hypotension seen during anaphylaxis
(Konings et al., 2013).

If anaphylaxis is suspected, a rapid assessment for
possible causes of the abrupt symptoms should be
determined to rule out other diagnoses. For diagnostic
purposes, the timing of symptoms should be noted in relation
to the previous drugs administered. Whether a drug or latex
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IS causing the allergic reaction, the trigger should be quickly
removed from patient contact and help sought. The
administration of antibiotics and blood products should be
stopped, anesthetic administration discontinued, and the
surgery terminated (Murphy et al., 2011).
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The aim of this study is to view the latest literature
updates in early detection, prevention and management
of intraoperative anaphylaxis




